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Il mal di testa comune, il termine cefalea, è 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 è 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 (cioè gli stimoli che innescano le alterazioni). In altri 

casi, il mal di testa può essere il risultato di un trauma alla testa o, 

raramente, segno di una più grave condizione medica. Le cefalee 

secondarie possono rappresentare, infatti, un sintomo aspecifico, in 

quanto 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%;  

55 to 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. 

 



ÅStoria e storiografia della cefalea 



Stando a Norman Gordon, il primo a rimarcare i segni caratteristici della cefalea a 

grappolo è stato  il medico olandese Nicolaes Tulp (1593ï1674) nel1641, 

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 è diffusa l'idea che 

l'intelligenza si accompagni spesso a turbe psicologiche. Ma se, invece, il caratteraccio fosse stato l'effetto della cefalea? 

"Sbirciando" qua e là 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 frequentò la Shrewsbury School. Di famiglia borghese, fu spinto a frequentare la facoltà di medicina 

per seguire la stessa carriera del padre e del nonno Erasmus. Darwin, però, abbandonò gli studi e, in alternativa, fu avviato 

alla carriera ecclesiastica. La sua vera passione, però, erano le scienze naturali, tanto che, contro il volere del padre, accettò 

di prendere parte a una crociera nell'emisfero australe a bordo del brigantino Beagle, che durò ben 5 anni, in qualità 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 stabilì in Campania a Down e lì 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 l'altro, da forti cefalee. 

 

Fryderyk Franciszek Chopin 

Figlio di un immigrato francese, nacque a Zelazowa-Wola, Varsavia, nel 1810 e già all'età di 9 anni si rivelò come pianista 

prodigio. Dopo tre anni di conservatorio a Varsavia fu proclamato "genio musicale" dal direttore Elsner. Nel 1829 partì per 

Vienna, dove fu acclamato da tutti per i suoi concerti. Si recò 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, tornò 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 trasferì a Vienna. Qui Freud ebbe 

modo di frequentare il ginnasio e la facoltà di medicina (si laureò nel 1881). Iniziò come ricercatore, ma ben presto si dedicò 

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 tentò di superare tramite l'analisi dei suoi stessi conflitti interni (la cosiddetta autoanalisi, basata 

soprattutto sull'analisi dei sogni). Nel 1900, pubblicò i risultati del lavoro condotto su se stesso e sui suoi pazienti: 

L'interpretazione dei sogni. Con l'arrivo del nazismo, però, 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 morì nel 1938 contornato non senza vedersi riconosciuta un'enorme fama. Soffriva di frequenti mal di testa, si dice, 

ma anche di sinusite, è provato. Era vera e propria emicrania o l'effetto del disturbo respiratorio? 

 

 



Thomas Jefferson 

Un vero rivoluzionario che nel 1800, in una lettera privata, scrisse: "ho giurato sull'altare di Dio l'eterna ostilità verso ogni 

forma di tirannia sulla mente dell'uomo". Nacque nel 1743 in Albermarle Country (Virginia) e studiò presso il College of 

William and Mary. Il suo punto forte non era certo l'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. Morì il 4 luglio nell'anno 1826, all'età di 83 anni. 

 

 

Giovanni Calvino 

Il suo nome effettivo era Jean Cauvin. Nacque a Noyon nel 1509 da padre finanziere. Con il tempo maturerà un forte 

sentimento anticlericale. Dopo la morte del padre, fu scomunicato dalla chiesa e si recò a Parigi, dove frequentò 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 autorità cattoliche. Che la cefalea fosse scatenata proprio dai viaggi stressanti? 

In seguito si dedicò allo studio e alla scrittura, formulando sulla base della Bibbia e della tradizione cristiana i principi della 

sua teologia. Morì a Ginevra nell'anno 1564. 

 

 

Virginia Woolf 

Virginia nacque nel 1882 e crebbe in un ambiente intellettuale e letterario. Non andò mai al college, ma studiò da sola nella 

grande libreria del padre. A soli 13 anni ebbe la sua prima crisi di nervi e iniziò a ribellarsi e a mostrare il suo carattere 

indipendente e aggressivo. Nel 1912 sposò Leonard Woolf e in quello stesso anno iniziò a soffrire di forti mal di 

testa, tanto che cercò persino di suicidarsi con dei farmaci (episodio che fa pensare a una cefalea a grappolo). Nel 

1917, assieme al marito, fondò una casa editrice, lanciando molti talenti letterari. Il suo capolavoro: Clarissa Dalloway. Il 

suo tratto più caratteristico: gli ideali femministi, originati dall'odio per la società patriarcale di cui si era sempre sentita 

vittima. Morì nel 1941 all'età di 59 anni. 

 

Giulio Andreotti 

In tempi molto più vicini Andreotti è un arcinoto paziente "veterano" dell'emicrania. Nato a Roma il 14 gennaio del 1919, 

si è laureato in giurisprudenza, specializzandosi in diritto canonico. In giovane età, iniziò la carriera di giornalista e cominciò 

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 XII, 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  

 

Å 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.  

Å 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.  

Å 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.  

Å 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.  

Å 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.  

Å 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


Å 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.  

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

Å 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. 
 
 



Å 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 

Å 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.  

Å Other books such as "Matching the Old Medicinal Plant Names with Scientific 
Terminology,ñ  "Dictionary of Medicinal Plants,ñ Dictionary of Iranian Plant Names,ñ  
"Popular Medicinal Plants of Iran,ñ  "Pharmacographia Indica,ñ "Indian Medicinal 
Plants,ñ "Seydaneh fit Teb,ñ  and botanical descriptions of Makhzan-ol-Advieh0ñ  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


Å 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. 

Å  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.  

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

Å 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.  









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 
to elucidate the pharmacological activities of herbal remedies being used to treat headache 
disorders. 
 
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, albumen, 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 fully considered by Persian practitioners. 
 



 

Å 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 rhino-sinusitis), inflammatory, and alcohol-induced headache are similar to those of modern 
medicine.  

Å 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 GI 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.  

Å 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. 
 
 

http://www.phcogrev.com/viewimage.asp?img=PhcogRev_2013_7_13_17_112835_b2.jpg
http://www.phcogrev.com/viewimage.asp?img=PhcogRev_2013_7_13_17_112835_b2.jpg
http://www.phcogrev.com/viewimage.asp?img=PhcogRev_2013_7_13_17_112835_b1.jpg


 

Le principali cause del mal di testa 

 

 

Meccanismi endogeni 

Å Modificazione dei vasi sanguigni che 

irrorano il cervello: dilatazione, 

restrizione, compressione di arterie e 

vene; 

Å Compressione, trazione 

o infiammazione dei nervi cranici; 

Å Infiammazione, contrattura o 

compressione dei muscoli extracranici 

e cervicali; 

Å Infiammazione delle meningi. 

 

 

 

Fattori scatenanti 

 

Å Stress fisico ed emotivo; 

Å Alcuni alimenti; 

Å Abuso o mancato consumo di caffeina; 

Å Calo di zuccheri dovuto a un digiuno 

prolungato; 

Å Iperglicemia (elevata quantità di 

zuccheri nel sangue) 

Å Postura scorretta; 

Å Malocclusione; 

Å Sbalzi climatici e/o aria condizionata; 

Å Odori o rumori intensi; 

Å Alterazioni del ritmo sonno-veglia; 

Å Fumo e alcol; 

Å Alcuni farmaci; 

Å Rapporti sessuali; 

Å Uso prolungato del computer 

http://www.my-personaltrainer.it/fisiologia/vasi-sanguigni.html
http://www.my-personaltrainer.it/fisiologia/infiammazioni.html
http://www.my-personaltrainer.it/contrattura-muscolare.html
http://www.my-personaltrainer.it/CERVICALI.htm
http://www.my-personaltrainer.it/stress-fitness.html
http://www.my-personaltrainer.it/dieta/dieta-emicrania.html
http://www.my-personaltrainer.it/caffeina.html
http://www.my-personaltrainer.it/salute/ipoglicemia.html
http://www.my-personaltrainer.it/fisiologia/digiuno.html
http://www.my-personaltrainer.it/fisiologia/digiuno.html
http://www.my-personaltrainer.it/salute/iperglicemia.html
http://www.my-personaltrainer.it/benessere/malocclusione-dentale.html
http://www.my-personaltrainer.it/salute/odore-vaginale.html
http://www.my-personaltrainer.it/salute/sonno.html
http://www.my-personaltrainer.it/salute/sonno.html
http://www.my-personaltrainer.it/salute/sonno.html
http://www.my-personaltrainer.it/salute/danni-fumo.html
http://www.my-personaltrainer.it/nutrizione/alcol.html


Parte I: Cefalee primarie 

1. Emicrania 

2. Cefalea di tipo tensivo 

3. Cefalea a grappolo e altre cefalalgie autonomico-trigeminali 

4. Altre cefalee primarie 

Parte II: 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 o altre strutture facciali o craniche 

12. Cefalea attribuita a disturbo psichiatrico 

Parte III: 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 

 

http://ihs-classification.org/it/02_klassifikation/02_teil1/
http://ihs-classification.org/it/02_klassifikation/02_teil1/01.00.00_migraine.html
http://ihs-classification.org/it/02_klassifikation/02_teil1/02.00.00_tension.html
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_teil1/03.00.00_cluster.html
http://ihs-classification.org/it/02_klassifikation/02_teil1/04.00.00_other.html
http://ihs-classification.org/it/02_klassifikation/03_teil2/
http://ihs-classification.org/it/02_klassifikation/03_teil2/05.00.00_necktrauma.html
http://ihs-classification.org/it/02_klassifikation/03_teil2/06.00.00_vascular.html
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
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Cefalea primaria, secondaria o entrambe: quando un nuovo tipo di 

cefalea si manifesta per la prima volta in stretto rapporto temporale con 

unôaltra condizione riconosciuta come causa di cefalea, essa viene 

classificata come cefalea secondaria, attribuita a tale condizione. Lo 

stesso vale anche in presenza di una cefalea che presenti caratteristiche 

dellôemicrania, della cefalea di tipo tensivo e della cefalea a grappolo o 

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 unôattenta analisi clinica: porre la sola diagnosi 

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.  



Talora è 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. Lôultimo criterio distingue, invece, fra sottoforme acute e 

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 è inserita in 

Appendice, a causa della mancanza di evidenze sufficienti per 

dimostrarne lôesistenza. Si tratta di eventualit¨ insolite, ma che sono 

state incluse al fine di stimolare la ricerca e lo sviluppo di criteri per 

meglio definire il rapporto causale.  



Con lôistituzione di una nuova entit¨ e quindi di un nuovo capitolo, 

12. Cefalea attribuita a disturbo psichiatrico, questa regola è stata 

estesa anche ai disordini psichiatrici, che possono benissimo essere 

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

secondarie. Purtroppo le evidenze scientifiche disponibili sullôargomento 

sono ancora estremamente scarse e pertanto il capitolo 12 è risultato 

molto breve. Va notato che la corrispondente sezione dellôAppendice 

risulta piuttosto estesa, ciò che consentirà 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 

edizione le infezioni delle strutture contenute allôinterno della scatola 

cranica confluivano nel capitolo sulla cefalea associata a patologia 

endocranica. È stato poi aggiunto un nuovo capitolo (10. Cefalea 

attribuita a disturbo dellôomeostasi) e alcune nuove entit¨, come 

4.5 Cefalea ipnica, 4.6 Cefalea primaria ña rombo di tuonoòe 

4.7 Hemicrania continua, sono state inserite nel quarto gruppo. La 

ñEmicraniaò oftalmoplegica ¯ stata eliminata dal capitolo 

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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The International Classification of Headache Disorders, 3rd edition (beta version) 

 

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 più 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 allo stress, alla depressione, allôansia o alla 

postura scorretta. Il disturbo è solitamente più comune nel sesso femminile. 

Il dolore è 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 è persistente, ma generalmente di intensità media o lieve. Non 

condiziona le normali attività quotidiane del paziente e il movimento sembra aiutare 

ad alleviare il disturbo. 

Altri sintomi che possono associarsi alla cefalea tensiva possono essere: 

dolorabilità dei muscoli pericranici (regolano il movimento della mandibola), 

manifestazioni ansiose e sensibilità alla luce o al rumore. Raramente compaiono 

vomito e nausea. 



Emicrania: costituisce il secondo tipo più comune di cefalea primaria. Colpisce 

prevalentemente le donne, ma può presentarsi anche in età infantile. 

Il dolore è 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 può 

anche diffondersi ad entrambi i lati e, di solito, peggiora con il movimento. Tutto 

ciò, ovviamente, limita il paziente nello svolgimento delle abituali attività 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 può 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 può 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  (sensibilità alla 

luce), fonofobia (sensibilità al suono) e/o osmofobia (sensibilità agli odori). Per 

questo motivo, molte persone con l'emicrania preferiscono riposare in una stanza 

buia e silenziosa. 

L'emicrania può 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 più grave. 

Il dolore è intenso e di tipo trafittivo e lancinante. Il mal di testa è 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 può manifestare con frequenza 

variabile, ad esempio una crisi ogni due giorni o più 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 intensità entro 15 minuti 

circa. 

Il caratteristico dolore alla testa può 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 più frequentemente gli uomini, i fumatori  e gli adulti di età 

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 (ciò spiegherebbe perché gli attacchi e la 

periodicità degli stessi si presentano con una cadenza precisa). I 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 

più di sei mesi, senza rispondere efficacemente alla terapia e associandosi spesso a 

disabilità. L'emicrania è la forma che tende con maggior facilità a cronicizzare. 

 

 



Diagnosi differenziale 

 

  Cefalea tensiva-1 Emicrania-2  Cefalea a grappolo-3 

 

Tipo di dolore  Costrittivo   Pulsante  Trafittivo lancinante 

 

Localizzazione  Bilaterale   Unilaterale  Unilaterale 

 

Intensità  Lieve - moderata   Moderata-grave  Grave 

 

Durata   Da 30 minuti a ore  Da 4 a 72 ore  Da 15 minuti a 3 ore 

 

Frequenza  Variabile   Variabile  Ricorrenza periodica 

 

Maggior rischio femmine    femmine  maschi 

 

Altri sintomi 

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

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

2-Nausea e/o vomito, sensibilità al movimento, luce e rumore. Può presentarsi con o 

senza aura. Aggravata dalle normali attività di routine. 

3-Blefaroptosi, miosi, congestione nasale e lacrimazione. La posizione sdraiata 

peggiora il dolore. 



ÅCLASSIFICAZIONE NELLôADULTO 















 

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'intensità peggiore rispetto a 

quanto si sia mai sperimentato, e se questo si associa ad altri sintomi che non possono 

essere riferiti al mal di testa, è necessario riferire urgentemente la condizione al proprio 

medico.  

Questo può stabilire se si tratta di una cefalea primaria occasionale e isolata oppure può 

richiedere ulteriori accertamenti diagnostici per risalire all'origine del mal di testa. La 

distinzione tra cefalee primarie e secondarie può 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 è 

di insorgenza improvvisa e grave; 

Elettroencefalogramma, se il mal di testa si associa a perdita di coscienza o se il paziente è 

in età pediatrica. L'International Headache Society elenca otto categorie di cefalea 

secondaria.  

Le cefalee secondarie possono manifestarsi in conseguenza di: 

Trauma cranico e/o cervicale 

I 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 o attacco ischemico;  

Trombosi, aneurisma ed emorragie cerebrali; 

Infiammazione 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. 









Ma anche: 

Paracetamolo - Oppiodi 

Antidepressivi e Litio 

Neurolettici 

Triptani 

Beta bloccanti 

Ca antagonisti 

Steroidi 

Miorilassanti 

 



 

 

ÅCLASSIFICAZIONE NELLôANZIANO 

ÅCosa cambia rispetto allôadulto? 

ÅLa cefalea si riduce e cambia tipologia 







Chronic headache in the elderly.  

Kirkham, Karen; Solomon, Glen  

Aging Health. 5(1):103-112, February 2009.  

[Review]  

Å 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:  

Å 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.  

Å 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




Headache continues to be a common 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-II) also includes in the section on ñThe primary 

Headache and Other Primary Headachesò subcategories that include 

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) 







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 (HH) is a rare primary headache disorder, also 
ƪƴƻǿƴ ŀǎ άŀƭŀǊƳ ŎƭƻŎƪέ ƻǊ άŎƭƻŎƪǿƛǎŜ ƘŜŀŘŀŎƘŜέΦ ¢ƘŜ ǘŜǊƳ ǿŀǎ 
first coined by Raskin in 1988 3, describing headache attacks 
only during sleep with a tendency to occur in the elderly. By 
definition, hypnic headache is completely confined to sleep and 
is known to occur in the mid to latter portion of the night, with 
patients awakened abruptly by pain. Thus, it is a benign 
syndrome occurring only during sleep, and wakes the patient at 
a consistent time, usually between 01.00 and 03.00.  
Headache is usually mild to moderate, being severe in 20% of 
the cases, and lasts from 15 to 180 minutes, but longer attacks 
of up to 10 hours have also been described. Pain can be quite 
variable but is generally bilateral and diffuse. Attacks can occur 
up to 6 times per night. 

Exploding head syndrome 
The term exploding head syndrome (EHS) was coined by 
Pearce in 1989 in a paper in which he described 50 patients 
with EHS. This is a rare benign sleep-wake transition disorder 
of unknown aetiology. It is a rare phenomenon characterized 
by a painless loud noise at the onset of sleep. EHS attacks are 
ŎƘŀǊŀŎǘŜǊƛȊŜŘ ōȅ ǎǳŘŘŜƴ ƭƻǳŘ ōŀƴƎƛƴƎ ƴƻƛǎŜǎ ΨΨōƻƳōƭƛƪŜ 
ŜȄǇƭƻǎƛƻƴǎΩΩ ƻǊ ΨΨǎƘƻǘƎǳƴΩΩ ŀƴŘ ƛƴ мл-20% of patients are 
ŀŎŎƻƳǇŀƴƛŜŘ ōȅ ǘƘŜ ǎŜƴǎŀǘƛƻƴ ƻŦ ΨΨŦƭŀǎƘƛƴƎ ƭƛƎƘǘǎΩΩ Φ  
Symptoms such as nausea and vomiting did not occur. The 
attacks occur in relaxed wakefulness or at the transition from 
wakefulness to sleep .  
However, this rare generally nocturnal event was first 
described in 1920 by Armstrong-WƻƴŜǎ ŀǎ ŀ ΨǎƴŀǇǇƛƴƎ ƻŦ ǘƘŜ 
ōǊŀƛƴΩΦ The onset is usually over the age of 50 years, as in 
hypnic headache, and the condition has a slight female 
preponderance. The attacks occur with variable frequency 
(up to a maximum of seven in one night) for a few weeks or 
months 



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 usually self-limited and may ease after a few months. 
Regard to pharmacological treatment, lithium salt, a 
drug with a proven role in the treatment of definite 
chronobiological disturbances, such as cluster 
headache and bipolar disorders, remains the treatment 
of choice. The effective dose of lithium is 300 to 600 mg 
at bedtime. 
However, the side-effects of lithium may prohibit its 
use, especially in the elderly. There are reports of good 
results obtained with caffeine alone, 40-60 mg tablet or 
as a cap of coffee at bedtime, and because caffeine at 
bedtime is 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 A, or a combination of 
hypnotics. 

Exploding head syndrome 
The benign nature of the syndrome 
suggested 
no specific drug therapy.  
There are anecdotal 
reports of benefit from treatment with 
clomipramnine, and nifedipine . 
Topiramate can be used for recurrent 
cases. 



Hypnic Headache 

Hypnic headache is a rare 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, 
cyclobenzaprine, 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. 



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.  

The ICHD-II 2 defines aura as ña recurrent disorder manifesting in attacks of reversible focal neurological symptoms 

that usually develop gradually over 5 to 20 minutes and last for less than 60 minutesò.  

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 

ñpositiveò (bright and shimmering), may take on various designs, and are homonymous occur in both visual fields) 

(Tab. III). 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. 



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, divalproex sodium, topirimate, lamotrigine, gabapentin, and 
pimozide. About 30% of patients are nonresponsive to medical treatment but 
may respond to one of the many surgical approaches available. 

 



Auras usually need 

no treatment. Verapamil 

or antiepileptic drugs 

may be used as 

prophylaxis. 

Primary cough headache 

responds to indomethacin 

given prophylactically at 

doses usually ranging from 

25 to 150 mg daily. 



Short-lasting unilateral 

neuralgiform headache attacks with 

conjunctival injection and tearing 

or with cranial autonomic features 

SUNCT OR SUNA 





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, 

quality, 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 óóother primary headachesô,ô the 

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. 



 

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 (TIAs) 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, ergotamine, 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 
ischemia (reduction in blood supply). Headache is more common in 
ischemia 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 desipramine), 
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. 
 







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 
TA. The 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. 









Cefalee tensive e disordini cranio-mandibolari 

 

Disordine Cranio-mandibolare: 

Malocclusione e patologia miofasciale associata 

Patologia dentaria e 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 circa un'ora. Il confronto fra i tracciati prima e 

dopo l'induzione del rilassamento fornisce dati di grande interesse. In sintesi una diminuzione generalizzata 

dei valori, significa l'esistenza di uno stato ipertonico, con ritorno ad una temporanea situazione di normalità 

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 potrà, 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. 

 





Jatrogenesi 



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 è 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 è 

correlata causalmente con questi, ma rappresenta piuttosto una comorbidità (probabilmente 

il riflesso di un comune substrato biologico). La cefalea è stata riferita in comorbidità con 

numerosi disturbi psichiatrici, inclusi il disturbo depressivo maggiore, il disturbo distimico, il 

disturbo di panico, il disturbo dôansia generalizzato, i disturbi somatoformi e i disturbi 

dellôadattamento. In questi casi dovrebbero essere formulate sia la diagnosi di cefalea 

primaria che la diagnosi del disturbo psichiatrico coesistente. 

Tuttavia, lôesperienza clinica suggerisce che, in taluni casi, la cefalea che insorge 

esclusivamente nel corso di alcuni comuni disturbi psichiatrici quali il disturbo depressivo 

maggiore, il disturbo di panico, il disturbo dôansia generalizzato e il disturbo somatoforme 

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

 





Objective: 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 Scaleï 

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 follow-up. 
Wang, S-J; Fuh, J-L; Lu, S-R; Liu, C-Y; Hsu, L-C; Wang, P-N; Liu, H-C 
 
Neurology. 54(2):314, January 25, 2000. 
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Table 1 

Chronic daily headache in Chinese elderly: Prevalence, 
risk factors, and biannual follow-up. 
Wang, S-J; Fuh, J-L; Lu, S-R; Liu, C-Y; Hsu, L-C; Wang, P-N; 
Liu, H-C 
 
Neurology. 54(2):314, January 25, 2000. 
 

Table 1 . Headache profiles of subjects with chronic daily 
headache (CDH) diagnosed in 1993CDH/MF = CDH with 
migrainous features; CTTH = chronic tension-type 
headache; GDS-S = Geriatric Depression Scale-Short 
Form. 
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Table 2 

Chronic daily headache in Chinese elderly: Prevalence, 
risk factors, and biannual follow-up. 
Wang, S-J; Fuh, J-L; Lu, S-R; Liu, C-Y; Hsu, L-C; Wang, P-N; 
Liu, H-C 
 
Neurology. 54(2):314, January 25, 2000. 
 

Table 2 . Prevalence odds ratios (PORs) of risk factors for 
chronic daily headacheGDS-S = Geriatric Depression 
Scale-Short Form. 
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Table 3 

Chronic daily headache in Chinese elderly: Prevalence, 
risk factors, and biannual follow-up. 
Wang, S-J; Fuh, J-L; Lu, S-R; Liu, C-Y; Hsu, L-C; Wang, P-N; 
Liu, H-C 
 
Neurology. 54(2):314, January 25, 2000. 
 

Table 3 . Biannual follow-up results of subjects with 
chronic daily headache (CDH) diagnosed in 1993CDH/MF 
= CDH with migrainous features; CTTH = chronic tension-
type headache. 
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Table 4 

Chronic daily headache in Chinese elderly: Prevalence, 
risk factors, and biannual follow-up. 
Wang, S-J; Fuh, J-L; Lu, S-R; Liu, C-Y; Hsu, L-C; Wang, P-N; 
Liu, H-C 
 
Neurology. 54(2):314, January 25, 2000. 
 

Table 4 . Prognostic factors for the persistence of chronic 
daily headache (CDH) at follow-up* 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 available in 51 subjects. 



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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Teaching NeuroImage: Hemorrhagic ependymoma in the elderly: A rare cause of headache and gait imbalance  
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Conseguenze 

ÅDisabilità? 

ÅMortalità? 

ÅCronicizzazione? 

ÅEventi CV? 











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. 
 
 










