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Il mal di testa comune, il termine cefalea, e definito come un dolore
localizzato all'interno del capo o alla parte superiore del collo.

Le cefalee sono causate dall'alterazione dei meccanismi e dei processi
fisiologici che attivano e/o coinvolgono strutture sensibili allo stimolo del
dolore, localizzate in alcune zone della testa e del collo: periostio del
cranio, muscoli, nervi, arterie e vene, tessuti sottocutanei, occhi,
orecchie, seni paranasali e mucose. Non e ancora chiaro, tuttavia, il
motivo per cui questi segnali dolorosi vengano inizialmente attivati.

Le cefalee primarie non sono quasi mai provocate da un'unica causa:
nella maggior parte dei casi, rappresentano il risultato dell'interazione

tra predisposizione genetica, cause endogene (interne all'organismo)
e fattori scatenanti (cioe gli stimoli che innescano le alterazioni). In altri
casi, il mal di testa puo essere il risultato di un trauma alla testa o,
raramente, segno di una piu grave condizione medica. Le cefalee
secondarie possono rappresentare, infatti, un sintomo aspecifico, in
guanto possono associarsi ad una serie di diverse condizioni, determinate
da molteplici cause. Ovviamente, il trattamento del mal di testa dipende
dall'eziologia sottostante.



http://www.my-personaltrainer.it/fisiologia/periostio-endostio.html
http://www.my-personaltrainer.it/fisiologia/muscoli.html
http://www.my-personaltrainer.it/fisiologia/arterie.html
http://www.my-personaltrainer.it/fisiologia/vene.html
http://www.my-personaltrainer.it/salute/anatomia-fisiologia-occhio.html
http://www.my-personaltrainer.it/fisiologia/seni-paranasali.html
http://www.my-personaltrainer.it/fisiologia/mucosa.html
http://www.my-personaltrainer.it/traumatismi.html
http://www.my-personaltrainer.it/segni_o_sintomi.php
http://www.my-personaltrainer.it/salute/eziologia.html

Epidemiologia
Older persons have fewer headaches than younger ones.

The prevalence of headaches at different ages in women and men,
respectively, is as follows:

21 to 34 years, 92% and 74%;
55t0 74 years, 66% and 53%;
and after age 75, 55% and 22%.

Although 90% of headaches in younger patients are of the primary type,
only 66% of headaches in the elderly are primary.

There is a decreasing prevalence of migraine with older age. Past the age
of 70 years, only 5% of women and 2% of men still have migraine.

There are many causes of new-onset headaches in the elderly, some of
which can be particularly worrisome.

The risk of serious secondary disorders in persons older than 65 years is
10 times higher than that in younger persons.



A Storia e storiografia della cefalea




Stando a Norman Gordon, il primo a rimarcare i segni caratteristici della cefalea a
grappolo e stato il medico olandese Nicolaes Tulp (15931 1674) nell641,
evidenziando lo strano intervallare degli episodi. (Nicolaes Tulp in un quadro

di Rembrandt).



http://it.wikipedia.org/wiki/Medico
http://it.wikipedia.org/wiki/Paesi_Bassi
http://it.wikipedia.org/wiki/Nicolaes_Tulp
http://it.wikipedia.org/wiki/1593
http://it.wikipedia.org/wiki/1674
http://it.wikipedia.org/wiki/1641
http://it.wikipedia.org/wiki/Nicolaes_Tulp
http://it.wikipedia.org/wiki/Rembrandt_Harmenszoon_van_Rijn

Cefalea e personaggi storici

E' quasi un luogo comune che molti grandi personaggi storici avessero un "caratteraccio”. E quindi si € diffusa l'idea che
I'intelligenza si accompagni spesso a turbe psicologiche. Ma se, invece, il caratteraccio fosse stato I'effetto della cefalea?
"Shirciando" qua e la tra le biografie di persone illustri, si scopre infatti che alcuni di loro soffrivano di questi disturbi e, forse,
proprio per questo furono etichettati come persone vulnerabili e insofferenti.

Charles Darwin

Noto soprattutto per aver pubblicato la sua teoria sull'origine della specie, Darwin nacque il 12 febbraio 1809 a Shrewsbury,
dove dai 9 ai 16 anni frequento la Shrewsbury School. Di famiglia borghese, fu spinto a frequentare la facolta di medicina
per seguire la stessa carriera del padre e del nonno Erasmus. Darwin, pero, abbandono gli studi e, in alternativa, fu avviato
alla carriera ecclesiastica. La sua vera passione, pero, erano le scienze naturali, tanto che, contro il volere del padre, accetto
di prendere parte a una crociera nell'emisfero australe a bordo del brigantino Beagle, che duro ben 5 anni, in qualita di
naturalista di bordo. Questa esperienza fu fondamentale per la sua formazione, soprattutto grazie al gran numero di fossili
trovati. Tornato in Inghilterra nel 1836, si stabili in Campania a Down e li rimase fino alla morte (12 aprile 1882).
Questa lunga sosta sembra fosse dovuta, oltre che all'amore per la scrittura, anche al precario stato di salute
caratterizzato, tra I'altro, da forti cefalee.

Fryderyk Franciszek Chopin

Figlio di un immigrato francese, nacque a Zelazowa-Wola, Varsavia, nel 1810 e gia all'eta di 9 anni si rivelo come pianista
prodigio. Dopo tre anni di conservatorio a Varsavia fu proclamato "genio musicale" dal direttore Elsner. Nel 1829 parti per
Vienna, dove fu acclamato da tutti per i suoi concerti. Si reco poi a Parigi, a Praga, a Vienna, a Londra e nuovamente in
Francia. Dopo un viaggio in Inghilterra e in Scozia per tenervi gli ultimi concerti, torno a Parigi dove si spense nell'anno
1849. Uomo travagliato nei sentimenti, fu colpito anche nel fisico: la cefalea, da cui forse dipese anche la fama di
depresso, e soprattutto la tisi che lo condusse alla morte.

Sigmund Freud

Nacque a Freiberg, in Moravia, nel 1856 da una famiglia ebraica, la quale nel 1860 si trasferi a Vienna. Qui Freud ebbe
modo di frequentare il ginnasio e la facolta di medicina (si laured nel 1881). Inizid come ricercatore, ma ben presto si dedico
alla pratica clinica presso vari ospedali a Vienna e a Parigi. Dopo la morte del padre, nel 1896, fu "sommerso" da una
profonda crisi, che tento di superare tramite I'analisi dei suoi stessi conflitti interni (la cosiddetta autoanalisi, basata
soprattutto sull'analisi dei sogni). Nel 1900, pubblico i risultati del lavoro condotto su se stesso e sui suoi pazienti:
L'interpretazione dei sogni. Con l'arrivo del nazismo, pero, la psicoanalisi fu messa al bando, come "scienza giudaica", e nel
1933 a Berlino furono bruciati tutti i suoi testi e quelli dei suoi allievi. Decise, quindi, di emigrare con la famiglia a Londra,
dove mori nel 1938 contornato non senza vedersi riconosciuta un‘enorme fama. Soffriva di frequenti mal di testa, si dice,
ma anche di sinusite, e provato. Era vera e propria emicrania o |'effetto del disturbo respiratorio?



Thomas Jefferson

Un vero rivoluzionario che nel 1800, in una lettera privata, scrisse: "ho giurato sull'altare di Dio I'eterna ostilita verso ogni
forma di tirannia sulla mente dell'uomo”. Nacque nel 1743 in Albermarle Country (Virginia) e studio presso il College of
William and Mary. Il suo punto forte non era certo I'oratoria; al contrario, esprimeva al meglio idee e concetti tramite
lettere e scritti. Dopo una carriera da vicepresidente, fu eletto presidente degli Stati Unitinel 1801 e rimase in carica fino al
1809 (terzo presidente d’America). Sua grande impresa fu quella di conquistare nel 1803 il territorio della Louisiana da
Napoleone. Mori il 4 luglio nell'anno 1826, all'eta di 83 anni.

Giovanni Calvino

Il suo nome effettivo era Jean Cauvin. Nacque a Noyon nel 1509 da padre finanziere. Con il tempo maturera un forte
sentimento anticlericale. Dopo la morte del padre, fu scomunicato dalla chiesa e si reco a Parigi, dove frequento gli studi di
grammatica, logica e filosofia nel collegio di Fortet. Dopo aver aderito alla Riforma, fu costretto a spostarsi in continuazione
per evitare di cadere nelle mani delle autorita cattoliche. Che la cefalea fosse scatenata proprio dai viaggi stressanti?
In seguito si dedico allo studio e alla scrittura, formulando sulla base della Bibbia e della tradizione cristiana i principi della
sua teologia. Mori a Ginevra nell'anno 1564.

Virginia Woolf

Virginia nacque nel 1882 e crebbe in un ambiente intellettuale e letterario. Non ando mai al college, ma studio da sola nella
grande libreria del padre. A soli 13 anni ebbe la sua prima crisi di nervi e inizio a ribellarsi e a mostrare il suo carattere
indipendente e aggressivo. Nel 1912 sposo Leonard Woolf e in quello stesso anno inizio a soffrire di forti mal di
testa, tanto che cerco persino di suicidarsi con dei farmaci (episodio che fa pensare a una cefalea a grappolo). Nel
1917, assieme al marito, fondo una casa editrice, lanciando molti talenti letterari. Il suo capolavoro: Clarissa Dalloway. Il
suo tratto piu caratteristico: gli ideali femministi, originati dall'odio per la societa patriarcale di cui si era sempre sentita
vittima. Mori nel 1941 all'eta di 59 anni.

Giulio Andreotti

In tempi molto piu vicini Andreotti € un arcinoto paziente "veterano" dell'emicrania. Nato a Roma il 14 gennaio del 1919,
si e laureato in giurisprudenza, specializzandosi in diritto canonico. In giovane eta, inizio la carriera di giornalista e comincio
a farsi notare nella FUCI: Federazione degli Universitaria Cattolici Italiani, il cui presidente era Mons. Montini, che divenne
Papa Paolo VI. Da Aldo Moro gli fu affidata la direzione di Azione Fucina. Ben presto, dietro consenso di Pio XIl, divenne il
Presidente della FUCI e, nel frattempo, collaborava alla fondazione della Democrazia Cristiana, al fianco di Alcide De
Gasperi e Guido Gonella.



Pharmacognosy Review: 2013; 7(13):17-26
Types of headache and those remedies in traditional persian medicine

Mohammad M Zarshenas, Peyman Petramfar, Ali Firoozabadi, Mahmood Reza Moein

The history of headache, as a common neurological complication, goes back to
almost 9000 years ago. Many ancient civilizations present references to headaches
and the coherent treatment strategies.

Accordingly, several documents comprising headache complications embodying
precise medical information stem from Traditional Persian Medicine (TPM) that can
provide useful opportunities for more comprehensive treatment.

We conducted a survey on headache through original important pharmacopeias and
other important medical manuscripts of TPM which were written during 9 th to 19 th
centuries and have derived all headache categories and herbal remedies.

An extensive search of scientific data banks, such as Medline and Scopus, has also
been exercised to find results relating to the anti-inflammatory, anti-nociceptive, and
analgesic effects of denoted medicinal herbs.

The concept of headache and treatments in TPM covers over 20 various types of
headache and more than 160 different medicinal plants administered for oral, topical,
and nasal application according to 1000 years of the subject documents.

Nearly, 60% of remarked medicinal herbs have related anti-inflammatory or analgesic
effects and some current headache types have similarities and conformities to those
of traditional types. Beside historical approaches, there are many possible and
available strategies that can lead to development of new and effective headache
treatment from medicinal plants so that this study can provide beneficial information
on clinical remedies based on centuries of experience in the field of headache which
can stand as a new candidate for further investigations.


http://www.phcogrev.com/searchresult.asp?search=&author=Mohammad+M+Zarshenas&journal=Y&but_search=Search&entries=10&pg=1&s=0
http://www.phcogrev.com/searchresult.asp?search=&author=Peyman+Petramfar&journal=Y&but_search=Search&entries=10&pg=1&s=0
http://www.phcogrev.com/searchresult.asp?search=&author=Ali+Firoozabadi&journal=Y&but_search=Search&entries=10&pg=1&s=0
http://www.phcogrev.com/searchresult.asp?search=&author=Mahmood+Reza+Moein&journal=Y&but_search=Search&entries=10&pg=1&s=0

A Headache is one of the most common neurological complications in the general
population. The global reported percentage of headache prevalence is 47% and it is
the fifth most common primary complaint of patients in the USA. Overall, 96% of
people experience headache in their whole life and also the prevalence in females is
higher than in males.

Headache is a symptom of various diseases which has a history close to mankind
creation. The 9000-year-old Neolithic skulls having trepanation may show the
first evidence of headache treatment.

A Ancient Egyptian medicine, such as the Ebers Papyrus (1550 B.C.) and others
present references to headaches migraine, and neuralgia.

A Before Galen, headaches were classified into three main types as Cephalalgia (A
mild and short-term headache), Cephalea (a type of headache that is chronic and
severe), and Heterocrania which is a paroxysmal headache on one side of the head.
A new method of treatment was suggested by Galen (129-199 A.D.) by which an
electric torpedo fish was applied to the forehead of patient.

Headache treatment in traditional Persian medicine (TPM) goes back to the 6 th
century BC; however, most findings are from the medieval period. In that era,
physicians observed and diagnosed different headache types and assembled much
Information on traditional remedies from ancient Greece, Egypt, India, and China to
fulfill their own innovative treatment sources.

Documents of headache subject from TPM have precise medical information on
different types and treatments of this disorder. Therefore, this survey has been done
to present headache types and remedies during 1000 years in Persia and hope to
provide useful opportunities for more comprehensive treatment.



A We have studied printed edition of six original important treatises of TPM, namely
The Liber Continents by Rhazes (9 th and 10 th centuries), Alabnieh an haghaegh-ol-
advieh by Aboo mansour Heravi (11 th century), The Canon of Medicine by Avicenna
(10 th and 11 th centuries), Ikhtiyarat-e-Badiyee by Zein al-Din Attar Ansari Shirazi
(14 th century), Tohfat ol Moemenin by Mohammad Tonkaboni (17 th century), and
Makhzan ol Advieh by Aghili-Shirazi (18 th century). T

A These are among the most important references and comprehensive pharmacopeias
for TPM and also have been widely used by natural healers of Iran. We studied these
pharmacopeias for exact term of headache (Soda'a), and gathered recommended
herbal remedies in a distinct table.

A Other books such as "Matching the Old Medicinal Plant Names with Scientific
Terminology,i "Dictionary of Medicinal Plants,fiDictionary of Iranian Plant Names, i
"Popular Medicinal Plants of Iran,i "Pharmacographla Indica,i"Indian Medicinal
Plants,ii"Seydaneh fit Teb,ii and botanical descriptions of Makhzan-ol- AdviehOn were
studied for nomenclature of medicinal plants.

On the other hand, headache classification, terminology, and additional descriptions
were derived from other Persian medical manuscripts such as Al-aghraz al-tebbieh va
al-mabahes al-alayieh (12 th century), Kholasat-ol-Tajarob (16 th century), Tebb-e-
Akbari (18 th century), and Eksir-e-Aazam (19 th century). These books which are as
clinical texts of TPM cover the Persian Medicine language for nearly 1000 years and
show the procedure of improving the traditional medicine in this region.

TPM strategy for headache treatment is almost relieving pain and inflammation.
Therefore, for each herbal remedy, we have done an extensive search of scientific
data banks such as Medline and Scopus to find results concerning the anti-
inflammatory, anti-nociceptive, and analgesic effects.


http://www.phcogrev.com/viewimage.asp?img=PhcogRev_2013_7_13_17_112835_b1.jpg

Persian physicians used the term "soda'a" to describe headache.
Various classifications and plenty of natural remedies have been
described in TPM. In fact, more than 20 types of headache have
been noted in TPM which are listed and described.

This classification was an important element in designing the
therapeutic strategy. Also 181 medicinal plants identified to cure this
disorder are mentioned among investigated medical manuscripts.

Among these plants, 166 herbs belonging to 77 families are
identified.

The most cited families with useful plants for headache treatment
were Asteraceae and Lamiaceae. We omitted plants which were not
identifiable. Moreover, common traditional name, route of
administration, headache types which can be cured by these
reported medicinal plants, and related effects which are analgesic or
anti-inflammatory properties are noted. Moreover, similar current
types of headache are included in both tables.



Headache traditional type

Short description in TPM[22-2¢]

Current type(s)/condition(s)

Simple headache (Sodaa-e-Sazaj)
(Hot, cold, wet, dry)

Corporal headache (Sodaa-e-Maaddi)

(Sanguinary, Billiary, Phlegmatic, Melancholic)

Alcohol-induced headache
(Sodaa-e-khomaari)
Bilateral headache (Bayze)
Catarrhal headache
(Sodaa-e-nazii)

Congestive headache

(Sodaa-e-saddi)

Critical headache (Sodaa-e-bohrani)
Desiccative headache (Sodaa-e-yobsi)
Fluting headache (Sodaa-e-Bokhaar)
Headache due to smell (Sodaa-e-shammi)

Helmet headache (Khooze)
Inflammatory headache (Sodaa-e-varami)

Migrant headache (Sodaa-e-Rihi)

Orgasmic headache (Sodaa-e-jemaaee)

Participatory headache (Sodaa-e-sherki)

Post-Traumatic headache (Sodaa-e-zarbi)
Pulsating headache (sodaa-e-zarabaani)
Sleep caused headache (Sodaa-e-nowmi)
Symptomatic headache (Sodaa-e-arazi)

Unilateral headache (Shaghighe)

Vermicular headache (Sodaa-e-dood))

Caused by internal or external physicochemical
and psychological conditions like extra exposure to
sun or heat, exercise, anger, cold weather, starving
Caused by imbalance in four elements with a rise
of humors

It is caused following excessive alcohol or wine
drinking

Recurrent headache with severe pain attacks
Catarrh is a typical symptom that may be
incorporated with this type. Moreover, aching pain
and sensation of a heavy weight in the forepart of
the head may be distinguished

Resulting from congestion or blockage in brain
pathways having blood accumulation

It is associated with fever and is accompanied by
epistaxis

It occurs when body is at odds with excessive
dryness and may be associated with apnea

Like Migrant headache but with no moving pain
Odors can affect brain and cause headache

Pain covers the whole head like a galea or helmet
It is associated with inflammation in brain
membranes like encephalitis or meningitis

With pain movement through different parts of
the head. Tinnitus, head lightness and also nasal
dryness must be distinguished in this type

It is explosive and severe during or after
intercourse

It is associated with other organs (stomach,
uterine, liver, spleen and musculoskeletal system
may be accompanied). Headache is mostly in
occipital part of the head

Head trauma or injuries may predispose the
patient to this type of headache

It is defined by existence of pulse around pained
areas

It is caused after sleep or that wakes the sufferer
from sleep

Caused by systemic disease, neurological
disorders

Recurrent unilateral headache with frequent
attacks, with or without palpitation, nausea,
vomiting, photophobia

Caused by parasites in cerebral cavities

Tension type headache may be
occurred in similar conditions

Alcohol-induced headache

Near to cluster headaches
Compatible with sinusitis or
headaches during common cold

Occurs in brain abscess,
sinusitis, encephalitis or
meningitis conditions

Sexual or coital headache

Compatible with post-traumatic
headache

Near to types with pulsating
feeling

Hypnic headache

Symptomatic (reflex)
headaches
Compatible with basilar
migraine



Plant family Plant scientific name Persian name  Form (s)* Part (s)® TPM headache type (s) Activity (s)° Texts?
Adiantaceae Adianthum capillus-veneris L. Barsiaavashaan T Lf Cold, general AlEn 56
Amaranthaceae Amaranthus blitum L. Baghle-yamaanie T Ap Sun caused - 256
Beta vulgaris L. Selgh N Rt General, Unilateral Al AN#2 5,6
Amaryllidaceae  Narcissus fazefta L Narjes N Fr Phlegmatic, melancholic - 356
Anacardiaceae  Mangifera indica L. Anbaj O Ft Cold Al, Al 56
Pistacia lentiscus L. Mastaki O,N Lx Cold Al 356
P, terebinthus L. Habat-ol-khazraa O Ft General Al 6
Apiaceae Coriandrum safivum L. Kazbore O,T Sd Hot Al, AlEsT 3456
Ferula gummosa Boiss. baarzad ; § Lx Phlegmatic Al, AN 2356
F. persica Wild. Sakbinagj N, O Lx Migrant, phiegmatic Al 256
Heracleum sphonadylium L. Saghandulyun T Ap General - 24
Foeniculum vuigare Mill. Raazianaj N Ft Phlegmatic Al, AEe 1
Peucedanum officinale L. Bokhurolekraad T Ap Chronic, phlegmatic AlEn 6
Pimpinella anisum L. Anisoon T Sd Cold, unilateral AEA 6
N, O Cold, general 2356
Prangos ferulacea (L.) Lindl  Jaavshir O.T Lx General - 2346
Apocynaceae Nerium oleander L. Defli T Lf General Al, ANB=3 56
Araliaceae Hedera helix L. Ashaghe N Ap Chronic Al 2
Panax ginseng C.A. Meyer  Choobe chini (0} Rt Melancholic, unilateral  Al, A& 6
Arecaceae Phoenix dactylifera L. Kofarri O, T Fr Hot Ali=El 56
Aristolochiaceae Aristolochia indica L. Zaraavand O, T Rt Cold, general, unilateral Al=7 3,6
Asarum europaeum L. Asaaroon (0] Rt Participatory - 6
Asteraceae Achillea millefolium L. Hozonbol O,N Rt Chronic, general ANEE 56
Anthemis pyrethrum L. Aaghergharhaa N Rt Phlegmatic, unilateral - 5,6
Artemisia abrotanum L. Gheisoom TN Fr Cold, general - 156
A. absinthium L. Afsanteen N Ap General Al, AE= 6
A. vulgaris L. Berenjaasf T Ap General, cold ANEE! 2356
Centaurea centaurium L. Ghantariun T Rt Sun caused - 6
Cichorium intybus L. Hendebaa O,T Lf, Sd General, hot, billiary AEA 5,6
Doronicum pardalianches L. Daroonaj O Rt Phlegmatic - 56
Eclipta alba (L.) Hassk. Bahangre T Lf General AEN 6
Inula helenium L. Raasan T Ap Unilateral - 236
Lactuca sativa L. Khas T Lf General, hot Al, AE2 5,6
Matricaria chamomilia L. Baaboonaj O, T Fr General, cold AR 2356
Boraginaceae Myosotis scorpioides L. Aazaan-ol-faar O,N Ap General, hot - 256
Brassicaceae Brassica nigra (L.) Koch. Khardal T Sd Cold AR 56
B. oleracea L. Koronob 0 Ap, Sd General Al, A= 56
Isatis tinctonia L. Katam T Lf Bilateral, migrant Al=sl 6
Burseraceae Commiphora myrrha (Nees) Morr LN Lx Chronic, general Al, AET 356
Engl. opobalsamum (L.) Engl. Bolsaan o,T Lf, Sd  Wet, general, chronic Al, A= 6
Buxaceae Buxus sempervirens L. Boghos T Bk General - 5,6
Caesalpiniaceae Caesalpinia bonduc (L.) Bondagh-e-hendi N Ft General, unilateral AR 5.6

Roxbh.
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N Billiary, hot
(0] General, unilateral 6
Rubiaceae Coffea arabica L. Bon O Ft General - 56
Ruscaceae Ruscus aculeatus L. Aas barri 0 Ap Phlegmatic Al 56
Rutaceae Citrusx=limon (L.) Burm f. Limoo T, O Ft, Lf General, hot - 56
C. aurantium L. Naaranj 0T Fr Cold - 56
C. medica L. Otroj N, T Ft Cold, unilateral Ani 156
0 Wine caused 6
Ruta graveolens L. Sodaab T Lf Chronic, cold Al, AN=2 246
Salicaceae Salix aegyptiaca L. Khalaaf-al-balkhi O, T Lf General - 56
S. babylonica L Khelaf (0] Lf General, unilateral - 1,236
Santalaceae Santalum album L. Sandal T Sk Hot Al 12456
Sapindaceae Sapindus trifolius L Rateh N Ap General, unilateral AN 24
Solanaceae Datura stramonium L. Jowz-ol-maasel O, T Fr Billiary, chronic AN 56
Hyoscyamus niger L. Bang TN Ap Chronic, hot Al, AU 56
Mandragora officinarum L. Lofah TN Ft, Lf General, hot, sanguinary - 456
Solanum cordatum Forssk.  Hodogh T Rt General, unilateral - 6
S. melongena L. Baademjan O Ft Hot At 5
S. nigrum L. Enab-ol-salab B F Lf General Al, A 26
Taxaceae Taxus baccata L. Zaranb N Ap Cold Al, AN 2456
Theaceae Camellia sinensis (L.) Kuntze Chaay khataai O Lf Cold Ajr2al 6
Verbenaceae Tectona grandis L. Saaj T Ft Hot Al, Arzi 56
Violaceae Viola odorata L. Banafsej N, T Fr Hot Ab 2356
O Billiary, sanguinary 16
Vitaceae Vitis vinifera L. Zabib T Ft Hot, sun caused - 246
T Billiary, sanguinary 5
N, T Lf Chronic, hot 36
Zingiberaceae  Alpinia galanga (L.) Willd. Khoolanjaan 0 Rt General, cold Anz 36
Elettaria cardamomum L. Ghaaghole N, T Ap General - 2456
Zingiber officinale Roscoe Zanjebeel O Rt Cold, unilateral Al, APz 3
Z. zerumbet (L.) Roscoe and Zoranbaad T Rt General, unilateral AN 3
Sm.
Zygophylaceae  Peganum harmala L. Esfand (0] Sd Chronic Altzel 56

*Herbs part: "Ap"=Arial parts, "Bk"=Bark, "Fr"=Flower, “Ft* =Fruit, "Gm"=Gum, "Lf"=Leaf, "Lx"=Latex, “Rt"=Root, “Sd"=Seed, "St"=5talk, *Route of administration: "N"=Nasal,
“O"=0ral, "T"=Topical, ‘Pharmacological effect: "Al"=Anti inflammatory, "A“=Analgesic, "AN"=Antinociceptive, “Texts: 1, the book of Alabnieh an haghaegh ol advieh is

written by Aboo mansour Heravi (11* century). it is the oldest documented Persian book in the world that has 547 monographs involving simple herbal, animal and mineral
medicines in alphabetical order. An onginal manuscript has 400 pages and is kept in Vienng, 2, The Canon of Medicine: The Canon of Medicine is one of almost 450 treatises
written by the Persian scientist and physician Ibn Sina. [t remained a medical sciences authority up until the 18* century and early 19" century. Ibn Sina has listed 8oo tested
drugs, including piant, animal and mineral substances, with comments on their application and effectiveness, 3, the book of Ekhtiyarat-e-Badiyee, This is 2 comprehensive
Persian pharmacopoeia of simple and compound medicine in 1368 A.D in Shiraz by 'Ali ibn al-Husayn Ansari Shirazi, (1328-1403). The treatise is in two parts containing
medicaments in alphabetical order in 28 chapters and description of 1005 simple medicines which are herbal, animal and mineral drugs, 4, The Liber Continents, Muhammad

ibn Zakariya Razi (865-925)-known as Rhazes in Europe-was a Persian physician, alchemist, philosopher and scholar. Al Hawi fil Tib (The Liber Continents) is his most celebrated
work (translated to Latin in 13* century). The 20" and 21" books of LC are on materia medica and describe 898 simple drugs 5, the book of Tohfat ol Moemenin, A comprehensive
pharmacoposia of simple and compound remedies in Persian which is written by Muhammad Mumin Daylami Tonkaboni and dedicated to Shah Sulayman, the Safavid ruler of
Persia in the 2™ half of 17" century. In this book 763 simple herbal, animal and mineral drugs have been described, 6, the book of Makhzan ol Advieh, the largest and one of the
latest Traditional Persian pharmacopoeias written by Seyyed Mohammad Hossein Aghili Alavi Khorasani Shirazi (18" A D) and is the biggest and most important pharmacopoeia
containing 28 chapters on drugs in alphabetical order involving 1698 monographs; TPM=Traditional persian medicine



Discussion and Conclusion

Persian physicians collected and developed ancient knowledge from other cultures and add them
to their experience. The information from selected texts of Persian medicine is gathered from
different centuries. Remedies have increased in number and quality of descriptions and show that
TPM has significant growth in these 1000 years. TPM presented precise and typical description of
headache types and classification. It believes that sudden or irregular alteration of Dam (blood),
Balgham (phlegm), Safra (yellow bile), and Sauda (black bile) may cause headache and should
be balanced. Moreover, it Is noted that headache may originate from dissociation of brain
connections.

Although herbal medicine was the most common therapeutic strategy for headache in TPM, other
natural medicines such as animal and mineral drugs and special therapeutic strategies such as
cupping and venesection have been noted that is beneficial in headache treatment. [14],[25]
Therapeutic effects of those medicinal plants are attributed to specific analgesic, sedative, or anti-
inflammatory properties. Medicinal herbs with the application of more than 1000 years of TPM
strategy are presented in Table 2. The related analgesic or anti-inflammatory effect of about
60% of reported medicinal plants shows that the main objective for headache therapy in
TPM is to relieve the pain and inflammation. Moreover, treatment and correction of
temperament alteration with plants having contrary temperament is the other therapeutic strategy
which has no similarity to modern pharmacology. Therefore, continuing the research is necessary
'([jo_ eludcidate the pharmacological activities of herbal remedies being used to treat headache
isorders.

Besides variety of plants for treatment, route of administration and dosage forms in TPM are
interesting. Plants have been prepared and administered as topical, oral, and nasal dosage forms.
The most administered dosage form was topical, while ease of application and patient compliance
are additional reasons in considering topical dosage forms. In this application, plants were mixed
with vinegar, olive oil, rose oil, barley flour, aloumen, herbal juices or milk to increase penetration,
decrease unwanted effects, or dilute potent substances.Another route for drug administration is
nasal application which has been significantly applied in headache treatment in TPM. This route is
a potentially alternative route for systemic drug bioavailability in parenteral restricted
administration. Easy absorption, rapid onset of action, desirable penetration, avoidance of hepatic
first pass effect, and potential for direct drug delivery to the CNS via the olfactory region are some
benefits of this kind of drug delivery system which has an important place in modern
pharmaceutical sciences. Besides oral or topical application, 47 medicinal plants have been
applied nasally for headache treatment and specifically 15 medicinal plants were just administered
through this route. This amount of nasally cited medicinal herbs can show that this novel route
was fullv considered bv Persian practitioners.



Although 85 reports on medicinal herbs were related to general headache, other types of
headache such as unilateral, chronic, and also headache due to imbalanced humor (sanguinary,
biliary, phlegmatic, and melancholic headaches) have various plants to be cured by [Table 2].
Chronic headache with prevalence average rate up to 4% in today's general population may have
no exact TPM description similar to modern medicine, but can be a good candidate for various
herbal medications which are noted in [Table 2].

In part of headache classification [Table 1], although conformity of traditional headache types with
novel classification is not perfect but some denoted headaches such as unilateral, bilateral,
sexual, hypnic, pulsating, trauma-induced (post-traumatic), fasting, catarrhal (headache attributed
to rg_in_o-sinusitis), inflammatory, and alcohol-induced headache are similar to those of modern
medicine.

Some headache types (simple headache such as hot, cold, wet, and dry headaches) in TPM
classification can be related to weather and meteorological variables, starving, or other similar
conditions. Described sign and symptoms of vermicular headache in TPM may conduct this type
to the headache attributed to infection in International Classification of Headache Disorders.
Another interesting concept in TPM for headache etiology is the participation of internal organs in
accompanying with the disorder (participatory headaches). The fact is not yet well determined, but
the comorbidity of headache and gastrointestinal complications has been investigated and
association between Gl complaints and chronic headache may need to be considered.

Obviously, there are many possible and available strategies that can lead to develop new and
effective headache treatment from medicinal plants.

Beside historical clarification, this study can provide comprehensive data on clinical remedies
based on centuries of experience in the field of headache and thus might lead to perform further
clinical trials of these remedies for the treatment of cephalic pain.
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Le principali cause del mal di testa

Meccanismi endogeni

A

Modificazione dei vasi sanguigni che
irrorano il cervello: dilatazione,
restrizione, compressione di arterie e
vene;

Compressione, trazione
o inflammazione dei nervi cranici;

Inflammazione, contrattura o
compressione dei muscoli extracranici
e cervicali:

Inflammazione delle meningi.

Fattori scatenanti

To To Do To To To Io Io B o o Do Do Do

Stress fisico ed emotivo;
Alcuni alimenti;
Abuso o mancato consumo di caffeina;

Calo di zuccheri dovuto a un digiuno
prolungato;

Iperglicemia (elevata quantita di
zuccheri nel sangue)

Postura scorretta;

Malocclusione;

Sbalzi climatici e/o aria condizionata;
Odori o rumori intensi;

Alterazioni del ritmo sonno-veqglia;
Fumo e alcol;

Alcuni farmaci;

Rapporti sessuali;

Uso prolungato del computer
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IHS Classification ICHD-II HE

Parte |. Cefalee primarie

1. Emicrania

2. Cefalea di tipo tensivo

3. Cefalea a grappolo e altre cefalalgie autonomico-trigeminali
4. Altre cefalee primarie

Parte |ll: Cefalee secondarie

5. Cefalea attribuita a trauma cranico e/o cervicale

6. Cefalea attribuita a disturbi vascolari cranici o cervicali

7. Cefalea attribuita a disturbi intracranici non vascolari

8. Cefalea attribuita all'uso di una sostanza o alla sua sospensione
9. Cefalea attribuita a infezione

10. Cefalea attribuita a disturbi dell'omeostasi

11. Cefalea o dolore facciali attribuiti a disturbi di cranio, collo, occhi, orecchie, naso, seni
paranasali, denti, bocca o0 altre strutture facciali o craniche

12. Cefalea attribuita a disturbo psichiatrico

Parte Ill: Nevralgie craniche e dolori facciali centrali o primari e altre cefalee
13. Nevralgie craniche e dolori facciali di origine centrale

14. Altre cefalee, nevralgie craniche e dolori facciali di origine centrale o primari
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http://ihs-classification.org/it/02_klassifikation/02_teil1/03.00.00_cluster.html
http://ihs-classification.org/it/02_klassifikation/02_teil1/03.00.00_cluster.html
http://ihs-classification.org/it/02_klassifikation/02_teil1/04.00.00_other.html
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http://ihs-classification.org/it/02_klassifikation/03_teil2/05.00.00_necktrauma.html
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http://ihs-classification.org/it/02_klassifikation/03_teil2/07.00.00_nonvascular.html
http://ihs-classification.org/it/02_klassifikation/03_teil2/08.00.00_substance.html
http://ihs-classification.org/it/02_klassifikation/03_teil2/09.00.00_infection.html
http://ihs-classification.org/it/02_klassifikation/03_teil2/10.00.00_homoeostasis.html
http://ihs-classification.org/it/02_klassifikation/03_teil2/11.00.00_cranial.html
http://ihs-classification.org/it/02_klassifikation/03_teil2/11.00.00_cranial.html
http://ihs-classification.org/it/02_klassifikation/03_teil2/12.00.00_psychiatric.html
http://ihs-classification.org/it/02_klassifikation/04_teil3/
http://ihs-classification.org/it/02_klassifikation/04_teil3/13.00.00_facialpain.html
http://ihs-classification.org/it/02_klassifikation/04_teil3/14.00.00_other.html

IHS Classification ICHD-II &ﬂj

Cefalea primaria, secondaria o entrambe: quando un nuovo tipo di
cefalea si manifesta per la prima volta in stretto rapporto temporale con
unbdéaltra condizione riconosciuta <c
classificata come cefalea secondaria, attribuita a tale condizione. Lo

stesso vale anche in presenza di una cefalea che presenti caratteristiche
del | 6emi crania, della cefalea di t
altra cefalalgia autonomico-trigeminale. Di fronte al peggioramento di una
cefalea primaria preesistente in stretto rapporto temporale con una
condizione riconosciuta come causa di cefalea, si verificano due
possibilit”™ che richiedono undatte
di cefalea primaria preesistente oppure diagnosticare anche la cefalea
secondaria alla condizione in questione. Gli elementi a favore della
seconda opzione sono: la stretta relazione temporale con il possibile

fattore causale, un marcato peggioramento della cefalea preesistente, un
ottimo livello di evidenza che la condizione in oggetto possa indurre o
peggiorare la cefalea preesistente e, infine, il miglioramento o la
scomparsa della cefalea in seguito a rimozione della presunta condizione
causale.



IHS Classification ICHD-II &ﬂj

Talora e possibile che una cefalea iniziata come episodica diventi
cronica, come nel caso della cefalea post-traumatica. In tale condizione,

il rapporto causa-effetto non viene né dimostrato né confutato dalla

durata della cefalea rispetto alla comparsa o alla rimozione del fattore
causale. LOultimo criterio disting!
croniche, richiedendo la scomparsa della cefalea entro 3 mesi (per la
variante acuta), o la sua persistenza oltre tale limite temporale (per la
variante cronica), dalla comparsa, remissione o cura della condizione
causale. Nel decorso della cefalea, quindi, la diagnosi potrebbe diventare
dopo 3 mesi Cefalea cronica attribuita a [la condizione]. Nel caso

della cefalea post-traumatica, da una forma di partenza 5.1 Cefalea
posttraumatica acuta si passerebbe alla diagnosi di 5.2 Cefalea post-
traumatica cronica. La maggior parte di tali diagnosi e inserita in
Appendice, a causa della mancanza di evidenze sufficienti per

di mostrarne | 0esi stenza. Si tratta
state incluse al fine di stimolare la ricerca e lo sviluppo di criteri per

meglio definire il rapporto causale.



Con | 6istituzione di una nuova ent |
12. Cefalea attribuita a disturbo psichiatrico, questa regola e stata

estesa anche ai disordini psichiatrici, che possono benissimo essere

trattati in modo analogo a tutti gli altri disturbi responsabili di cefalee

secondari e. Purtroppo | e evidenze
Sono ancora estremamente scarse e pertanto il capitolo 12 e risultato
molto breve. Va notato che | a corr|

risulta piuttosto estesa, cio che consentira di spronare la ricerca sulla
relazione tra disordini psichiatrici e cefalea.

Tutte le cefalee da agente patogeno infettivo risultano ora raggruppate in

un unico capitolo (9. Cefalea attribuita a infezione), mentre nella prima

edi zione | e 1 nfezioni del l e strutt
cranica confluivano nel capitolo sulla cefalea associata a patologia
endocranica. E stato poi aggiunto un nuovo capitolo (10. Cefalea
attribuita a disturbo dell 6omeost a:
4.5 Cefaleaipnica,46Cef al ea pri mari a f®a r omb
4.7 Hemicrania continua, sono state inserite nel quarto gruppo. La
fEmicraniad0 of t al mopl egica  stata el im
1. Emicrania per essere inserita nel capitolo 13. Nevralgie craniche e
dolori facciali di origine centrale, con il codice 13.17.
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Part one: the primary headaches

1. Migraine

2. Tension-type headache

3. Trigeminal autonomic cephalalgias

4. Other primary headache disorders

Part two: the secondary headaches

5. Headache attributed to trauma or injury to the head and/or neck
6. Headache attributed to cranial or cervical vascular disorder
7. Headache attributed to non-vascular intracranial disorder
8. Headache attributed to a substance or its withdrawal

9. Headache attributed to infection

10. Headache attributed to disorder of homoeostasis

11. Headache or facial pain attributed to disorder of the cranium, neck, eyes, ears, nose,
sinuses, teeth, mouth or other facial or cervical structure

12. Headache attributed to psychiatric disorder

Part three: painful cranial neuropathies, other facial pains and other headaches
13. Painful cranial neuropathies and other facial pains

14. Other headache disorders



Cefalea primaria

Le cefalee primarie devono essere considerate come malattie vere e proprie, nel senso
che non sono sempre scatenate da cause specifiche, immediatamente identificabili.
Nella maggior parte dei casi, sono legate a scorrette abitudini di vita, a reazioni
ormionali o a fattori ambientali.

Cefalea tensiva: rappresenta la forma piu comune e relativamente meno dolorosa di
cefalea primaria.
Il mal di testa dipende principalmente dall'involontaria e continua contrazione dei
muscoli della nuca, della fronte, delle tempie, del collo e delle spalle, associata a
condizioni di tensione. Tende a manifestarsi con attacchi di durata variabile tra
mezz'ora e la settimana.
La cefalea tensiva pu, essere correlata
postura scorretta. Il disturbo é solitamente piu comune nel sesso femminile.

Il dolore € bilaterale e costrittivo (definito spesso come un "cerchio alla testa"),
localizzato nella regione occipitale (parte posteriore del cranio) oppure diffuso a
tutto il capo.

Il mal di testa € persistente, ma generalmente di intensita media o lieve. Non
condiziona le normali attivita quotidiane del paziente e il movimento sembra aiutare
ad alleviare il disturbo.

Altri sintomi che possono associarsi alla cefalea tensiva possono essere:
dolorabilita dei muscoli pericranici (regolano il movimento della mandibola),
manifestazioni ansiose e sensibilita alla luce o al rumore. Raramente compaiono
vomito e nausea.



Emicrania: costituisce il secondo tipo piu comune di cefalea primaria. Colpisce
prevalentemente le donne, ma puo presentarsi anche in eta infantile.

Il dolore € descritto come intenso (moderato-grave) e di natura pulsante. Questo
tende ad esordire lentamente, su un solo lato della testa, coinvolgendo
generalmente la regione frontale sopra l'occhio e la tempia. Il mal di testa puo
anche diffondersi ad entrambi i lati e, di solito, peggiora con il movimento. Tutto
cio, ovviamente, limita il paziente nello svolgimento delle abituali attivita quotidiane.

Si manifesta con attacchi ricorrenti, ma che si presentano con una frequenza molto
variabile (da pochi episodi all'anno a 2-3 attacchi alla settimana). Un attacco
emicranico puo durare da quattro ore a tre giorni.

Le cause esatte sono ancora sconosciute, ma la teoria principale attesta l'origine
neurovascolare del disturbo. Alcuni stimoli inducono un'alterazione del sistema di
regolazione del dolore, che a sua volta provoca cambiamenti nei vasi sanguigni del
cervello. Inoltre, il mal di testa puo essere innescato da una serie di fattori
scatenanti come: squilibri ormonali (emicrania mestruale), alimenti (cioccolato,
formaggi stagionati, additivi alimentari), cause ambientali, astinenza da caffeina,
mancanza di sonno, fumo, alcol ecc.

L'emicrania si associa a sintomi come: nausea, vomito, fotofobia (sensibilita alla
luce), fonofobia (sensibilita al suono) e/o osmofobia (sensibilita agli odori). Per
guesto motivo, molte persone con I'emicrania preferiscono riposare in una stanza
buia e silenziosa.

L'emicrania puo manifestarsi con o senza aura. L'aura consiste in una serie di
sintomi transitori di tipo neurologico (disturbi visivi, sensoriali e della parola), che
precedono e accompagnano particolari forme di emicrania.



Cefalea a grappolo: rappresenta la forma di cefalea primaria meno comune, ma piu grave.

Il dolore € intenso e di tipo trafittivo e lancinante. Il mal di testa € quasi sempre
unilaterale (colpisce sempre un solo lato della testa) e nel corso di un attacco rimane
strettamente sullo stesso lato.

Gli attacchi sono frequenti e ravvicinati (possono durare da 2 settimane a 3 mesi) e
tendono a presentarsi in determinati periodi del giorno e dell'anno. Ogni episodio di
cefalea a grappolo dura da 15 minuti a 3 ore e si pud manifestare con frequenza
variabile, ad esempio una crisi ogni due giorni o piu attacchi nell'arco delle
ventiquattr'ore. Questi periodi di tempo sono seguiti da una remissione completa dei
sintomi. L'attacco inizia maniera rapida e raggiunge la massima intensita entro 15 minuti
circa.

Il caratteristico dolore alla testa puo essere associato ad altri sintomi ben definiti, come
lacrimazione, arrossamento congiuntivale, abbassamento della palpebra, rinorrea e
congestione nasale. A differenza dell'emicrania, la cefalea a grappolo non si
accompagna quasi mai a nausea o vomito.

La cefalea a grappolo colpisce piu frequentemente gli uomini, i fumatori e gli adulti di eta
superiore ai vent'anni.

Le possibili cause alla base del disturbo devono essere ancora completamente definite,
ma si ritiene siano implicate alcune specifiche alterazioni ormonali e nervose, con
potenziale coinvolgimento dell'ipotalamo (cio spiegherebbe perché gli attacchi e la
periodicita degli stessi si presentano con una cadenza precisa). | principali fattori
scatenanti sono: Jet Lag, stress, alterazioni dei ritmi di sonno-veglia, fumo ed eccessivo
consumo di bevande alcoliche.



Tutte queste forme di cefalea primaria possono essere:

Episodiche: le crisi dolorose hanno una frequenza occasionale e sporadica, presentandosi
per meno di 15 giorni al mese.

Croniche: il dolore compare con una frequenza elevata, per almeno 15 giorni al mese e per
piu di sei mesi, senza rispondere efficacemente alla terapia e associandosi spesso a
disabilita. L'emicrania € la forma che tende con maggior facilita a cronicizzare.



Diagnosi differenziale
Cefalea tensiva-1
Tipo di dolore  Costrittivo

Localizzazione Bilaterale

Intensita Lieve - moderata
Durata Da 30 minuti a ore
Frequenza Variabile

Maggior rischio femmine

Altri sintomi

Emicrania-2
Pulsante
Unilaterale
Moderata-grave
Da4a /2 ore
Variabile

femmine

Cefalea a grappolo-3
Trafittivo lancinante
Unilaterale

Grave

Da 15 minuti a 3 ore
Ricorrenza periodica

maschi

1-Sensibilita alla luce o al rumore, senza vomito o nausea (lieve nella forma cronica) e

senza aura. Trae beneficio dall'attivita fisica o dal movimento.

2-Nausea e/o vomito, sensibilita al movimento, luce e rumore. Puo presentarsi con o
senza aura. Aggravata dalle normali attivita di routine.
3-Blefaroptosi, miosi, congestione nasale e lacrimazione. La posizione sdraiata

peggiora il dolore.
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EH Classification of primary headaches

R.B. Lipton, MD; M.E. Bigal, MD, PhD; T.J. Steiner, MB, PhD, LLM;
S.D. Silberstein, MD; and J. Olesen, MD, PhD

Abstract—Given the range of disorders that produce headache, a systematic approach to classification and diagnosis is
an essential prelude to clinical management. For the last 15 years, the diagnostic criteria of the International Headache
Society (THS) have been the accepted standard. The second edition of The International Classification of Headache
Disorders (January 2004) reflects our improved understanding of some disorders and the identification of new disorders.
Neurologists who treat headache should become familiar with the revised criteria. Like its predecessor, the second edition
of the IHS classification separates headache into primary and secondary disorders. The four categories of primary
headaches include migraine, tension-type headache, cluster headache and other trigeminal autonomic cephalalgias, and
other primary headaches. There are eight categories of secondary headache. Important changes in the second edition
include a restructuring of these criteria for migraine, a new subclassification of tension-type headache, introduction of the
concept of trigeminal autonomic cephalalgias, and addition of previously unclassified primary headaches. Several disor-
ders were eliminated or reclassified. In this article, the authors present an overview of the revised IHS classification,
highlighting the primary headache disorders and their diagnostic criteria. They conclude by presenting an approach to
headache diagnosis based upon these criteria.

NEUROLOGY 2004;63:427-435



Table 1 First level of The International Classification of
Headache Disorders, 2nd edition

Part one: The primary headaches
1. Migraine
2. Tension-type headache (TTH)

3. Cluster headache and other trigeminal autonomic
cephalalgias

4. Other primary headaches
Part two: The secondary headaches
3. Headache attributed to head and/or neck trauma

6. Headache attributed to cranial or cervical vascular
disorder

7. Headache attributed to non-vascular intracranial disorder
8. Headache attributed to a substance or its withdrawal

9. Headache attributed to infection

10. Headache attributed to disorder of homoeostasis

11. Headache or facial pain attributed to disorder of cranium,
neck, eyes, ears, nose, sinuses, teeth, mouth, or other facial
or cranial structures

12. Headache attributed to psychiatric disorder

Part three: Cranial neuralgias, central and primary facial pain,
and other headaches

13. Cranial neuralgias and central causes of facial pain

14. Other headache, cranial neuralgia, central or primary
facial pain




Table 2 ICHD-2 dingnostic criteria for 1.1 Migraine without
aura

A. At least b attacks fulfilling criteria B-D

B. Headache attacks lasting 4-72 hours (untreated or
unsuccessfully treated)

C. Headache has at least two of the following characteristics:
1. unilateral location
2. pulsating quality
3. moderate or severe pain intensity

4. aggravation by or causing avoidance of routine physical
activity (e.g., walking or climbing stairs)

D. During headache at least one of the following:
1. nausea and/or vomiting
2. photophobia and phonophobia

E. Not attributed to another disorder

ICHD-2 = International Classification of Headache Disorders—
Second Edition.

Table 3 ICHD-2 criteria for 1.2.1 Typical aura with migraine
headache

A. At least 2 attacks fulfilling criteria B-D

B. Aura congisting of at least one of the following, but no motor
weakness:

1. fully reversible visual symptoms including positive features
(e.g., flickering lights, spots, or lines) and/or negative
features (1.e., loss of vision)

2. fully reversible sensory symptoms including positive

features ii.e., pins and needles) and/or negative features
{1.e., numhness)

3. fully reversible dysphasic speech disturbance
C. At least two of the following:
1. homonymous visual symptoms and/or unilateral sensory
symptoms

2. at least one aura symptom develops gradually over =5
minutes and/or different aura symptoms occur in succession
over =5 minutes

3. each symptom lasts =5 and =60 minutes

D. Headache fulfilling criteria B-D for 1.1 Migraine without
aura beging during the aura or follows aura within 60
minutes

E. Not attributed to another dizorder

ICHD-2 = International Classification of Headache Dh=orders—
Second Edition.



Table 4 ICHD-2 criteria for episodic tension-type headache
(TTH)

2.1 Infrequent epizodic TTH

A. At least 10 episodes occurring on <1 day per month on
average (<12 days per year) and fulfilling criteria B-D

B. Headache lasting from 30 minutes to 7 days
C. Headache has at least two of the following characteristics:
1. bilateral location
2. pressingltightening (non-pulsating) quality
3. mild or moderate intensity
4. not aggravated by routine physical activity such as
walking or climbing stairs
D). Both of the following:
1. no nausea or vomiting (anorexia may occur)
2. no more than one of photophobia or phonophobia
E. Not attributed to another disorder
2.2 Frequent episodic TTH

A. At least 10 episodes occurring on =1 but <15 days per
month for at least 3 months (=12 and <180 days per year)
and fulfilling eriteria B-E.

2.3 Chronie TTH

A. Headaches happening on =15 dayz per month on average
>3 months (=180 days per year and fulfilling criteria B-D).

B. Headache lasts hours or may be continuous
C. Headache has at least two of the following characteristics:
1. bilateral location
2. pressing/tightening (non-pulsating) quality
3. mild or moderate intensity
4. not aggravated by routine physical activity such as
walking or climbing stairs
D. Both of the following:

1. no more than one of photophobia, phonophabia, or mild
nAUsed

2. neither moderate nor severe nausea or vomiting

E. Not attributed to another disorder




Table 5 Red ﬂugj in the diagnosis of headache (modified from reference £9)

Red flag

Consider

Poszible investigation(s)

Sudden-onset headache

Worsening-pattern headache

Headache with systemic illness (fever,
neck stiffness, cutancous rash)

Focal neurologic signs, or symptoms
other than typical visual or
SENSOTY aura

Papilloedema

Triggered by cough, exertion, or
Valsalva

Headache during pregnancy or
postpartum

New headache type in a patient with
Cancer
Lyme dizease
HIV

Subarachnoid hemorrhage, bleed into a
mass or AVM, mags lesion (especially
posterior fossa)

Mazs lezion, subdural hematoma,
medication overuse

Meningitis, encephalitis, Lyme disease,
gystemic infection, collagen vascular
disease, arteritis

Mass lesion, AVM, collagen vascular diseasze

Iass lesion, peeudotumor, encephalitis,
meningitis

Subarachnoid hemorrhage, mass lesion

Cortical veinferanial sinus thromhbaosis

Carotid dissection
Pituitary apoplexy

Metastasis
Meningoencephalitis

Opportunistic infection, tumor

Neuroimaging
Lumbar puncture (after neurcimaging evaluation)

Neuroimaging

Neuroimaging
Lumbar puncture
Biopsy

Blood tests

Neuroimaging
Collagen vascular evaluation

Neurcimaging
Lumbar puncture (after neuroimaging evaluation)

Neurcimaging
Consider lumbar puncture

Neuroimaging

Neuroimaging, lumbar puncture
Neuroimaging, lumbar puncture

Neurcimaging, lumbar puncture

AVM = arteriovenous malformation.



Part 2:
The secondary headaches

5. Headache attributed to head and/or neck trauma

6. Headache attributed to cranial or cervical vascular
disorder

7. Headache attributed to non-vascular intracranial
disorder

8. Headache attributed to a substance or its withdrawal

9. Headache attributed to infection

10. Headache attributed to disorder of homoeostasis

11. Headache or facial pain attributed to disorder of
cranium, neck, eyes, ears, nose, sinuses, teeth, mouth
or other facial or cranial structures

12. Headache attributed to psychiatric disorder

ICHD-II. Cephalalgia 2004; 24 (Suppl 1) ®©International Headache Society 2003/4



Cefalea secondaria

Le cefalee secondarie derivano da altre condizioni patologiche e, in
pratica, rappresentano uno dei loro sintomi.

Alcune malattie possono frequentemente essere confuse con il mal di testa, proprio
perché presentano nella loro sintomatologia questa manifestazione:

sinusite, faringite, otite e trauma cranico.

Le cefalee secondarie possono essere causate anche da condizioni patologiche molto
gravi e, specie se si associano ad altri sintomi "allarmanti”, non devono essere trascurate.

La diagnosi precoce e la cura tempestiva permettono, infatti, di limitare il disturbo
all'origine del mal di testa, prima che questo degeneri divenendo rischioso per la vita
(come nel caso di emorragie intracerebrali ed ictus).

Fortunatamente, le cefalee secondarie "pericolose" rappresentano solo una piccola
percentuale dei casi.

Se il dolore alla testa si manifesta improvvisamente, con un'intensita peggiore rispetto a
guanto si sia mai sperimentato, e se questo si associa ad altri sintomi che non possono
essere riferiti al mal di testa, € necessario riferire urgentemente la condizione al proprio
medico.

Questo puo stabilire se si tratta di una cefalea primaria occasionale e isolata oppure puo
richiedere ulteriori accertamenti diagnostici per risalire all'origine del mal di testa. La
distinzione tra cefalee primarie e secondarie puo essere difficile.



Le indagini diagnostiche possono includere:
esami ematici o puntura lombare (rachicentesi) se si sospetta un'infezione (es. meningite);

TAC o RM, per escludere le lesioni a sviluppo espansivo benigne o maligne e se il dolore
di insorgenza improvvisa e grave;

Elettroencefalogramma, se il mal di testa si associa a perdita di coscienza o se il paziente e
in eta pediatrica. L'International Headache Society elenca otto categorie di cefalea
secondaria.

Le cefalee secondarie possono manifestarsi in conseguenza di:
Trauma cranico e/o cervicale

| traumi cranici e le lesioni del capo possono causare sanguinamento (subdurale,
epidurale e spazi subaracnoidei) o all'interno del tessuto cerebrale stesso;

Commozioni cerebrali (trauma cranico senza sanguinamento);
Colpo di frusta

Disturbi vascolari cranici o cervicali
Ictus o0 attacco ischemico;
Trombosi, aneurisma ed emorragie cerebrali;
Inflammazione carotidea
Arterite temporale



Disturbi intracranici non vascolari
Tumore cerebrale, sia primario che metastatico;
Ipertensione intracranica idiopatica
Uso o sospensione di una sostanza esogena
Farmaci e droghe;
Alcol e caffeina;
Monossido di carbonio.
Infezioni virali o batteriche
Meningite
Encefalite;
HIV/AIDS;
Infezioni sistemiche (p.e. polmonite)
Disturbi dell'omeostasi
Ipertensione;
Disidratazione;
Ipotiroidismo
Insufficienza renale grave e dialisi
Altre malattie del metabolismo: diabete mellito.

Dolori facciali causati da patologie di cranio, collo, occhi, naso, seni paranasali, denti, bocca o
altre strutture facciali o craniche.

Disturbi psichiatrici.



IHS Classification ICHD-II
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Figure 2. Algorithm for primary headache diagnosis.
ETTH = episodic tension-type headache; CCH = chronic
cluster headache; ECH = episodic cluster headache;

CPH = chronic paroxysmal hemicrania; EPH = episodic
paroxysmal hemicrania; CM = chronic migraine; CTTH =
chronic tension-type headache; NDPH = new daily persis-
tent headache; HC = hemicrania continuda.



FARMACI SINTOMATICI PER L’EMICRANIA
FARMACI SPECIFICI PER L’ATTACCO

AGONISTI 5-HT ; g 1 p (TRIPTANI)

Indicazioni:

Sono farmaci di prima scelta per il trattamento degli attacchi emicranici (Livello di raccomandazione
I per tutti 1 triptani). Sono indicati per il trattamento di crisi emicraniche di intensita forte (grado 3) o
moderata (grado 2) (183-185).

ANALGESICI EANTIINFIAMMATORI NON STEROIDEI (FANS)

Indicazioni:

Sono indicati per il trattamento di attacchi di intensita lieve o moderata (grado 1 e 2) e in caso di con-
troindicazioni o inefficacia dei triptani. Per alcuni farmaci di questa classe & possibile I’automedica-
zione e 1'utilizzo di farmaci da banco o farmaci senza obbligo di prescrizione (268, 423, 424).

FARMACI SINTOMATICI PER LA CEFALEA DI TIPO TENSIVO
ANALGESICI E ANTIINFIAMMATORI NON STEROIDEI (FANS)

Dati di efficacia:

* Esistono evidenze scientifiche sufficienti a supportare I’efficacia di: acido acetilsalicilico (ASA), di-
clofenac, ibuprofene, ketoprofene, lumiracoxib, metamizolo, naprossene sodico, e paracetamolo
(3,9, 13-27).

* Studi di comparazione tra 1 vari FANS non consentono di trarre conclusioni definitive sulla supe-

riorita di un farmaco della classe in quanto non sempre utilizzano dosi equivalenti delle molecole
sottoposte a confronto (3, 16, 18-20, 22, 26-27).




Ma anche:

Paracetamolo - Oppiodi
Antidepressivi e Litio
Neurolettici
Triptanl
Beta bloccanti
Ca antagonisti
Steroidi
Miorilassant
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Y Prognosis of migraine and

tension-type headache
A population-based follow-up study

Ann Christine Lyngberg, MD; Birthe Krogh Rasmussen, MD, DrMedSci; Torben Jargensen, MD, DrMedSci;
and Rigmor Jensen, MD, DrMedSci

Abstract—Objective: To determine the prognosis of migraine and tension-type headache and to identify prognostic
factors. Methods: Of 740 persons (aged 25 to 64 years) examined in a 1989 Danish cross-sectional headache study, 673
were eligible for follow-up in 2001. All interviews at baseline and at follow-up were conducted by medical doctors and
based on the 1988 IHS-criteria. Results: A total of 549 persons (81.6%) participated in the follow-up study. Of 64
migraineurs at baseline, 42% had experienced remission, 38% had low migraine frequency, and 20% had more than 14
migraine days per year (poor outcome) at follow-up. Poor outcome was associated with high migraine frequency at baseline
and age at onset younger than 20 years. Among 146 subjects with frequent episodic tension-type headache and 15 with
chronic tension-type headache at baseline, 45% experienced infrequent or no tension-type headache (remission), 39% had
frequent episodic tension-type headache, and 16% experienced chronic tension-type headache (poor outcome) at follow-up.
Poor outcome was associated with baseline chronic tension-type headache, coexisting migraine, not being married, and

sleeping problems. Conclusions: The prognosis of migraine, frequent episodic tension-type headache, and chronic tension-
type headache was favorable.

NEUROLOGY 2005;65:580-585




APIA DELLE CEFALEE PRIMARIE

TER
LINEE GUIDA PER LA DIAGNOSI E LA

GESTIONE DELLE CEFALEE PRIMARIE NELIANZIANO

La minore percentuale di cefalee primarie nei pazienti anziani € legata al parallelo aumento delle ce-
falee secondarie e delle nevralgie (75, 76).

L’emicrania senza aura presenta un trend in decremento al di sopra dei 60 anni ma puo persistere e
talvolta aggravarsi nell’"anziano (76, 77). Essa ha, come caratteristica peculiare, una minore intensita
dei sintomi neurovegetativi associati anche se 1'intensita del dolore e la stessa disabilita correlata alle
crisi non sono dissimili da quelle dell’adulto (78, 80).

L’emicrania con aura nell’anziano pone spesso un problema di diagnosi differenziale con eventi ce-
rebrovascolari in particolare un TIA poiché nell’anziano ¢ meno importante la fase cefalalgica che
spesso puo essere assente configurando quadri clinici di aura emicranica sine cefalea (78, 79).

L’emicrania cronica instauratasi in eta giovanile-adulta tende a persistere anche nell ’anziano, spesso
in relazione all’uso eccessivo di farmaci sintomatici e agli altri fattori implicati nella cronicizzazione
dell’emicrania, quali I’obesita e I'intolleranza glucidica (81).

La descrizione della cefalea a grappolo in eta geriatrica € aneddotica o basata su casistiche limitate.
E emerso comunque che la prevalenza della cefalea a grappolo non tende a decrescere con 1’eta, che
essa puo insorgere anche in eta geriatrica e che vi € un trend a favore del sesso femminile. Le forme
croniche risultano molto piu rappresentate rispetto alle eta precedenti e, in quest’ultimo gruppo,. le
donne rappresentano la maggioranza (82, 83).

Gli attacchi di cefalea a grappolo in eta geriatrica risultano comunque meno frequenti, di intensita lie-
vemente minore, con periodi di remissione piu protratti € accompagnati da minori disturbi vegetativi,
rispetto alle fasce di eta inferiori.

Nelle linee guida per il trattamento delle cefalee, proposte dalle varie Societa Scientifiche a livello in-
ternazionale, mancano indicazioni specifiche per la gestione del paziente cefalalgico anziano.

E da precisare che mancano a riguardo studi specifici controllati e quindi le raccomandazioni fornite
sono basate sull’opinione degli esperti.




Chronic headache in the elderly.
Kirkham, Karen; Solomon, Glen
Aging Health. 5(1):103-112, February 2009.
[Review]

A This article covers some of the major headache types found in the
geriatric population. Misperceptions regarding headache in the
elderly will be addressed and updated with current perspectives
from the literature. Both diagnostic and treatment updates are
covered, with special emphasis on headaches unique to those over
the age of 60 years:

A Giant cell arteritis, hypnic headache, trigeminal neuralgia,
paroxysmal hemicrania, cervicogenic headache, short-lasting
unilateral neuralgiform headache attacks with conjunctival
Injection and tearing, and short-lasting unilateral neuralgiform
headache attacks with cranial autonomic features.

A We will focus on both common and unique causes of headache in
the elderly. While the medical literature on headache in older
patients is rich with case reports, small case series and uncontrolled
trials, we will emphasize the last 5 years of medical literature and
systematic reviews where they exist.


http://ovidsp.tx.ovid.com/sp-3.10.0b/ovidweb.cgi?&S=FLGLFPBPOKDDJIJPNCNKHDFBPGNKAA00&Buy+PDF=1&link_type=PPV&accession_number=01257647-200902000-00016&return_url=Titles%3dS.sh.57%7c3%7c10%26FORMAT%3dtitle%26FIELDS%3dTITLES
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Update overview on uncommon primary headache types
in the elderly population

Aggiornamento panoramico su inusuali tipi di cefalea primaria
nella popolazione anziana

R. GALIMI

Department of Neurology Health Local Unit of Valtellina and Valchiavenna, Sondalo Hospital, Sondrio, Italy

Vengono discusse in questo editoriale, inusuali tipi cefalee primarie con particolare riguardo alla popo-
lazione adulta anziana. La prevalenza delle cefalee diminuisce dall’eta di 60 anni con I'avanzare dell'eta.
Tuttavia, nella popolazione adulta anziana le cefalee tendono ad essere di tipo diverso da quelle riscontra-
te nella popolazione giovane, tanto che certi tipi di cefalee tendono a diventare disturbi geriatrici. Sono
descritte alcune delle principali ed insolite cefalee primarie come la cefalea ipnica, cefalea primaria a
rombo di tuono, cefalea primaria da tosse, aura tipico senza cefalea e cefalea con attacchi neuralgiformi
monolaterali di breve durata con iniezione congiuntivale e lacrimazione. Considerando, inoltre, la rapida
crescita della fascia di popolazione anziana, questo editoriale si propone di fornire un aggiornamento e
una discussione su di alcuni interessanti ed insoliti tipi di cefalea osservate nella popolazione anziana.



Headache continues to be acommon complaint in the elderly, although the
incidence declines with advancing age .

The incidence of primary headache, headache without an identifiable cause,
decreases with advancing age, while that of secondary headache increases,
however, several primary headache syndromes occur almost exclusively in
older people.

The second edition of the international Headache Society Classification of

Headache Disorders (ICHD-I 1 ) al so i ncludes in the section c
Headache and Other Primary Headachesodo subcategc
uncommon primary headache forms ; for the primary disorders, the headache

IS not due to another condition.

For these reasons, it is important to keep in mind that there are unusual
primary headache types that are seen most commonly in the geriatric
population.

One important issue to keep in mind when comparing these headaches is that
they may be symptomatic to structural lesions and therefore usually need
careful neuroimaging evaluation.

The aim of this review is to describe rare primary headaches that occurs mostly
in older people, with a focus on hypnic headache, exploding head syndrome,
primary cough headache typical aura without headache, and shortlasting
unilateral neuralgiform headache attacks with conjunctival injection and tearing
or with cranial autonomic features.



Nocturnal headaches

Hypnic headache
Exploding head syndrome

Primary cough headaches
Typical aura without headache

SUNCT (Short-lasting unilateral
neuralgiform headache attacks with
conjunctival injection and tearing

or with cranial autonomic features)



Hypnic headache
Clinical features, pathophysiology, and treatment

Stefan Evers, MD; and Peter J. Goadsby, PhD, MD

Abstract—Hypnic headache has been described in several case reports since 1981 and is regarded as an idiopathic
headache disorder. In this review of 71 cases in the literature, the clinical features, neurophysiologic including polysom-
nographic findings, and treatment procedures are analyzed and the pathophysiclogy of this condition, which remains
however speculative, is discussed. There is some evidence that hypnic headache is related to REM sleep. The analysis
shows that hypnic headache most probably is an entity among the idiopathic headache disorders unassociated with
structural lesions and does not belong to the trigeminal-autonomic cephalalgias. Lithium shows the best efficacy; indo-

methacin, flunarizine, and caffeine may also be useful.
NEUROLOGY 2003;60:905—209

Hypnic headache is a rare headache syndrome first
described by Raskin in 1988' and has also been

called clockwise headache or alarm clock headache.
Since then, more than 70 similar cases have been

reported in the literature, All authors have assumed
that hypnic headache is an idiopathic headache dis-
order and diagnostic criteria were proposed in 1997

In the current classification of the International
Headache Society (IHS) from 1988, hypnic headache

is not included.’

Appendix: Diagnostic criteria for hypnic headache
used in this review

A. Headaches occur at least 15 times per month for at least 1 month
B. Headaches awaken patient from sleep
C. Usual attack duration of 10-180 minutes
D. Pain not associated with cramal autonomic features that fulfill a diag-
nosis of group 3 (e.g., cluster headache, chrome paroxysmal hemicrama)
E. Patient should usually not have any of the following features associated
with the headache:
1. Nausea
2. Photophobia
3. Phonophobia
4, Aggravation of headache with routine physical activity
F. At least one of the following:
1. There 1s no suggestion of one of the disorders hsted 1n groups 5-11
2. Such a disorder 15 sugpested but excluded by appropnate investiga-
tions
3. Such a disorder 15 present but the first headache attacks do not
oceur in close temporal relation to the disorder



Table I Demographic and clinical features of the patients with
hypnic headache analyzed in this review (n = 71)

Table 2 Different drug treatments in the case reports on hypnic
headache (number of patient reports in parentheses)

Characteristics

M 24/65 (36.9)

F 41/65 (63.1)

Age at onset, y 63.0 = 10.7 (36-83)

Duration of attacks, min

Frequency of attacks per 24 h

Intensity of pain
Mild
Moderate
Severe
Character of pain
Dull
Throbbing/pulsating
Sharp/stabbing
Side of headache
Unilateral

Bilateral
Localization
Frontotemporal
Posterior
Diffuse
Concomitant symptoms
Nausea
Photo-/phonophobia
Lacrimation
Ptosis

67 = 44 (15-180)
1.2 = 0.9 (1/7-6)

2.4
67.7
31.0

57.1
38.1
4.8

39 (12% right, 10% left,
17% alternating)

61

419
1.8
56.5

194
G6.8
6.5
32

Efficacy

Drug name None

Moderate

Good

Acute drugs
Acetylsalicylic acid (9)
Subeutanecus sumatriptan (5)
Ergotamine derivatives (5)
Oxygen inhalation (4)
Acetaminophen (3)

Prophylactic drugs
Lithium (35) 4
Tricyclic antidepressants (18) 17
Indomethacin (18)
Caffeine (16)
Beta-blockers (12) 11
NSAR (prophylactic) (11)

-

o

Verapamil (7)
Malatonin (7)
Flunanzine (5)

Antidepresszants other than
tricyclic (4)

T S |

==}

Benzodiazepines (3)

Anticonvulsants other than
gabapentin (3)

Prednisone (3)
Methyzergide (3)
Pizotifen (2)
Gabapentin (2) —
Opiates (2}
Barbiturates (2)
Clonidine (2)
Prednisone (2) —
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Nocturnal headaches
That a relationship exists between sleep and headaches has been known for more than a
century, so headaches such as hypnic headache and exploding head syndrome occurring during
sleep. There is perhaps no better proof for an inherent relationship between sleep and headache
than the example of the hypnic headache syndrome. The relationship of sleep to headaches is

complex.
Tab. 1. Diagnostic criteria for hypnic headache °.
A Dull headache fuffilling criteria B-D; Exploding head syndrome
B. Develops only during sleep and awakens patient; The term exploding head syndrome (EHS) was coined by
C. Has at least two of the following characteristics: Pearce in 1989 in a paper in which he described 50 patients

Occurs more than15 times per month

i . with EHS. This is a rare benign sleepke transition disorder
Lasts less than 15 minutes after waking

: , of unknown aetiology. It is a rare phenomenon characterized
First occurs after age 50 years; . :

D. No autonomic symptoms and no more than one of nausea, Qy a palnles§ .I{oqd noise ‘rilt Ehe o_nﬁet 0]: Sle%p;EJ_lS attacks are
phatophobia, or phonophobia; Q K ' N OUSNAI SR 0ée adzR .R S' y f 2dzR
E. Not attributed to another disorder. SELX 2aAz2yaQQ 2 NR0WBEpkti2nisAmezy QQ |
FOO2YLJ YASR 0e U0UKS asyaluAzy
Hypnic headache (HH) is a rare primary headache disorder, also  Symptoms such as nausea and vomiting did not occur. The
ly2éy +a abflNY Of201¢ 2N &0t 24hhokd dcbur fhFeldxedoaRefuthe$skob at the Nhsifidn&rom

first coined by Raskin in 1988 3, describing headache attacks wakefulness to sleep .

only during sleep with a tendency to occur in the elderly. By However, this rare generally nocturnal event was first
definition, hypnic headache is completely confined to sleep and ’

is known to occur in the mid to latter portion of the night, with described in 1929 by Armstrord/2 y Sa | a | ' Yayl L
patients awakened abruptly by pain. Thus, it is a benign 0 NJ Th¢ @heet is usuallpver the age of 50 years, as in

syndrome occurring only during sleep, and wakes the patientat  hypnic headache, and the condition has a slight female
a consistent time, usually between 01.00 and 03.00. preponderance. The attacks occur with variable frequency

Headache is usually mild to moderate, being severe in 20% of (up to a maximum of seven in one night) for a few weeks or
the cases, and lasts from 15 to 180 minutes, but longer attacks P 9

of up to 10 hours have also been described. Pain can be quite months
variable but is generally bilateral and diffuse. Attacks can occur
up to 6 times pemight.




Nocturnal headaches
That a relationship exists between sleep and headaches has been known for more than a
century, so headaches such as hypnic headache and exploding head syndrome occurring during
sleep. There is perhaps no better proof for an inherent relationship between sleep and headache
than the example of the hypnic headache syndrome. The relationship of sleep to headaches is
complex.

Hypnic headache
is usuallyselflimited and may ease after a few months.

Regard to pharmacological treatment, lithium salt, a Exploding head syndrome

drug with a proven role in the treatment of definite The benign nature of the syndrome
chronobiological disturbances, such as cluster suggested

headache and bipolar disorders, remains the treatment no specific drug therapy.

of choice. The effective dose of lithium is 300 to 600 mg There are anecdotal

at bedtime. reports of benefit from treatment with
However, the sideeffects of lithium may prohibit its clomipramnine, and nifedipine .

use, especially in the elderly. There are reports of good Topiramate can be used for recurrent
results obtained with caffeine alone, 460 mg tablet or cases.

as a cap of coffeat bedtime, and because caffeine at
bedtimeis so well tolerated, it should be tried before
the more toxic medications.

Other options include nighttime dosing of melatonin
(3-6 mg), flunarizine (5 mg), indomethacin, and case
reports also have suggested benefit from verapamil,
gabapentin, pizotifen, acetazolamide, topiramate,
pregabain, onabotulinumtoxin Agr a combination of
hypnotics.



Hypnic Headache

Hypnic headache is arare disorder that occurs in men and women from 40 to 79
years of age.60 The headache occurs only during sleep and awakens the
sufferer at a consistent time. Nausea is infrequent, and autonomic symptoms
are rare. The headache can be unilateral or bilateral, throbbing or
nonthrobbing, and mild to severe in intensity. The headaches can last 15
minutes to 6 hours and can occur frequently, as often as nightly, for many
years. Medications reported to be effective include caffeine (one or two cups of
caffeinated coffee or a 40 to 60 mg caffeine tablet before bedtime), lithium
carbonate (300 mg at bedtime), indomethacin, atenolol, melatonin,
cyclob)enzaprine, prednisone, and flunarizine (not available in the United
States).

The diagnosis is one of exclusion. Secondary causes of nocturnal headaches that
must be ruled out include drug withdrawal, temporal arteritis, sleep apnea,
oxygen desaturation, pheochromocytoma, primary and secondary neoplasms,
communicating hydrocephalus, subdural hematoma, and vascular lesions.
Migraine, cluster, and chronic paroxysmal hemicrania are other primary
headaches that can cause awakening from sleep. Migraine typically has
associated symptoms and very uncommonly occurs only during sleep. Cluster
headaches have autonomic symptoms and may occur during the day as well as
during sleep. Chronic paroxysmal hemicrania occurs both during the day and
at night, lasts for less than 30 minutes, and occurs 10 to 30 times a day.



Primay cough headaches

Cough headache is one of several relatively uncommon headache syndromes that may
occur either as a primary headache or as a headache secondary to potentially malignant
processes.

Before a diagnosis of primary cough headache can be made, intracranial masses and,
specifically, posterior fossa lesions must be ruled out. Thus, all patients with cough
headache should have magnetic resonance imaging.

Primary cough headache is defined as head pain brought on by coughing or other
Valsalva maneuvers, but not by prolonged physical exercise, in the absence of any
Intracranial disorder.

The pain, accelerates almost instantaneously and then declines gradually over 1 to 30
minutes (the pain typically lasts a few seconds or several minutes) and is precipitated
rather than aggravated by coughing. The pain tends to be bilateral and posterior and is
not accompanied by associated features. The clinical picture of primary

cough headache is very characteristic, which allows differentiation from secondary
cases (Tab. II).

Primary cough headache is generally a disorder of older patients, while secondary cough
headache tend to present in somewhat younger patients. Primary cough headaches tend
to occur in limited episodes and eventually improve on their own, often within two
months to two years. The etiology of primary cough headache is poorly understood.

Tab. Il. Diagnostic criteria for primary cough headache .

A. Headache fulfilling criteria B and C;

B. Sudden onset, lasting from 1 second to 30 minutes;

C. Brought on by and occurring only in association with coughing,
straining, or Valsalva maneuver,

D. Not attributed to another disorder.




Typical aura without headache

Migraine rarely arises initially in older people. Usually, migraine attacks become less frequent and milder over the
years, and associated problems, such as nausea and general disability, tend to diminish. However, migraine variants
such as migraine aura without headache occur more commonly in older patients. Thus, some older individuals will
experience migraine auras whithout migraine pain.

Migraine aura symptoms include temporary visual or sensory disturbances that typically precede the usual migraine
symptoms, and the auras may be described as positive phenomena, such as flashing lights or paresthesias, or
negative phenomena with loss of vision or numbness. Tipical auras last 5 to 60 minutes.

ThelICHD-ll12def i nes aura as fia r ecurinattadks o iewesibld cal neuaatoigitaé symptamg
that uswually develop gradually over 5 to 20 minutes and | a:

The diagnosis of migraine aura without headache should be made only when other possible causes have been
excluded. It is important to distinguish between visual or neurologic symptoms associated with migraine and those
associated with ischemic disease. Visual symptoms associated with migraine aura tend to evolve slowly and last
from 15 minutes to 1 hour.

The visual abnormalities seem to enlarge, grow, move across the visual field, and then clear. They tend to be
Apositiveo (bright and shimmering), may take on various de:
(Tab. Ill). Paresthesias due to migraine tend to spread slowly up or down the extremities. Tingling tends to last for 20

to 30 minutes and then clears in the reverse order.

Tab. III. Visual symptoms of migraine aura ™

Duration 15-30 minutes
Quality Dynamic, bright, multicolored

FOrms geometric pattems




Trigeminal Neuralgia

Ninety percent of cases of trigeminal neuralgia (also known as tic douloreux) begin
after the age of 40. About 80% of cases result from vascular compression of
the trigeminal nerve at the root entry zone, most commonly by a branch of the
superior cerebellar artery. About 5% of cases are caused by tumors. The pain
IS a severe, sharp, shooting, or electric shock-like sensation lasting seconds to
2 minutes. It is usually in a unilateral maxillary or mandibular trigeminal
distribution and uncommonly in the ophthalmic division.55

In about 90% of cases of trigeminal neuralgia, the patient has trigger zones,
usually in the central part of the face around the nose and lips. Normally
nonpainful stimuli in these zones can trigger pain. Stimuli can include talking,
chewing, washing the face, brushing the teeth, shaving, facial movement, and
cold air. After a paroxysm of pain, there is a refractory period lasting up to
several minutes during which stimulation of the trigger zone will not trigger
pain. Facial grimacing or spasm may accompany the pain. Between painful
paroxysms, the patient is usually pain free, although dull aching may persist
for a few minutes after attacks of long duration or multiple clustered attacks.
Multiple attacks may occur for weeks or months. About 50% of patients with
trigeminal neuralgia will have spontaneous remissions for at least 6 months.
Physical examination is usually normal except for trigger zones, although up to
25% of patients will have sensory loss. Patients usually see dentists before
seeking medical evaluation as they may think they have a cavity.

Medications that may be effective against trigeminal neuralgia, alone or sometimes
in combination, include carbamazepine, oxcarbazepine, baclofen, phenytoin,
clonazepam, dlvalproex sodium, topirimate, lamotrigine, gabapentm and
pimozide. About 30% of patlents are nonresponsive to medical treatment but
may respond to one of the many surgical approaches available.



Primary cough headache
responds to indomethacin
given prophylactically at
doses usually ranging from
25 to 150 mg daily.

Auras usually need

no treatment. Verapamil
or antiepileptic drugs
may be used as
prophylaxis.



Short-lasting unilateral
neuralgiform headache attacks with
conjunctival injection and tearing
or with cranial autonomic features

SUNCT OR SUNA

Tab. IV. Diagnostic criteria for SUNCT . Tab. V. Differential diagnosis for SUNCT.

A. At least five attacks that fulfil criteria B-D; A.Symptomatic SUNCT,
B. Posterior fossa lesions;

B. Attacks of unilateral orbital, supraorbital, or temporal stabbing L
. . . C. Pituitary lesions;
or pulsating pain lasting 5-240 5, D. Trigeminal neuralgia;
C. Pain is accompanied by ipsilateral conjunctival injection and E. Primary stabbing headache;
lacrimation; F. Trigeminal autonomic cephalalgias;

D. Attacks occur with  fraquency from 3-200 per day; ﬁ Ecl_lfgﬁsfnejdhﬁfémnias,

E. Attacks not attributed to another disorder. |, Dental pain.




3.3 SHORT-LASTING UNILATERAL NEURALGIFORM HEADACHE ATTACKS WITH
CONJUNCTIVAL INJECTION AND TEARING (SUNCT)*

*Possibile traduzione in italiano: “Cefalea unilaterale di tipo nevralgico di breve durata con iniezione
congiuntivale e lacrimazione™.

Descrizione:

Questa sindrome ¢ caratterizzata da attacchi di dolore unilaterale, di durata nettamente infe-
riore a quanto osservato in qualsiasi altra TAC. Nella maggior parte dei casi si associano lacri-
mazione intensa e iperemia congiuntivale omolaterali.

Criteri diagnostici:

A. Almeno 20 attacchi che soddisfino 1 criteri B-D

B. Attacchi di dolore unilaterale, in sede orbitaria, sovraorbitaria o temporale, trafittivo o pulsante,
della durata di 5-240 secondi

C. Il dolore si1 associa a iniezione congiuntivale e lacrimazione omolaterali

D. La frequenza degli attacchi ¢ compresa tra 3 e 200 al giorno
E. Non attribuita a altra condizione o patologia

A.3.3. SUNA
*Possibile traduzione in italiano: Attacchi di cefalea unilaterale nevralgiforme di breve durata con sin-
tom1 autonomici cranici

Criteri diagnostici:

A. Almeno 20 attacchi che soddisfino 1 criteri B-E
B. Attacchi di dolore unilaterale, orbitario, sovraorbitario o temporale, trafittivo o pulsante, che dura
da 2 secondi a 10 minuti
C. 1l dolore ¢ accompagnato da uno de1 seguenti sintomi:
1. iniezione congiuntivale e/o lacrimazione
2. congestione nasale e/o rinorrea
3. edema palpebrale
D. Gl1 attacchi s1 presentano con una frequenza =1 al giorno per piu della meta del tempo
E. Gl attacchi scatenati da aree “‘trigger’” non sono seguiti da un periodo refrattario
F. Non attribuiti a altra condizione o patologia




The trigeminal autonomic cephalalgias (TACs) are a group of primary headaches
characterized by attacks of unilateral head pain associated with ipsilateral
craniofacial autonomic manifestations.

The TACs include cluster headache (CH), paroxys-mal hemicrania (PH), and short-
lasting unilateral neuralgiform headache attacks with conjunctival injection and
tearing (SUNCT) (Tab 4) or shortlasting unilateral neuralgiform headache attacks
with cranial autonomic feature (SUNA), thus the term SUNA is applied when both
conjunctival injection and tearing are not present.

TACs that more often affect the older population are SUNCT or SUNA. Mean age of
onset is around 50 years. SUNCT/SUNA headache is relatively rare and often
triggered by cutaneous stimuli.

The pain of SUNCTA/SUNA is abrupt in onset, short duration, unilateral, sharp,
stabbing, severe, and is typically localized in orbital, supraorbital, or temporal
region 2 or combination of these sites. Hovewer, it is clear from a large series that
the pain may be experienced anywhere in the head. The attacks are shorter and
more frequent compared with the other TAGs, with at least 3 attacks per day and up
to 200 attacks per day, with each attack lasting between 5 and 240 second.

The attacks may have three broad forms: a) a single shortlived stab; b) groups of
stab; c) a group of many stabs, between which pain does not fully resolve, lasting
minutes in duration. Attacks can occur during the day or at the night.



The diagnosis is based on the history from previous attacks.

The clinical features of the attacks include the rapid onset, location, intensity,
guality, and duration of pain, temporal patterns of episodes, triggering factors, and
associated autonomic features.

The diagnostic criteria of SUNCT are provided in Table IV.

A differential diagnosis is necessary prior to establishing a definitive diagnosis for
SUNCT, as other conditions such as trigeminal neuralgia, primary stabbing
headaches, hypnic headache, CH, and PH can mimic SUNCT Table V.

Posterior fossa lesions, including ipsilateral cerebellopontine angle arteriovenous
malformations, brainstem cavernous haemangioma and base of skull bony
abnormalities have been described anecdotally to be associated with SUNCT.

Hovewer, the major differential diagnosis is with trigeminal neuralgia and pituitary
pathology, and in general term, it is good practice where possible to image the
posterior fossa with magnetic imaging in all cases of suspected SUNCT/SUNA.

Limited data suggest that SUNT and SUNA are responsive to acute treatment with
intravenous lidocaine, although supporting evidence comes from a small case
series.

Data from small open-label studies suggest that lamotrigine, topiramate and
gabapentin are moderately effective as preventive therapy.



Conclusions

Within the umbrella of 060t her
classification of the International Headache Society (IHS)
Includes a variety of clinically heterogeneous headaches.

Uncommon primary headaches

constitute a heterogeneous group of headaches with different
mechanisms, clinical pictures and therapy aspects.

One important issue to keep in mind is that the headache
declines with age, but certain primary headache syndrome are
more common in elderly population, and these include hypnic
headache, exploding headache, primary cough headache and
SUNCT.

pri



Other causes of transient cerebral ischemia should be considered,
especially when the patient is seen after the first episode or if
the case has unusual aspects. The usual diagnostic evaluation
for transient ischemic attacks (TIAsS) or seizures is performed.

Features that help distinguish migraine accompaniments from
TIAs include a gradual buildup of sensory symptoms; a march
of sensory paresthesias; serial progression from one
accompaniment to another; longer duration (90% of TIAs last
for less than 15 minutes); and multiple stereotypical episodes.

If the episodes are frequent, preventive treatment can be
considered with medications such as verapamil, topirimate,
divalproex sodium, aspirin, and clopidogrel. For acute
treatment, ergotamlne DHE, and triptans should be avoided
because of the risk of increasing blood pressure.



Cerebrovascular Disease

Headaches commonly accompany stroke. In a prospective study of 163
patients with stroke, headache occurred in 29% with bland infarcts,
57% with parenchymal hemorrhage, 36% with TIAs, and 17% with
lacunar infarcts.51 Women and patients with a history of prior
recurrent throbbing headaches were more likely to have headaches
associated with stroke. The headache began before the stroke in 60%
of cases and at its onset in 25%. The quality, onset, and duration of
stroke-associated headaches vary widely. The headaches are equally
likely to be abrupt and to be gradual in onset. In patients presenting
with what they consider to be the worst headache of their life,
subarachnoid hemorrhage should be excluded.

Headache accompanying stroke is usually unilateral, focal, and of mild to
moderate severity, although up to 46% of patients may have an
incapacitating headache. The headache may be throbbing or
nonthrobbing and, in rare cases, may be stabbing. The headache is
more often ipsilateral than contralateral to the side of the cerebral
iIschemia (reduction in blood supply). Headache is more common in
iIschemia of the posterior circulation of the brain than of the anterior
circulation and more common in cortical (gray matter) than in
subcortical events (involving white matter of the brain.) The headache
Is of longest duration in cardioembolic infarcts and thrombotic
infarcts, of medium duration in lacunar infarction, and of shortest
duration in TIAs.



Head Trauma

Although there are numerous causes of head trauma, falls are of
particular concern in the elderly. Approximately 30% of all persons
older than 65 years fall at least once a year.

Subdural hematomas follow approximately 1% of mild head injuries, even
those involving no loss of consciousness, such as a bump on the
head or riding a roller coaster. Chronic subdural hematomas occur
more often in the elderly because of brain atrophy that causes
stretching of the parasagittal bridging veins and a predisposition to
tearing. The atrophy in an older person also permits hematomas to
accumulate without symptoms for a longer period of time than it does
in a younger person. Other risk factors include use of aspirin or
warfarin and alcoholism.

Headaches are present in up to 90% of patients with head trauma. The
headaches are nonspecific; they can range from mild to severe and
from paroxysmal to constant and can be bilateral or unilateral. They
may be exacerbated with coughing, straining, or exercise and may be
associated with vomiting or nausea. About 50% of patients with
chronic subdural hematomas will have altered mental status. A
strokelike presentation with a transient or persistent hemiparesis can
also occur. Only about 50% of patients with a chronic subdural
hematoma will have a history of a head injury. The history may also be
inaccurate in patients with dementia.



Postherpetic Neuralgia

Although herpes zoster most commonly occurs in the thoracic region, the second
most commonly involved area is a trigeminal distribution, usually in the
ophthalmic division (herpes zoster ophthalmicus), which occurs in 23% of
cases. The zoster is almost always unilateral. The incidence of postherpetic
neuralgia (PHN) (i.e., the persistence of pain for more than 1 month after the
initial outbreak) greatly increases with older age, to about 1,000 per 100,000
population for those 80 years of age or older. PHN develops in 50% of persons
older than 50 years and in 80% of those older than 80 years. Zoster involving
the face nearly doubles the risk of developing facial PHN, which lasts longer
than PHN in other locations.

Typically, the vesicles crust, the skin heals, and the pain resolves within 3 to 4
weeks after the onset of the rash of herpes zoster. PHN involves three types of
pain: a constant burning or deep aching; an intermittent spontaneous pain with
a jabbing or lancinating quality; and a superficial, sharp, or radiating pain or
itching provoked by light touch (allodynia), which is present in 90% of persons
with PHN and often interferes with sleep.56 The type of pain experienced varies
from patient to patient.

Oral corticosteroids (e.g., prednisone, starting at 60 mg/day and tapering off over 2
weeks) may reduce acute pain in herpes zoster but do not lower the risk of
PHN. One week of therapy with famciclovir (500 mg every 8 hours) or
valacyclovir (1,000 mg every 8 hours), ideally started within 72 hours after
onset of acute zoster, mildly reduces the risk and duration of PHN.57
Numerous treatments of varying efficacy are available for PHN, including
tricyclic antidepressants (amitriptyline, nortriptyline, and deS|pram|ne)
gabapentin, topical agents (capsaicin, lidocaine, aspirin, and NSAIDs), opioids,
and tramadol. Unfortunately, PHN persists for 1 year or more in over 20% of
patients.



Cardiac Ischemia

In rare cases, cardiac ischemia can cause a unilateral or bilateral
headache brought on by exercise and relieved by rest. The
headache can occur alone or can be accompanied by chest
pain. Angina is generally believed to be caused by afferent
Impulses that traverse cervicothoracic sympathetic ganglia,
enter the spinal cord via the first to the fifth thoracic dorsal
roots, and produce the characteristic pain in the chest or inner
aspects of the arms. Cardiac vagal afferents, which mediate
anginal pain in a minority of patients, join the tractus solitarius.
A potential pathway for referral of cardiac pain to the head
would be convergence with craniovascular afferents.



Ed Migraine and other headaches

Associations with Rose angina and coronary heart disease

K.M. Rose, PhD; A.P. Carson, MSPH; C.P. Sanford, MSPH; P.E. Stang, PhD; C.A. Brown, MD, MPH,;
A.R. Folzsom, MD; and M. Szklo, MD, DrPH

Abstract—Objective: To examine the association between a lifetime history of migraines and other headaches with and
without aura and Rose angina and coronary heart disease (CHD). Methods: Participants were 12,409 African American
and white men and women from the Atherosclerosis Risk in Communities Study, categorized by their lifetime history of
headaches lasting =4 hours (migraine with aura, migraine without aura, other headaches with aura, other headaches
without aura, no headaches). Gender-specific associations of headaches with Rose angina and CHD, adjusted for sociode-
mographic and cardiovascular disease risk factors, were evaluated using Poisson regression. Results: Participants with a
history of migraines and other headaches were more likely to have a history of Rose angina than those without headaches.
The associations were stronger for migraine and other headaches with aura (prevalence ratio [PR] = 3.0, 95% CI = 2.4, 3.7
and PR = 2.0, 95% CI = 1.5, 2.7 for women; PR = 2.2, 95% CI = 1.2, 3.9 and PR = 2.4, 95% CI = 1.4, 3.9 for men) than for
migraine and other headaches without aura (PR = 1.5, 95% CI = 1.2, 1.9 and PR = 1.3, 95% CI = 1.1, 1.6 for women,;
PR =19,95%CI = 12,29 and OR = 1.4, 95% CI = 1.0, 1.8 for men). In contrast, migraine and other headaches were not
associated with CHD, regardless of the presence of aura. Conclusions: The lack of association of migraines with coronary
heart disease suggests that the association of migraine with Rose angina is not related to coronary artery disease. Future
research assessing other common underlying pathologic mechanisms is warranted.

NEUROLOGY 2004;63:2233-2239



6.4 Headache attributed to
arteritis

6.4.1 Headache attributed to giant cell arteritis
(GCA)

6.4.2 Headache attributed to primary central
nervous system (CNS) angiitis

6.4.3 Headache attributed to secondary central
nervous system (CNS) angiitis

ICHD-II. Cephalalgia 2004; 24 (Suppl 1) ©International Headache Society 2003/4



Temporal (giant cell) arteritis (TA) is a systemic panarteritis that selectively
involves arterial walls with significant amounts of elastin.
Approximately 50% of patients with TA have polymyalgia rheumatica,
and about 15% of patients with polymyalgia rheumatica have TA. Both
conditions occur almost exclusively in patients older than 50 years,
with a mean age of onset of about 70. The ratio of women to men with
TA is 3:1. The annual incidence is about 18 per 100,000 population in
persons older than 50 years.

Headaches are the most common symptom of TA, reported by 60% to 90%
of patients.53 The pain is most often throbbing, although many patients
describe a sharp, dull, burning, or lancinating pain. The pain may be
intermittent or continuous and is more often severe than moderate or
slight. For some patients, the pain may be worse at night when lying on
a pillow, while combing the hair, or when washing the face. Tenderness
or decreased pulsation of the superficial temporal arteries is present on
physical examination in about half of all patients with TA. The location
of the headache is variable and may be unilateral or bilateral.
Intermittent jaw claudication occurs in 38% of cases in which one gets
pain associated with talking or eating.



The diagnosis is based on clinical suspicion, which is usually but not
always confirmed by laboratory testing.54 The three best tests are the
Westergren erythrocyte sedimentation rate (ESR), the C-reactive
protein (CRP) level, and temporal artery biopsy. For elderly patients,
the ESR range of normal may vary from less than 20 mm/hr to 40
mm/hr. Elevation of the ESR is not specific for TA; it can be seen in
any infectious, inflammatory, or rheumatic disease. TA with a normal
ESR has been reported in 10% to 36% of patients. When abnormal, the
ESR averages 70 to 80 mm/hr and may reach 120 or even 130 mm/hr. If
the ESR is elevated at the time of diagnosis, it can be followed to help
guide the use of corticosteroid treatment.

CRP is an acute-phase plasma protein from the liver. As with the ESR,
elevation of CRP levels is nonspecific and can be seen with numerous
disorders. The CRP level is not influenced by various hematologic
factors or age and is more sensitive than the ESR for the detection of
EI'A. T)he combination of ESR and CRP levels gives the best specificity

97%).

The diagnosis is made with certainty when a superficial temporal artery
biopsy demonstrates necrotizing arteritis characterized by a
predominance of mononuclear cell infiltrates or a granulomatous
process with multinucleated giant cells. The false negative rate of
temporal artery biopsies ranges from 5% to 44%.

In patients without contraindications, treatment is typically started with
prednisone at a dosage of 40 to 80 mg a day. The headache will often
Improve within 24 hours. The initial dose is maintained for about 4
weeks and then slowly reduced over many months, depending on the
clinical effect, the ESR, and the occurrence of side effects. Long-term
treatment is often required. Delay in treatment of temporal arteritis can
result in permanent blindness.



Arterite a cellule gigant

Rara prima dei 50 anni (picco a 70aa)

Cefalea di recente insorgenza (F:M 2:1) ipsilaterale: dovuta a inflammazione dell
arterie craniche, prevalentemente delle diramazioni dell’arteria carotide esterna

Rigidita dell’arteria temporale, gonfiore, arrossamento, nodosita
Disturbi visivi
— Amaurosis fugax

— Perdita della visione nel 50% se non trattate in 1 o entrambi gli occhi (neuropatia ottic
anteriore ischemica)

Claudicatio della mascella (dolore muscoli mascellari e masticatori)
Sintomi sistemici
— febbre, perdita di peso, anoressia, malessere

Polimialgia reumatica (sudorazione serale, dolore muscoli
prossimali/tensione/rigidezza)

VES > 40 (mm/ora) = Biopsia arteria temporale
— Cellule giganti multinucleate / inflammazione
Terapia: Alte dosi di corticosteroidi




Arteria temporale dilatata e tortuosa (e
dolente) 1n un caso di arterite a cellule giganti




Biopsia di arteria temporale 1n arterite a
cellule giganti: intima 1spessita,
inflammazione granulomatosa della media
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Cefalee tensive e disordini cranio-mandibolari

Disordine Cranio-mandibolare:
Malocclusione e patologia miofasciale associata
Patologia dentariae ATM

Elettromiografia di superficie;

Kinesiografia (scansione dei movimenti mandibolari);

Sonografia per registrare vibrazioni e rumori prodotti dalle articolazioni della mandibola in movimento;
T.E.N.S. a bassa frequenza;

Il test viene ripetuto dopo l'applicazione della T.E.N.S. per circaun'ora. Il confronto frai tracciati prima e
dopo l'induzione del rilassamento fornisce dati di grande interesse. In sintesi una diminuzione generalizzata
dei valori, significa I'esistenza di uno stato ipertonico, con ritorno ad una temporanea situazione di normalita
indotta dall'effetto della T.E.N.S. sui muscoli masticatori, che consente a sua volta una posizione spaziale
rilassata della mandibola, definita "posizione fisiologica di riposo"

ideale per registrare il movimento fisiologico verso il miglior contatto occlusale. E' possibile, ricorrendo alla
scansione mandibolare, osservare il movimento nei tre piani dello spazio documentando le traiettorie del
cammino percorso. In caso di occlusione patologica si osserveranno alterazioni quantitative e qualitative di
tale tragitto e si potra, introducendo un particolare materiale da registrazione fra i denti, ritrovare la posizione
di occlusione fisiologica rappresentata da un percorso ideale in una situazione di equilibrio dei valori
elettromiografici.

Figura 3



CEFALEE SECONDARIE ODONTOIATRICHE
FLOW-CHART DIAGNOSTICA

Dolore palpatorio muscoli cervicali e/o masticatori

i T
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Ricerca TrP specifici! Esclusione
EO apparato masticatorio della diaenosi
Rx ortopantomografica =
_ -r'*" _ - -_--__""'--s
Segm malocclusione e/o Assenza segni
danno articolare
,_TENS , EMG muscoli masticator e
Regist. occlusione fisiol cervicali prima e dopo TENS
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S _ Rilassamento Effetto
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Jatrogenesi

Appendix 2
Selected medications reported fo cause headaches

Amantadine
Caleium-channel blockers
Caffeine

Corticostermds
Cyelophosphamide
Dhpyndamole

Estrogens

Ethanol

Hydralazine

Indometharn

L-Dopa

Monoamine oxidase inhabitors
Nonstermidal anti-inflammatory agents
Nitrates

Nicotimic amd

Phenothiazines

Ramtidine

Sympathomimetic agents
Tamomfen

Theophyllhines {thioxanthines)
Tetracyclines

Trimethoprim



Depressione

In generale, le evidenze a sostegno di cause psichiatriche della cefalea sono molto limitate.
Pertanto, le sole categorie diagnostiche incluse in questa classificazione sono quei rari casi
in cui una cefalea si presenta nel contesto di una condizione psichiatrica che & conosciuta
manifestarsi sintomaticamente con la cefalea (per es., un paziente che riferisce cefalea
associata con il delirio che una placca metallica gli sia stata a sua insaputa inserita nella
testa, o la cefalea come manifestazione del disturbo di somatizzazione). La grande
maggioranza delle cefalee che si presentano in associazione con disturbi psichiatrici non e
correlata causalmente con questi, ma rappresenta piuttosto una comorbidita (probabilmente
il riflesso di un comune substrato biologico). La cefalea e stata riferita in comorbidita con
numerosi disturbi psichiatrici, inclusi il disturbo depressivo maggiore, il disturbo distimico, il

di sturbo di panico, il disturbo dobébansia gene
del |l 6adatt ament o. Il n quest. casi dovrebbero
primaria che la diagnosi del disturbo psichiatrico coesistente.

Tuttavia, | 6esperienza clinica suggerisce <ch
esclusivamente nel corso di alcuni comuni disturbi psichiatrici quali il disturbo depressivo
maggi or e, I di sturbo di pani co, I di sturbo

indifferenziato possa essere piu correttamente considerata come attribuita a questi disturbi..



Prevalence of headaches in a Chinese
elderly population in Kinmen:

Age and gender effect and cross-cultural comparisons

S.-J. Wang, MD; H.-C. Liw, MD; J.-1L. Fuh, MI}; C-Y. Liu, MD; K-P. Lin, MD; H.-M. Chen, MD;
C.-H. Lin, MD; P-N. Wang, MD; L.-C. Hsu, MD; H.-C. Wang, M3; and K_-MN. Lin, M3

Article abstract—Ohjective: To investigate the prevalence of headaches in a Chinese elderly population. Background:
There are few headache surveys in the elderly. Previous studies have shown a low headache prevalence in Chinese,
Methods: Target population: eligible registered residents =65 vears old (N = 2,003} in two townships of Kinmen Island on
August 1, 1993, All participanta completed a headache questionnaire and underwent clinical evaluation and examination
bv a neurclogist. Headache diagnoses were made according to the International Headache Society, 1988, Results: 1,533
persons (T7%) participated in the study, of whom 584 (38%) had at least one episode of headache in the previous vear.
One-yvear prevalence of migraine was 3.0%, and tension-type headache, 35%. The prevalence of migraine, but not tension-
type headaches, continued to decline with age in the elderly. Life-time prevalence of “incapacitating headache” was 10%,
and that of migraine, 5.2%. Forty-two percent of migraineurs stopped having migraine before this survey. In comparison
with “10 years ago,” 8% participants fielt their current headaches were worse, 25% better, and 67%, no change, with a net
improvement of 17%, Conclusions: We have reported the highest headache prevalence among different Chinese elderly
populations, but these were still lower than those reported from Western series. More than half of the elderly life-time
migraineurs still had attacks of migraine. Severe headaches, including migraine but not tension-type headaches, declined
with age.
MEURDLOGY 199749 195200 Table 4 Percentage of elderly feeling a change of headache

frequency and severity in compartson with “10 years ago®

Much more More Same  Less Much less

Frequency
Male 1 o 76 i 11
Female 2 9 58 15 16
Both sexes 1 T 67 1 14
Severity
Male 1 G T ] 11
Female 1 B &1 13 17

Both sexes 1 fi a8 10 14



Obijective: To investigate the prevalence, risk factors, and prognosis of chronic daily
headache (CDH) in a population of elderly Chinese subjects. Methods: A community-
based survey of registered residents >=65 years old (n = 2,003) in two townships of
Kinmen Island in 1993.

A total of 1,533 people (77%) participated in our prevalence study. Sixty subjects (3.9%)
fulfilled the criteria for CDH, with a higher prevalence in women (F/M: 5.6%/1.8%, p <
0.001). Of these subjects, 42 (70%) had CTTH, 15 (25%) had CDH/MF, and 3 (5%) had
other CDH. Only 23% of those

with CDH had consulted physicians for their headaches in the previous year. Multivariate

logistic regression revealed the significant risk factors for CDH to be analgesic overuse
(OR =79), a history of migraine (OR = 6.6), and a Geriatric Depression Scalei

Short Form score of >=8 (OR = 2.6).

The follow-up results in 1995 and 1997 showed that about two- thirds of the subjects still
had CDH. Analgesic overuse (relative risk = 1.6) in 1993 was a significant predictor of
persistent CDH at follow-up.

Conclusions: A total of 3.9% of this elderly population had CDH, with CTTH being the most
common subtype. Almost two- thirds of those with CDH had persistent frequent headaches
at follow-up. Analgesic overuse was a significant predictor of a poor outcome.

Chronic daily headache in Chinese elderly: Prevalence, risk factors, and
biannual followup.
Wang, SJ; Fuh,-L; Lu, &; Liu, €'; Hsu, iC; Wang, #; Liu, HC

Neurology. 54(2):314, January 25, 2000.




Table 1

Table 1 Headache profiles of subjects with chronic daily
headache (CDH) diagnosed in 1993

Characteristic

Subtypes of CDH
CTTH
CDH/MF
Other CDH

Mild
Moderate
Severe
Source of medication
Visiting physicians
Nonprescription
No treatment
History of migraine
lAnalgesic overuse

History of head injury

Depression (GDS-S =8)

Functional impairment

Short Form.

CDH/MF = CDH with migrainous features; CTTH = chronic
tension-type headache; GDS-S = Geriatric Depression Scale—

::DuWolters Kluwer

Health

Chronic daily headache in Chinese elderly: Prevalencg,
risk factors, and biannual followup.
Wang, SJ; Fuh,-L; Lu, R; Liu, &/; Hsu, iC; Wang, M;
Number (%) of subjects, n = 60 Liu, HC

Neurology. 54(2):314, January 25, 2000.

42 (70)

15 (25)

3 (5)
17/58 (29)

Table 1. Headache profiles of subjects with chronic daily

16 (27) headache (CDH) diagnosed in 1993CDH/MF = CDH with
migrainous features; CTTH = chronic tendigre

19 (32) headache; GDS = Geriatric Depression Se8leort
Form.

25 (42)

14 (23)

28 (47)

23 (38)

24 (40)

15 (25)

10 (17)

©2000 American Academy of Neurology. Published by LWW_American Academy of Neurology. 2
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Table 2

Table 2 Prevalence odds ratios (PORs) of risk factors for chronic Chronic daily headache in Chinese elderly: Prevalencd,
daily headache Wang, & Fu -, Lu 8% L, 6 Hots C; Wang,
Liu, HC
Risk factor Adjusted POR (95% CI) p Value| | \cioiogy. 54(2):314, January 25, 2000,
Analgesic overuse 79 (19-321) <0.001
Migraine history 6.6 (3.2-13.6) <0.001
GDS-S score =8 2.6 (1.3-5.1) <0.01
s 2 Table 2 . Prevalence odds ratios (PORS) of risk factors fc

Head mjury hlStOl‘y 2.6 (098—70) 0.06 ghrolgg:hdatil)'; headacheGEsS= Geriatric Depression
Female sex 2.1(0.9-4.8) 0.09
Education, y 0.98 (0.8-1.2) 0.83
GDS-S = Geriatric Depression Scale-Short Form.

Wolters Kluwer OvidSP ©2000 American Academy of Neurology. Published by LWW_American Academy of Neurology. 3
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headache (CDH) diagnosed in 1993

Table 3 Biannual follow-up results of subjects with chronic daily

Year of follow-up

Characteristics 1995 1997
Subjects who had died 16
Subjects with dementia 2 0
Subjects eligible 53 44
Subjects followed 51 37
Participation rate, % 96 84
lAverage headache days per month, n (%)
=15 (CDH) 31(61) 27 (73)
7-14 12 (24) 6 (16)
2-6 4(8) 2(5)
0-1 4(8) 2(8)
CDH subtypes, n (%)
CTTH 22/31 (71) 16/27 (59)
CDH/MF 7/31(23) 10/27 (37)
Other CDH 2/31(7) 1/27 (4)
lAnalgesic overuse, n (%)
In all subjects 13 (26) 9(24)
In subjects with CDH 12/31(39)  9/27 (33)
Major depression, n (%) — 10/35 (29)
Change of headache pattern compared with 2 y ago, n (%)
Improved 20 (39) 14 (38)
No change 26 (51) 15 (41)
Worsened 5(10) 8(22)

tension-type headache.

CDH/MF = CDH with migrainous features; CTTH = chronic

::DuWolters Kluwer | OvidSP

Health

Table 3

Chronic daily headache in Chinese elderly: Prevalencg,
risk factors, and biannual followup.

Wang, SJ; Fuh,-L; Lu, R; Liu, &/; Hsu, iC; Wang, M;
Liu, HC

Neurology. 54(2):314, January 25, 2000.

Table 3. Biannual followp results of subjects with
chronic daily headache (CDH) diagnosed in 1993CDH/M
= CDH with migrainous features; CTTH = chronic tensior
type headache.

©2000 American Academy of Neurology. Published by LWW_American Academy of Neurology. 4



Table 4 Prognostic factors for the persistence of chronic daily
headache (CDH) at follow-up

Subjects with

persistent CDH at Relative

Baseline variables the latest follow-up, risk
in 1993 n = 52, n (%) (95% CI)
Sex

Men 5/10 (50) 1

Women 30/42 (71) 1.4 (0.8-2.7)
Subtypes of CDH*

CTTH 22/35 (63) 1

CDH/MF 10/14 (71) 1.1(0.8-1.7)
GDS-S =87

No 27/39 (69) 1

Yes 8/12 (67) 0.96 (0.61-1.51)
lAnalgesic overuse

No 21/37 (57) 1

Yes 14/15 (93) 1.6 (1.2-2.3)
Lifetime migraine history

No 24/38 (63) 1

Yes 11/14 (79) 1.2 (0.9-1.8)
Functional impairment

Mild 7/15 (47) 1

Moderate to severe 28/37 (76) 1.6 (0.9-2.9)
History of head injury

No 29/43 (67) 1

Yes 6/9 (67) 1.0 (0.6-1.6)

available in 51 subjects.

* Only subjects with chronic tension-type headache (CTTH) or
CDH with migrainous features (CDH/MF) were calculated.
+ Geriatric Depression Scale—Short Form (GDS-S) scores were

&. Wolters Kluwer

Health
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Table 4

Chronic daily headache in Chinese elderly: Prevalencg,
risk factors, and biannual followup.

Wang, SJ; Fuh,-L; Lu, R; Liu, &/; Hsu, iC; Wang, M;
Liu, HC

Neurology. 54(2):314, January 25, 2000.

Table 4 . Prognostic factors for the persistence of chronic
daily headache (CDH) at follayp* Only subjects with
chronic tensiortype headache (CTTH) or CDH with
migrainous features (CDH/MF) were calculated.+
Geriatric Depression ScaBhort Form (GDS) scores

were available in 51 subjects.

©2000 American Academy of Neurology. Published by LWW_American Academy of Neurology. 5



Int J Geriatr Psychiatry. 2004 Mar;19(3):209-15.

Differential associations of Head and Body Symptoms with depression and physical comorbidity in patients
with cognitive impairment.

Riello R, Geroldi C, Zanetti O, Vergani C, Frisoni GB.

Source

Laboratory of Epidemiology and Neuroimaging, IRCCS San Giovanni di Dio-FBF, Brescia, Italy.

Abstract

OBJECTIVE:

To test the hypothesis that physical symptoms referred to the head might be specifically associated with depression in
patients with cognitive impairment.

METHODS:

Subjects were taken from those enrolled in 'The Mild Project' a prospective study on the natural history of

mild dementia (Mini Mental State Examination > or = 18) and with a diagnosis of Alzheimer's disease,

vascular dementia, and mild cognitive impairment. A total of 129 subjects were included in the study. Physical
symptoms were assessed with a checklist investigating nine different body organs or apparati. Physical symptoms
were grouped into those referred to the head (Head Symptoms: ear and hearing; eyes and sight; and head and face)
and all the others (Body Symptoms). Depressive symptoms were assessed with the Geriatric Depression Scale (GDS)
and physical comorbidity with Greenfield's Index of Disease Severity (IDS).

RESULTS:

The number of patients reporting one or more Head Symptoms linearly increased with increasing depression severity
(Mantel-Haenszel test = 6.497, df = 1, p = 0.011), while the number of patients reporting one or more Body Symptoms
linearly increased with increasing physical comorbidity (Mantel-Haenszel test = 4.726, df = 1, p = 0.030). These
associations were confirmed in multivariate logistic regression models with adjustment for potential confounders (age,
gender, education, cognitive performance, daily function, and diagnosis).

CONCLUSIONS:

Head Symptoms are specifically associated with depression while Body Symptoms with physical comorbidity, in
patients with cognitive impairment. Recognizing these associations in individual patients may help clinicians decide
whether to initiate or continue antidepressant therapy or whether to carry out physical instrumental investigations.
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INTERNATIONAL JOURNA] Table 1. Socio-demographic and clinical features of 129 patients
Int T Geriatr Psvchiary 2004; With very mild to moderate cognitive impairment

Published online in Wiley Inte Mean (SD) range n (%)
Apge, years T7(#) 55-90
. . Females 90 (70%) .
Differential a Edscation. years 5826 2417 yymptoms
. . Mini mental state examination 22 (3) [8-20 .
with depressivAbL functons los, n. 31122) 08 patients
. .. Barthel index 91 (13) 30-100
with COZ N1 V¢ Physical comorbidity 423.1) 016
Geriatric depression scale 10 (600 0-27
Diagnosis
Roberta Riello'”, Cris  Alzheimer's disease 71(55%) | Giovanni B. Frisoni'*
Vascular dementia 19 (15%)
Mild cognitive impairment 39 (30%)
SUMMARY

Objective To test the hypothesis that physical symptoms referred to the head might be specifically associated with depres-
sion in patients with cognitive impairment.

Methods Subjects were taken from those enrolled in “The Mild Project’ a prospective study on the natural history of mild
dementia (Mini Mental State Examination >18) and with a diagnosis of Alzheimer’s disease, vascular dementia, and mild
cognitive impairment. A total of 129 subjects were included in the study. Physical symptoms were assessed with a check-
list investigating nine different body organs or apparati. Physical symptoms were grouped into those referred to the head
(Head Symptoms: ear and hearing; eyes and sight; and head and face) and all the others (Body Symptoms). Depressive
symptoms were assessed with the Geratric Depression Scale (GDS) and physical comorbidity with Greenfield's Index of
Disease Severity (IDS).

Results The number of patients reporting one or more Head Symptoms linearly increased with increasing depression
severity (Mantel-Haenszel test= 6497, df =1, p=0.011), while the number of patients reporting one or more Body Symp-
toms linearly increased with increasing physical comorbidity (Mantel-Haenszel test=4.726, df = 1, p=10.030). These asso-
ciations were confirmed in multivariate logistic regression models with adjustment for potential confounders (age, gender,
education, cognitive performance, daily function, and diagnosis).

Conclusions Head Symptoms are specifically associated with depression while Body Symptoms with physical com-
orbidity, in patients with cognitive impairment. Recognizing these associations in individual patients may help clinicians
decide whether to initiate or continue antidepressant therapy or whether to carry out physical instrumental investigations.
Copyright (© 2004 John Wiley & Sons, Ltd.
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Table 2.

p=0.011

| 10/78 Il 11742 1l

512 | | 11748 |

| 11/56 |l| 4/25 |

Associations of Head Symptoms with depression and of Body Symptoms with physical comorbidity

Bivariate

Multivariate

Head symptoms

Body symptoms

Head symptoms

Body symptoms

OR 95% CI P OR 95%CI P OR 95% ClI p OR 95% C1

Geriatric Depression Scale

Absent/mild Ref Ref Ref Ref

Moderate 23 09600 0087 L5 07-34) 0285 28 (1O0-80) 0056 14 06-33) 0466

Severe 46 (1.2-175) 0023 05 (01-22) 0330 57 (1.3-239) 0019 04 (0.1-22) 0274
Physical comorbidity

Ahbsent/mild Ref Ref Ref Ref

Moderate 08 (03-21y 0684 23 (0955 0067 10 0329 0982 28 (1.0-76) 0045

Severe 06 (02-23) 049 54 (L4208 0042 05 01=26 0425 44 (1.1-17.2) 0.033

Depression was categonized into: absent'mild (0 to 11), moderate (12 to 18), and severe (19 and higher) and comorbidity into: absent/mild (0
to 2), moderate (3 to ), and severe (7 or more).
Confounders in the multivariate model were age, gender, education level, MMSE score, JADL function score, Barthel Index, and diagnosis.

Geriatric Depression Scale Physical comorbidity

Figure 1. Associations of Head Symptoms (those referred to eyes, ear and head) with severity of
depression and of Body Symptoms with severity of physical comorbidities im 129 patients with very
mild to moderate cognitive impairment. No association vice versa. Body Symptoms were those referred
to hands, arms and shoulders; feet, legs and hips; heart and vessels; kidneys and urinary function; lungs
and breath; and other symptoms. Geriatric Depression Scale was categorised into absent/mild (score O to
11), moderate (12 to 18), and severe (19 to 30). Physical comorbidity was categorized into absent'mild
(score 0 to 2), moderate (3 to 6), and severe (7 to 16). Figures within bars denote the number with'
without symptoms. P denotes the significance on the Mantel-Haenszel test for linear association



Teaching Neurolmage:
Hemorrhagic ependymoma in the

elderly

A rare cause of headache and gait imbalance

A 73-year-old man presented with headaches, vomit-
ing, and gait imbalance. Neurologic examination dem-
onstrared bilateral papilledema and positive Romberg
sign. Neuroimaging showed a posterior fossa lesion
with calcifications and intratumoral hemorrhage asso-
ciated with obstructive hydrocephalus (figure 1, A
through D). Gross total resection was performed (fig-
ure 2, A and B). Histologic examination documented
ependymoma (figure 2, C through E).

Ependymoma tvpicallv affects children and
rarely occurs in elderly patients.! It is most fre-
quently located in the posterior fossa and presents
with cerebellar compression and intracranial hyper-
tension. On MRI it appears as a T1-hypointense,
T2-hyperintense, homogeneous contrast-enhancing

mass that may fill and expand the fourth ventricle;
heterogeneous enhancement due to calcifications
and cystic components may be seen.? Intratumoral
hemorrhage has been reported and rarely causes an
acute presentation.” Hemorrhagic ependymoma
should be considered in the differential diagnosis of

hemorrhagic posterior fossa lesions in adults.
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gery 199128659664,
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Teaching Neurolmage: Hemorrhagic ependymoma in the elderly: A rare cause of headache and gait imbalance
N. Montano, P. De Bonis, F. Doglietto, A.Cianfoni, R. Pallini, L. Lauriola, and G. Maira

Neurology June 3, 2008 70:e95



Figure 1 Brain neuroimaging

Nonenhanced CT [A), MRI with axial T2-WI (B), sagittal non-
enhanced (C) and enhanced (D) T1-WI, showing a heteroge-
neous, solid-cystic, hemorrhagic and calcific mass in the
cisterna magna and in the inferior portion of the fourth ven-
tricle. A blood-fluid level is visible in the cystic portion (arrow)
and contrast enhancement is evident in the solid intraven-
tricular portion. The mass obstructed the fourth ventricle
with resulting hydrocephalus.

Figure 2 Surgical and histologic images

."':::-;

(A, B) Intraoperative view confirming the hemorrhagic component of the lesion {A} and document-
ing the floor of the fourth ventricle free of disease at the end of tumor removal [B). (C-E) Histologic
examination showed monomorphic cells with regular round nucleus and dispersad chromatin;
tumor cells of the perivascular area were arranged radially around the vessals, forming perivas-
cular pseudoroseattes, with prominent perivascular immunoreaction for glial fibrillary acid protein
(D) and epithelial membrane antigen [E). Mitoses and necrosis were absent. Diagnosis: WHO
grade || ependymoma.
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Pain as a Risk Factor for Disability or Death

Jares S. Andrews, MD,T Irena Stijacic Cenzer, MA,* Edward Yelin, PhD,* and
Kenneth E. Covinsky, MD, MPH? JAGS 61:583-589, 2013

Table 2. Relationship Between Pain and Acrtivities of
Daily Living (ADL) Disability or Death, with and
without Adjustment for Groups of Confounders

(N = 12,631)

Hazard Ratio (95%

Adjustment Confidence Interval)
Unadjusted 1.67 (1.57-1.79)
Adjusted for demographic characteristics 1.68 (1.57-1.80)
(age, sex, ethnicity, marital status)
Adjusted for socioeconomic status 1.56 (1.47—1.66)
(education, income, net worth)
Adjusted for comorbid conditions 1.44 (1.36-1.54)

(hypertension, diabetes mellitus,
cancer, lung disease, heart condition, stroke)

Adjusted for arthritis 1.57 (1.47—1.68)
Adjusted for health habits 1.59 (1.49-1.69)
{smoking and drinking)

Adjusted for depression 1.51 (1.28-1.51)
Adjusted for difficulty with ADL function 1.22 (1.14-1.31)

(dressing, eating, transferring, using

toilet, walking across the room, bathing)

Adjusted for baseline mobility measures 0.85 (0.80-0.91)
difficulty (stairs, walking, lifting,

extending arms, pulling and pushing)

Adjusted for all functional 0.81 (0.76-0.86)
measures at baseline®
Adjusted for all of the above® 0.98 (0.91-—1.07)

Outcome was time to first ADL disability or death after 1998 interview.

= All functional measures at baseline includes difficulty with any ADL or
mobility measure.

b Measures of age, income, and wealth were treated as continuous vari-
able. Measures of race and ethnicity were treated as categorical variables.
Measures of education, comorbid conditions, arthritis, depression, smok-
ing, drinking, ADIL difficulty, and mobility difficulty were all treated as
dichotomized variables.



Y Migraine, headache, and the risk of
stroke in women
A prospective study

T. Kurth, MD, ScD); M.A. Slomke; C.5. Kase, MD; N.R. Cook, ScD; I.-M. Lee, MBBS, ScD;
J.M. Gaziano, MD, MPH; H.-C. Diener, MD, PhD; and J.E. Buring, ScD

Abstract—Background: Migraine and headache in general have been associated with subsequent risk of stroke, primarily
in retrospective case-control studies. Prospective data evaluating the association between specific headache forms and
stroke are sparse. Methods: A prospective cohort study was conducted among 39,754 US health professionals age 45 and
older participating in the Women's Health Study with an average follow-up of 9 years. Incident stroke was self-reported
and confirmed by medical record review. Resulfs: A total of 385 strokes (3089 ischemic, 72 hemorrhagic, and 4 undefined)
ocourred. Compared with nonmigraineurs, participants who reported migraine overall or migraine without aura had no
increased risk of any stroke type. Participants who reported migraine with aura had increased adjusted hazards ratios
iHRs) of 1.53 (95% CI 1.02 to 2.31) for total stroke and 1.71 (95% CI 1.11 to 2.66) for ischemic stroke but no increased risk
for hemorrhagic stroke. Participants with migraine with aura who were <55 years old had a greater increase in risk of
total (HR 1.75; 95% CI 1.02 to 3.00) and ischemic (HR 2.25; 95% CI 1.30 to 3.91) stroke. Compared with participants
without headache, headache in general and nonmigraine headache were not associated with total, ischemie, or hemor-
rhagic stroke. Conclusions: In these prospective data, migraine was not associated with total, ischemic, or hemorrhagic
stroke. In subgroup analyses, we found increased risks of total and ischemic stroke for migraineurs with aura. The
abzsolute risk increase was, however, low, with 3.8 additional cases per year per 10,000 women.

NEUROLOGY 2005;64:1020-1026



Table 3 Hazard ratio (HR) and 95% CI for total, ischemic, and hemorrhagic strokes in participants younger age 55 y, according to

migraine status (n = 23,958)

Age adjusted* Model 17 HR Model 22 HR
Stroke, n HR (95% CI) (95% CI) (95% CT)

Total strokes 139§

No migraine ever 108 1.00 1.00 1.00

Migraine 31 1.47(0.98-2.22) 1.40(0.93-2.11) 1.45(0.95-2.20)
Migraine without aura 14 1.12(0.64-1.96) 1.06 (0.61-1.85) 1.16 (0.66-2.03)
Migraine with aura 15 1.86 (1.09-3.20) 1.75 (1.02-3.00) 1.69 (0.96-2.96)

Izchemic strokes 1104

No migraine ever 83 1.00 1.00 1.00

Migraine 27 1.74 (1.12-2.70) 1.63 (1.05-2.54) 1.67 (1.06-2.63)
Migraine without aura 11 1.15(0.61-2.16) 1.08 (0.57-2.02) 1.18(0.63-2.23)
Migraine with aura 15 24410141423 2.25(1.30-3.91) 2.15(1.21-3.81)

Hemorrhagic strokes 281

No migraine ever 24 1.00 1.00 1.00

Migraine 4 0.66 (0.20-2.19) 0.65 (0.20-2.15) 0.70(0.21-2.35)
Migraine without aura 3 1.07(0.32-3.55) 1.05(0.31-3.48) 1.15(0.34-3.83)
Migraine with aura 0 - - -




Cronicizzazione

Fuh, J-L; Wang, S-J; Lu, S-R; Tsai, P-H; Lai, T-H; Lai, K-L
A 13-year long-term outcome study of elderly with chronic daily headache.

Cephalalgia. 28(10):1017-1022, October 2008.

We established a cohort of 60 subjects with chronic daily headache (CDH) out of 1533
community-based elderly in 1993 and finished two short-term follow-ups in 1995 and 1997. All
of the 26 survivors without dementia (4 M/22 F, mean age 82.7 +/- 3.4 years) finished the follow-
up in 2006. The mean headache frequency was 8.4 +/- 11.8 days per month in the past year, and
seven (27%) had persistent CDH. Based on the International Classification of Headache
Disorders, 2nd edn, the CDH subtypes diagnoses were chronic migraine in three subjects,
chronic tension-type headache in three, and one with medication-overuse headache.

All these seven subjects had CDH during the 1995 and 1997 follow-ups. The diagnosis of CDH
with migrainous features increased from 25 to 71% in those with CDH from 1993 to 2006.
Migraine was the most common headache type in those with CDH resolution. Aggressive
treatment should be applied especially for those with persistent CDH at short-term follow-ups.
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Table 1

All persons

Female
hala
Age
18-29y
30-44y
45-59y
60+ Yy
Education
o-11y
12y
13-15y
16+ y
Racafethnicity
Hispanic
Black
Orther
Whitz
Emiploymant
Warking
Student
Homemaker
Retired
Orther

Twealve-month prevalence of frequent 1 h

and severe migraine and nonmigraing El. C e -
headaches in the US adult population

by sociodemographic variables

Migraime Monmigraine
% SE % SE

43 04 57 0.4
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18 02 40 05
48 05 78 08
54 0B 69 07
40 06 48 0.6
12 03 30 0.6
56 11 68 12
42 05 58 09
43 04 61 0.6
34 06 42 08
49 13 60 12
19 05 77 1.4
56 20 69 18
45 04 52 0.4
41 03 57 0.4
40 14 737 =
73 21 B5 16
13 04 389 10
85 24 74 16

Mo.of
respondents
5,484
3,153
2,391 n . .
litions explain the role dis-
1,317
ad. Presence of headaches,
1,741 . s
essed in a structured inter-
1,466 . .
igraine were based on the
90 ascertained with the Com-
eria according to the Diag-
804 e disability was assessed
1,642 dons about days out of role
1,653
1,385 vith other severe types of
free subjects, migraineurs
512 OR] 3.1), other pain condi-
600 che-free subjects, persons
054 ‘mental disorders (OR 2.0),
s neurs experienced role dis-
: vs for persons with nonmi-
s iche. Comorbid conditions
= if the role disability associ-
139
323 . .
ability among persons with
§70
563



Table 2 Percent of full role performance for persons with frequent and severe
migraine headache, nonmigraine headache, and no headacha: Overall
and by presence or absence of comorbidity

Monmigraina

Migraine headache Mo headache

n=317)% n = 400"), % in=4767)%
All persons 748 82 4 a0.3
Mo comorbidity 923 932 ac8
Comorbid physical condition® 67.5 73.5 85.0
Comorbld chronic pain condition” 65.9 784 B29
Comorbld mental disordert 65.1 75.2 g2.2

*nvalues are unweighted.
* Can have other forms of comorbidity.




Table 3 Prevalence of mental disorder comorbidity among US adults with freguent and severe migraine, nonmigraine headache, and no
headache in the past 12 months

Migrainavs Nonmigraine headacha Migraine haadache vs
no headachea v no headache nonimigralne headacha
Migraine %  Monmigraine, %  MNoheadache %= OR'  95%Cl oR* 95% Cl or 959 Cl
Muood disorder
Major deprassion 18.8° 137 5.5° 28 203% 21 15-31% 13 0821
Dy sthymila a8 5.0 16 42 2660 28 18-46 15 0.9-2.5
Bipolar [ or |1 53 46 10 39 2365 340 227 F 1.0 0519
Ay mocd 247 17 5 67 32 23-a4% 25 18-3.4% 13 0919
Arclaty disordar
GAD 72 54 23 25 16-40¢ 21 1335 12 0.7-2.0
Panic disorder 10.5 6.5 20 36 2453 26 1740 1.4 0824
Agoraphobia without panic 0.9 28 07 09 0424 a5 1.9-6.6 0.3 0.1-0.7%
PTSD 141 7.5 26 42 31-55% 2.4 17354 17 1.0-2 ¢
Social phobla 17.8 9.6 6.2 24 1833 1.4 1.0-20 18 1227
Specific phobla 239 165 78 26 2133 14 1425 1.4 0920
Ay arety 44.5 3049 155 31 253G 20 16-2.6 15 11-2.2%
Substance disorder
Alcohol abuse or dependence 4.2 34 30 14 08-24 11 0.7-18 13 06-26
Alcohol dependance 1.4 22 13 10 0328 16 0.8-2.0 0.6 02-28
Drug abuse or dependence 2.3 23 1.3 21 05851 18 0.7-4.5 1.2 0.4-3.9
Drug dependence 13 1.4 0.3 40 14-111% 3B 12119 1.0 0342
Ay substance 6.1 2.4 36 16 05829 12 0.7-2.0 1.4 0.6-2.9
All mental disorders 531 38.0 20.8 31 24-41%F 20 1.52.5 16 11-2.5%
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