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Sunum igerigi
— Cocuklarda basagrisi sikhigi
— Basagrisi siniflamasi
— Etyolojisi
— Basagrisi olan cocuga yaklasim
— Primer basagrilari




“Agri insanhk icin zalim bir hiikiimdar, hatta

olumden daha korkunctur.”

“"Agnr Tanri'nin insanlara vermis oldugu en
onemli nimettir.”

“Agri dindirmek Tanri sanatidir”

Hipokrat
MO 400




Siklik: Cocuklarin yedi yasina kadar %40’inda,
15 yasina kadar ise %75’inde en az bir kez
basagrisi mevcut.

Genetik predispozisyon
Organik nedenler
Kafa travmasi
Emosyonel etkenler
Yasam bicimi (uyku duzeni, bilgisayar, beslenme ..), cevresel
etkenler




BAS AGRISI

Bas agrisi kafadaki mekanik yada kimyasal reseptorlerin
uyariimasi ile olugan semptomlardir.

 Agri reseptorleri arter ve venlerde, meninkslerde,
ekstrakranial damarlarda, kaviteyi saran kaslarda,
boyun ve yuzde, gozde ve dislerde bulunur.

* Beyin parenkim dokusu agri reseptorlerinden
yoksundurlar.

o Sinir uyarilari 5. ve 9. kranial sinirler ile servikal
duyu kokleri ile taginirlar.




Basagrisi

Vaskiiler

Kas kontraksiyonu
Traksiyon
Inflamasyon

&




* Yerlesimine gore

SINIFLANDIRMA =" Kokenine gore

» Patofizyolojisine gore

Basagrisi
Primer Sekonder
Migren Sistemik hast
Sikigtirici-gerilim tipi MSS hast

Kume Lokal patolojiler



BAS AGRISI TIPLERI

 Akut Akut tekrarlayan
Akut generalize %
Akut lokalize

* Kronik Kronik ilerlemeyen

Kronik ilerleyen %




\ AKUT GENERALIZE

BAS AGRISI
Ates  Hipertansiyon
Sistemik enfeksiyon  Hipoglisemi
SSS enfeksiyon * LP sonrasi
Toksinler : Kursun, CO2 * Travma
Nobet sonrasi * Emboli
Elektirolit dengesinin  Vaskuler trombozlar
bozulmasi + Hemoraji

* Kollajen doku hastaliklari




KRONIK ILERLEYEN
BAS AGRISI

Organik beyin hastaligi ??
Yerkaplayan lezyon? Hidrosefali?
Pseudotm serebri? Vaskulit?




BAS AGRISI OLAN COCUGA
YAKLASIM

+ AYRINTILI OYKU y
On tani-

(tanll igir.‘. tem"el)" Kesin
* AILE OYKUSU tani
+ FIZIK -NOROLOJIK

MUAYENE

Primer
basagrisi Sekonder
basagrisi



AYIRICI TANI VE LABORATUAR
TESTLERI

Oykii ve muayene bulgularina gore, primer basagrisi disinda
nedenler dugunuluyorsa, ya da norolojik bulgu varsa, ya da
KiBAS bulgusu varsa, ya da kronik progresif basagrisi ise
laboratuar tetkikleri gerekir.

Her testin degeri klinik bulgulara gore degisir.
Rutin kan testleri (hemogram, biyokimya...) bazen taniya
gitmede yardimci olabilir (sistemik hastaliklar?).

EEG’nin degeri rutinde sinirhdir; nobet dusunuluyorsa EEG
istenebilir. MSS bulgulari ile giden hastaliklarda EEG’de
fokal yada generalize yavaglamalar yada anormal noronal
d9§arj goruleblllr Gronseth GS, Greenberg MK. Neurology 1995; 45: 263-267.

EEG’de fokal bulgular bulgular varsa nororadyolojik
goruntuleme istenmelidir.




AYIRICI TANI VE LABORATUAR
TESTLERI

Nororadyolojik goruntuleme primer basagrilarinda
(tipik migren yada gerilim tipi bas agrisi) gerekli
degildir.

Nororadyolojik inceleme: gerekli ise BBT, MRI, MR
angiografi-venografi, konvansiyonal angiografi
etyolojiyi aydinlatmada guvenilir veri sunar.

LP intrakranial enfeksiyonda ve SAK’ta tani
yontemidir.




F

Cr' Kirmizi bayraklar

a) Kisa sure iginde tek veya tekrarlayan siddetli bagagrisi
b) Kronik progresif agri, ya da agrinin karekterinin degigsmesi

c) KIBAS diisiindiiren agri ya da KIBAS bulgusu (sabah erken
saatlerde agri, kusma, uykudan agri ile uyanma, sabah
kusmalari, oksurme ile agrinin artmasi..)

d) Eslik eden semptomlar (kisilik, huy, davranis , bilin¢ degisikligi,
gorme bozukluklari, ates, nobet..)

e) Norokutan hastalik ya da sistemik hastalik oykuisu-varligi
(hiperkoagulabiliye..), kafa travmasi oykusu

f) 3 yasindan kucuk ¢ocuk
g) Norolojik bulgu




Tablo II. Hastalardaki bas agrisi nedenleri

Tam Hasta sayis: Yiizdesi
Migren 42 44.2
Gerilim-tip1 bas agrisi 30 31.5
Sintizit 9 9.5
Epilepsi 5 5.2
Ust solunum yolu

enfeksiyonu 2 2.1
Astigmatizm 2 2.1
Tlberkiiloz menenjiti l 1.1
Pstdotiimor serebri 1 1.1
Post-travmatik bas agrisi 1 1.1
Siniflandinlamayan 2 2.1

Toplam u5 100

Alehan F, 2003 Cocuk Sag. Ve Hast. Dergisi



Tablo V. Gortintiileme yontemlerinde saptanan
anormal bulgular

Yontem Hasta sayisi
BBT (15 hasta)”

Sintizit 3
MRG (55 hasta)”

Gliozis odaklan

Sintizit

Pineal kist

Periventrikiiler 16komalazi®*

Araknoid kist

Eski travmaya bagh gliotik degisiklikler

Servikal sirinks*"**

et et ® 2 B 5

* Parantez icindeki rakamlar tetkikin yapidigs toplam hasta sayisin
gostermektedir,
** Bu hastada prematiirite oykiisit bulunmaktadar,
*** Bu hastaya kranial ve servikal MRG yapilnusur.

Alehan F, 2003 Cocuk Sag. Ve Hast. Dergisi



Siddete gore olasi etyoloii:

Cok siddetli

SAK

Intraserebral
hemoraji

Subdural hemoraji
Migren
Kume basagris!

Trigeminal nevralji
KIBAS

Orta veya hafif siddette
*Gerilim tipinden yer
kaplayan lezyona dek
genis spektrum

Siddetli ve ilerleyici
*SAK

*Intraserebral hemoraji
*Supdural hemoraiji

Siddetli ve tekrarlayici
*Migren

Kume basagrisi
*Trigeminal nevralji




Cocuklarda primer basagrilari

Migren

Gerilim tipi basagrisi

Kume tipi (cluster) basagrisi
Diger primer basagrilari

!!l
b-y

(& G



Migren (Bo.c.vahlquist-1955)

Paroksismal basagrisi

Kusma

Skotom veya iligkili fenomenler
Tek tarafli agri

Positif aile oykustu




Migren;
* kronik paroksismal bir durumdur.

* beyni etkileyen en sik paroksismal
hastaliktir.

 kusma, bulanti, fotofobi, fonofobi gibi
semptomlarin siklikla eslik ettigi orta-agir
siddette zonklayici tekrarlayan basagrisi
ataklari ile karekterizedir.

Migren, bas agrisindan ote bir



Migren, tekrarlayict orta-agir siddette bas
agrist ataklart ve buna eslik eden kusma,
bulanti gibi baska belirtilerle kendini
gosteren, sik rastlanan ve is goremezlik
durumu yaratan kronik bir norolojik
hastaliktir.




Migren;

» Cocuklarda en sik gorulen primer
basagrisidir.

* Kilinik ozellikleri erigskinden farklilk gosterir.




Migren

* Prevalans: %3.2-10.6

(Goldstein, Adv.Neurol 1982
Abu-Arefeh, BMJ 1994)

* Son 10-20 yilda migren sikliginda belirgin artig
(5-15 yas arasi her 9 ¢cocuktan birinde migren
(Rozer, Neurology 1999)
-Daha az uyku
-Daha fazla TV, bilgisayar
-Toplumda daha fazla guvensizlik duygusu
-Daha fazla siddet
-Okul problemleri




Epidemiology and symptomatology of migraine among
school children: Denizli urban area in Turkey.

Okul bazli caligma: Mayis-Haziran 2006

11-18 yas arasi 2,490 cocuk IHS kriterlerine gore sorgulama
Migren prevalansi %8.8

%6.7 Erkek, %11 Kiz

Kizlarda en yliksek prevalans (%17.7) 15 yasta

Erkeklerde en yuksek prevalans 16 yasta (%11.9)

Migrenli ¢cocuklarin %56.5 inde ailede migren oykusu

Basagrisi nedeniyle Hekime basvuru %29.1
Zencir M et al. Headache, 2004




Prevalence and factors affecting headache in Turkish
schoolchildren. (Mersin)

5562 okul cocugunda tekraralayan basagrisi prevalansi %49.2
%24.7 gerilim tipi
%10.4 migren
Bugdayci R, Ozge A et al. Pediatr Int, 2005




Headache prevalence in adolescents aged 12 to 17: a student-
based epidemiological study in Bursa.

12-14 yas arasinda 1270

15-17 yas arasinda 1117 ¢ocukta sorgulama formu ve yuz yuze
gorusme ile tekrarlayan basagrisi sikligi arastiriidiginda,

Prevalans %52.2
Kizlarda %59.8 Erkeklerde %45.1
En sik gerilim tipi bas agrisi (%25.9), migren (%14.5)
Karli N et al. Haedache, 2006




Characteristic and overlapping features of migraine and
tension-type headache. (Istanbul)

10-17 yas arasinda 2504 okul ¢ocugu, 38 soruluk bir soru formu
ile sorgulandiginda, 483 olguda son 6 ayda tekrarlayan basagrisi
mevcut. Migren 227 olguda, gerilim tipi 154 olguda mevcut.

Turkdogan D. et al. Headache, 2006




12 yas ustunde prevalans:
162,576 kisi 1 yil boyunca 2004 IHS migren kriterlerine gore
izlendiginde

prevalans %11.7% (%17.1 kadin, %5.6 erkek

Onceki yillara gore artis yok (ABD)
Lipton RB et al. Neurology, 2007




Long-term trends in the incidence of headache in Finnish schoolchildren.

Turku-Finlandiya da toplum bazli calismalar ile gocuklarda migren sikliginda artis
olup olmadigini gostermek amaciyla 1974de 1927 ¢ocuk, 1992de 1436 gocuk, 2002de
1066 cocuk incelendi.

An increasing trend in the incidence of migraine was found from 1974 to 2002 in both
boys and girls. The incidence rates of migraine with aura increased from 5.2 per 1000
person-years in 1974 to 41.3 per 1000 person-years in 2002.

The increase in the rates of migraine without aura was from 14.5 per 1000 person-
years in 1974 to 91.9 in 2002.

Similarly, a significant increase over time was seen in the incidence of frequent
headache from 1974 to 2002 in both boys and girls.

CONCLUSIONS: The incidence of childhood migraine and frequent headache has
substantially increased over the last 30 years. The increased incidence is alarming
and reflects untoward changes in children’s lifestyles.

Anttilla P, Metsahonkala L, Sillanpaa M. Pediatrics, 2006




Migrenin oykusu

llk populasyon bazinda ¢aligma: Bille B. Acta Paediatr 1962
Son siniflama: Cephalalgia 2004; Suppl 1

Bilinmeyenler-yeterince bilinmeyenler-tartigilaniar:
— Toplumlar arasinda siklik farki

— Etyopatogenez?

— Genetik?

— Siniflama?

— Tedavi?




Migren -Siniflama (IHS-2004)

1.1
1.2
1.3

1.4

Aurasiz migren

Aurali migren

Cogunlukla migren prekursoru olan
cocukluk cagi periodik sendromlari

1.3.1 Siklik kusma
1.3.2 Abdominal migren
1.3.3 Selim paroksismal vertigo

Retinal migren




Miaren —Siniflama (IHS-2004)

1.5 Migren komplikasyonlari

1.5.1 Kronik migren
1.5.2 Status migrenosus
1.5.3 Infarkt olmadan persisten aura

1.5.4 Migrenoz infarkt
1.5.5 Migrenin tetikledigi nobet
1.6 OlasI migren
(Cephalalgia, 2004)




Migren-
Patogenez

Primer noronal aktivite

(beyin sapi-diensefalon)
Kortikal noronal depresyon,
Oligemi, vazoaktif peptit salinimi

~.

Serotonin V.sinir yolu ile santrale iletim
(trigeminovaskuler alan \
icinde noronal transmisyon dural ve pial damarlarda steril inflamasyon

blokait)




Migren-Patogenez

* Trigeminovaskuler
aferent aktiviteyi

modifiye eden orta
beyin bolgelerinin
uyarilmasi

 Dorsal orta beyin ve
dorolateral ponsun
uyarilmasi

Norovaskiiler bir

siire¢
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FIGURE 1.
The clinical phases of migraine. (Copyright 2005 Primary Care Network.)
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FIGURE 3.
The convergence hypothesis. (Copyright 2005 Primary Care Network.)
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Aurasiz migren-Tani kriterleri (1Hs-2004)

A. B ve D kriterlerine uyan en az 5 atak

B.1-72 saat surren basagrisi ataklari

C. Asagidakilerden en az iki ozelligin eslik ettigi basagrisi
1.unilateral (cocukta bifrontal)
2.Pulsatil
3.orta ya da agir derecede

4.Rutin fizik aktivite ile agreve olan ya da fizik aktiviteden
kacinmaya neden olan

D. Basagrisi sirasinda asagidakilerden en az birinin gorulmesi
1.Bulanti ve/veya kusma
2.Fotofobi ve fonofobi

E. Baska bir hastaliga baglanmamasi




Migren klinigi-baslangic yasi

 Ortalama baslangic yasi 6.6.

 Migrenli ¢cocuklarin %98.1’i ilk atagi 9
yasindan once gegirirler.

Mortimer MJ et al. Cephalalgia 1992




Migren Klinigi-Presipite eden faktorler

» 3-7 yas arasindaki ¢cocuklarin %17.6’ sinda,
8-11 yas arasi ¢ocuklarin %44.4’unde
presipite eden bir faktor bulunur.

* Yorgunluk, egzersiz,

gurultu,mens,yiyecekler....
Mortimer MJ et al. Cephalalgia 1992




Amin !




Migren klinizi

e Prodromal semptomlar
e +Aura

e Basagrisi atagi

o Eslik eden semptomlar




MZ=F ME=- MZ=->IO-F MI-

MIGRAINE

Cmn D 4

‘8AM Morning 1PM Afternoon 6PM Evening 11PM
MIGRAINE
8AM Morning 1PM Afternoon  6PM Evening 11PM. - Night
B A 2 " TR B T e I e,

 TENsION| [FATIGUE] q
1—

1PM Afternoon 6PM Evening

[rE—1 A

8AM Morning 1PM

MIGRAINE
Jf— [TENSION
I" TENSION| JALERTNESS| |sTRESS| [IRRITABILITY

-4 .

-SAM Morning 1PM Afternoon 6PM

A a
A e

6PM Evening




Migren klinizi-auraj

Basagrisindan once beliren, tamamen
gecici visual ve/veya somatosensori
norolojik semptomlardir.

Genellikle 20 dk y1 gecmez.

Aura, fokal serebrokortikal veya beyinsapi
disfonksiyonu sonucu gelisir.

Basagrisi, auradan hemen sonra veya max 1
saat icinde gelisir.




Migren klinigi-basagrisi

o Sure: Cocuklarin %33’unde
ataklar ortalama 6 saat,
%82’sinde 24 saatten kisa surer.

» Cocuklarda ataklar 30-60 dk kadar kisa
surebilir.”

Mortimer et al. Cephalalgia 1992
Gladstein et al. Headache 1993
Abu-Arafeh, Russel . BM] 1994

Winner et al. Headache 1995
Waober-Bingdl et al. Headache 1996




Migren klinigi-basagrisi

Agri 8-11 yas grubunda % 86 oraninda
zonklayici

Agri her zaman orta-agir derecede

Agri fizik aktivite ile agreve olur.

Mortimer et al. Cephalalgia 1992
Waber-Bingdl et al. Headache 1996




Migren klinigi-basagrisi

* Agn lokalizasyonu:
%33-41.6 unilateral

Yas ilerledikce agri bilateral olma
egiliminde
Kucuk cocuklarda agri siklikla orta

hatta, alinda

Prensky, Sommer. Neurology 1979
Mortimer et al. Cephalalgia 1992
Wdber-Bingdl et al. Headache 1996




TABLOIl: MIGREN TANISI ILE IZLEDIGIMIZ OLGULARIN OZELLIKLERI

SAYI (n) ORAN(%) SEMPTOMLARIN
BASLANGICI (yil )

OLGU 143 7.622.8
KIZ/ERKEK 61/82 427 | 57.3 6.9:2.9/7.6x2.7
SINIFLANDIRMA
COMMON MIGREN 86 60.1 8.4+2.2(5-13)
KLASIK MIGREN 24 16.8 9.4+2.1(5-13)
KOMPLIKE MIGREN 14 9.8 6.8:2.2(3-9)
MIGREN VARYANTLARI 19 13.3 2.3+0.6(1.5-3.5)
POZITIF AILE OYKUSU 67 46.8

* standart sapma olarak veriimistir.

Okan M. Uludag Univ. Tip
Fak 1995-2000 aras1 olgular




TABLOIIl: MIGRENLI OLGULARDA BASAGRISININ OZELLIKLER]
AGRININ LOKALIZASYONU
YAYGIN T74(% 51.7)
FRONTAL BOLGEDE 19(% 13.3)
TEK TARAFLI 22(% 15.4)
BITEMPORAL BOLGEDE 9 (% 6.3)
AGRI ATAGINI SURESI (saat)
2 -2 43("34.7
2 -6 S1{("663 w‘
ATAK SIKLIGI (aylik)
<1VEYA 1 35(24.5)
2-5 arasinda 88(%61.5)
5" In Uzerinde 20(%14.0)
AGRININ GELIS ZAMANI (94 olgu icin)
GUNUN ILERLEYEN SAATLERINDE 58(%61.7)
GUNUN DEGISKEN SAATLERINDE 36(%38.3)

Okan M. Uludag Univ. Tip
Fak 1995-2000 aras1 olgular



Table 3 The headache characteristics of migraine and TTH children

The sensitivity and specificity of the case definition criteria in
diagnosis of headache: a school-based epidemiological study of
5562 children in Mersin

A Ozge', R Bugdayct?, T Sasmaz?, H Kaleagast, O Kurt’, A Karakelle', H Tezcan® & A Siva®
Departments of 'Neurology and *Public Health, Mersin University School of Medicine and *Istanbul University, Cerrahpasa School of
Medicine, Mersin-Istanbul, Turkey

Cephalal : Ozge A, Bugdayci R, Sasmaz T, Kaleagasi H, Kurt O, Karakelle A, Tezcan H &

- _~g1a Siva A. The sensitivity and specificity of the case definition criteria in diagnosis
of headache: A school-based epidemiological study of 5562 children in Mersin.
Cephalalgia, 2003; 23:138-145. London. ISSN 0333-1024

Migraine group TTH group

Characteristics n=>576 n=1373 /5 P-value
Duration (mean/h) £ 5D 26149 19+£3.1 -3.1* 0.000
Frequency (mean/month) £5D 44+49 54%+63 -3.3* 0.003
Severe pain 477 (86.6%) 008 (68.5%) 65.5 0.000
Pulsating pain 208 (54%) 472 (35.7%) 53.7 0.000
Unilateral pain 62 (11.1%) 15 (1.1%) 101.7 0.000
Bi-frontal pain 119 (21.4%) 278 (20.7%) 0.1 NS
Headache in evenings 274 (49.5%) 708 (53.4%) 242 NS
Headache in school days 312 (56.4%) 769 (57.6%) 0.2 NS
Precipitants

School stress 095 (16.5%) 268 (19.5%) 24 NS

Exercise 151 (26.2%) 321 (23.4%) 1.7 NS
Concurrent symptoms

Nausea 260 (45.1%) 419 (30.5%) 382 0.000

Vomiting 215 (37.3%) 157 (11.4%) 176.1 0.000

Phonophobia 210 (36.5%) 632 (46%) 15.1 0.000

Photophobia 89 (15.5%) 222 (16.2%) 0.1 NS
Pain relieving factors

Sleeping 304 (52.8%) 664 (48.4%) 31 NS

Use of analgesics 380 (67.5%) 879 (64.0%) 22 NS

Carsickness 205 (53.2%) 609 (46.8%) 6.26 0.01

SD. Standard deviation: *t score.




Migren klinizi-
eslik eden semptomliar

Agri
v
sempatik sinir sistemi uyarilmasi
v
Otonomik bulgular

Yuzde solukluk, ellerde-ayaklarda sogukluk,
istahsizlik, bulanti, kusma










Migren kimlerde gorulur?

* Ailede migren oykusu olan kisilerde
(%46.5-71.7 oraninda ailede migren +)

» Tasit tutmasi olan kisilerde

(Migrenli cocuklarin yarisi ile u¢te ikisinde
tasit tutmasi oykusu bildirilmistir)
 Neonatal hiperirritabilite oykusu olan ¢ocuklarda (?)

 Asiri duyarl kisilik ozellikleri, anksiyete bozukluklari
gosteren kisilerde daha sik gorulur.

Aromaa et al. Headache 1998

Barabas et al. Paediatrics 1983
Baloh, Headache 1997
Guidetti et al. Cephalalgia 2003/J Headache and Pain 2004







Anger, Depression and Personality Dimensions in Patients with
Migraine without Aura.

105 aurali erigkin migren olgusu ve 79 saglikh kisi
-Temperament and Character Inventory,
-Beck Depression Inventory

-State-Trait Anger Expression Inventory olcekleri ile
degerlendirme

Sonug: Migrenli erigkinler daha fazla depresif semptomlar, asiri
kontrol egilimi, ofke ile basa ¢ikmada zorluk, zarar (incinmeden)
kacinma, kendine ozgu kisilik profili gosteriyorlar.

Strese asiri duyarlilik ve aci ile basa ¢ikmada gucluk
Disregule norotransmitter?.

Abbate-Daga G et al. Psychoter Psychosome, 2007




Migren-genetik

* Multifaktoriyel genetik gecis
 Familyal hemiplejik

migren (FHM) tip 1de CACNA1A
geni (noral kalsiyum kanal)

» FHM2 de ATP1A2 geni (Na/K ATPazin alfa 2
subuniti)

Montagna. J Headache and Pain, 2004




Migren-iyon kanallari

Diger paroksismal, ataklar arasi belirti ve
bulgusuz seyreden hastaliklarla iligki/
benzerlikler?

Genetik calisma ile aydinlatilabilinir.




Migren, bas agrisindan ote bir

Altered levels of serotonin in I ipkcklants 29 ed f~om migraine patients

We previously reported that dysfunctions in the autonomic nervous systems of
patients with migraines occur not only in the brain, but throughout the whole body.
Serotonin and neuropeptides are also known to have important roles in the
pathophysiology of migraine. With this background in mind, we analyzed human
lymphoblast cell lines from migraine with aura (MwA) patients to investigate the
pathophysiology of migraine. The characteristics of these lymphoblasts and the
involvement of the lymphoblasts in serotonin metabolism were examined. The
lymphoblasts expressed serotonin receptors as well as some enzymes related to
serotonin metabolism. The serotonin level in the MwA lymphoblasts was higher than
that in the control cells. However, serotonin uptake into the lymphoblasts in MwA
patients was similar to that in the control subjects. These findings suggest that
lymphoblasts in MwA patients have altered levels of serotonin metabolism.
Moreover, we propose that this lymphoblast cell system could serve as a novel
modality for migraine research.

Nagata E et al.
Neuroscience Research, 2007




Migren dusUnulen cocuga yaklasim

1-Dogru tani
-Ayrintili anamnez

(Agri ve atak anamnezi, 0zgecmis ve aile
oykusu-agri gunlugu tutulmasi)

-Tam fizik ve norolojik muayene, olasi diger
nedenlerden uzaklagiimasi

-Gereksiz lab. incelemelerinden kacginiimasi

-HIS kriterleri temelinde tani




Atak baslangici

*Agri lokalizasyonu
*Atak suresi

*Atak sikligl ve zamani ?
Agri siddeti
Agri niteligi

*Eslik eden ozellikler

‘Agreve eden ya da presipite eden faktorler
Jlyilestirici faktorler

Sosyal oyku

*Aile oykust

+Onceki bas agrisi oykiisii

‘Bas agrisinin gunluk yasama etkisi




Migren dusunulen ¢ocuga yaklasim

2. Tedavi
Amagc: Ataksiz olmasini saglamak

-Basagrisi ve diger semptomlari
engellemek

-Gunluk aktivite-okul ve sosyal yasamdan
uzak kalmasini engellemek

-Yasam kalitesini yukseltmek




Migren dusunulen cocuza
vaklasim-Tedavi

1. Presipite eden etkenleri
saptamak ve uzaklastirmak

2. Ataklar sirasinda tedavi

3. Profilaktik tedavi

4. Non-farmakolojik tedavi, davranis tedavisi




Migrenli cocuga yaklasim-Tedavi

Atak sirasinda tedavi
Nonfarmakolojik
Farmakolojik




Migrenli cocuga yaklasim-
Atak tedavisi

Nonfarmakolojik tedavi

-Agreve eden faktorlerden
uzaklasmak

-Uyku
-Karanlik, sessiz ortam

Farmakolojik tedavi

-Ibobrufen

-Paracetamol

-Naproksen

-Sumatriptan (12 yas ustu)
-Flunarizin (ozellikle GIS

semptomlarinda)




Migrenli cocuga yaklasim-Preventif tedavi

Endikasyonlar

» Sik atak (2-3 atak/ay)

 Agir atak (3 gunun uzerinde gunluk aktiviteyi
surdurememe)

« Semptomatik tedavi kontrendike veya etkisiz




Migrenli cocuga yaklasim-Preventif tedavi

* Propranolol ve diger beta blokerler
* Amiltriptilin

 Ca kanal blokerleri

* VPA

* Pizotifen

* Topiramate

(Seronin reseptor, dopamin reseptor, asetazolamid,
gabapentin...)




Migrenli cocuza
yaklasim-
nonfarmakolojik
tedavi
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research on AHC of patients organisations, clinicians, scientists and
industry will be presented. Attention will be given to the current acti-
vities of the network to establish a database of clinical records on AHC
and to facilitate and promote the research with the ultimate goal to deli-
ver proper diagnostic tools and effective treatment.
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MEDICATION IS IMPORTANT

P. Winner

Palm Beach Headache Ctr, West Palm Beach, FL, USA; e-mail: pwin-
ner777 @aol.com

In the pediatric population, migraines are primarily an episodic syn-
drome that often renders the individual incapacitated, with personal,
social and possibly medical consequences if not controlled effectively.
The rational treatment of migraines begins with educating the patient
and parents as active participants in their treatment. In this population,
nonpharmacologic modalities need to be utilized but when partially or
totally ineffective, appropriate medication needs to be administered.
Episodic headaches often respond well to acute medications. When the
frequency intensifies, preventive therapy needs to be entertained. All
management strategies need to be challenged, both due to the underly-
ing variability of headaches in this age group, as well as the changing
opportunities available for medical treatment.
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NON-PHARMACOLOGICAL TREATMENT IS IMPORTANT

E Andrasik

Institute for Human and Machine Cognition, University of West
Florida, Pensacola, FL, USA; e-mail: fandrasik@ihmc.us

Beginning with the first publication of a nonpharmacological treatment
for pediatric headache nearly 30 years ago (Diamond and Franklin,
1975), evidence supporting the value of this type of approach has been
steadily mounting. Evidence-based reviews as well as meta-analytic or
quantitative reviews document the efficacy of a number of relaxation-
based (progressive muscle relaxation and biofeedback) and cognitive-
based therapies. These reviews, as well as direct experimental compari-
sons, indicate that such approaches are comparable to pharmacological
treatments. Non-pharmacological treatments have a number of potenti-
al advantages, as well. Among these are the minimal occurrence of
adverse side effects; decreased attrition from and adherence to treat-
ment; acquisition of actual skills that can directly improve coping abili-
ties, which in turn can enhance confidence and self-esteem and mini-
mize negative affect; elimination of parent concern about potential
adverse effects of certain medications during critical growth periods.
These approaches fit with a growing desire of patients to seek treatment
alternatives, either as a replacement for or an addition to their care.
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COMPLEMENTARY TREATMENTS ARE USEFUL

R. Pothmann

Pediatric Pain Center; Hamburg, Germany; e-mail: pothmann@aol.com

The most adequate treatment especially in young children is a therapy
with less side effects. For example in acute headache cold pack or local
massage with peppermint oil will help a lot in younger children. A lot of
them will finally fall into sleep as the most striking acute coping element.
Additive prophylactic treatment is given in frequent and longlasting,
severe and complicated headache and migraines. New controlled data in
2dults and open label data in children have shown that phytopharmaco-
logical treatment like butterbur root extract Petadolex or a complex home-
opathic solution like Antimigren has convincing effects. Not only in case
of therapeutic resistance one could go the diet-way.Evidence is given by

controlled investigations showing that especially severe migraines with
comorbidity of allergies, but as well tension-type headaches are respond-
ing to trigger reduced nutrion within a short period of only 2 months with-
out any side effects. In addition eating-behaviour could be a main instru-
ment in influencing the psycho-social conditions of the children’s fami-
lies. Even acupuncture is a serious and effective option for school children
in case of pharmacological side effects, informed consent as a predispo-
sition. Complementary headache treatment in children and adolescents is
a basic option and should be preferred because lower of side effects
before high dose chemical drugs will be tried.
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COMPLEMENTARY TREATMENTS ARE NOT USEFUL

C. Wiber

Headache Unit, Department of Neuropsychiatry of Childhood and
Adolescence, Medical University of Vienna, Vienna, Austria; e-mail:
christian.woeber @meduniwien.ac.at

Complementary and alternative medicine (CAM) is defined as a group
of diverse medical and health care systems, practices, and products that
are not presently considered to be part of conventional medicine
(www.nccam.nih.gov). The major types of CAM are (1) alternative
medical systems such as acupuncture, homeopathic and naturopathic
medicine, (2) mind-body-interventions including meditation, prayer or
mental healing, (3) biologically based therapies using herbs, foods, and
vitamins, (4) manipulative and body-based methods such as chiroprac-
tic or osteopathic manipulation and massage and (5) energy techniques
comprising biofield therapies (e.g. qi gong, reiki, therapeutic touch)
and bioelectromagnetic-based therapies (e.g. impulse magnetic-field
therapy). People who prefer CAM over conventional medicine take
CAM for “holistic”, “more natural”, “good for body and soul” and
“free of side-effects™ and they may argue that such therapies are better
for there child than conventional ones. However, there is only some
scientific evidence regarding some CAM therapies, and this evidence
is largely based on studies in adults. Recurrent headache is an impor-
tant cause of distress and disability in children and adolescents and
requires effective treatment. Regarding the use of CAM therapies one
must consider (1) the lack of reliable controlled studies on efficacy as
well as safety of these therapies, (2) the large proportion of young
headache patients responding favorably to placebo, and (3) the risk that
(uncritical) use of CAM therapies and (unfounded) scepticism against
conventional medicine may prohibit an effective treatment of disabling
headaches. A CAM therapy might be useful in selected patients and it
should not be forbidden or broken off in subjects using it successfully
(provided that it is not harmful), but the lack of reliable data does not
justify a general recommendation of any CAM treatment for treating
headache in children and adolescents.
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NEUROPHYSIOLOGICAL ASPECTS OF PSYCHIATRIC
RBIDITY AND NEUROTICISM IN PEDIATRIC

MlGRAINE

M. Siniatchkin, W.D. Gerber, U. Stephani

Department of Pediatric Neurology and Department of Medical

Psychology, University of Kiel, Kiel, Germany; e-mail: m.siniat-

chkin@pedneuro.uni-kiel.de

Migraine in children is characterized by high psychiatric comorbidity
with especially internalizing disorders (anxiety disorders and depressi-
on). Strong association between migraine and neuroticism has also been
demosntrated in a number of studies. The contingent negative variation
(CNV) — a slow event-related potential, which represents different stages
of information processing — is sensitive to changes of internalizing beha-
vioral characteristics and was closely related to neuroticism. The higher
neuroticism, the larger the amplitude of the early CNV component, the




Psychological treatment of recurrent headache in children
and adolescents--a meta-analysis.

Gevseme caligmalari, biofeedback, kognitif-davranigsal
tedavi gibi psikolojik temelli yaklagimlarla ¢ocuk ve
adolesanlarda migren sikhigi azaltilabilir mi?

Meta-analiz: 1966-2004 arasindaki 23 ¢aligmanin
sonuglari: %50 ve 1 basagrisinda azalma

Tarutmann E et al. Cephalalgia, 2006




Circadian and seasonal variation of migraine attacks in
children.

Cocuklarda aurasiz migren epizodlari sirkadyen ve
mevsimsel degisiklik gosteriyor mu?

115 ¢cocukta 2517 atak:
Ataklar en sik ogleden sonra ve sabah
Kasim-Ocak arasi en sik

Temmuz da en az

Okul????

Soriani S et al. Headache, 2006




‘*k Special Article
AMERICAN ACADMY 0
NEUROLOGY

Practice Parameter: Pharmacological
treatment of migraine headache in
children and adolescents

Report of the American Academy of Neurology Quality
Standards Subcommittee and the Practice Committee of the

- -
» 4 7

Abstract—Objective: To review evidence on the pharmacologic treatment of the child with migraine headache. Methods:
The authors reviewed. abstracted. and classified relevant literature. Recommendations were based on a four-tiered
acheme of evidence classification. Treatment options were separated into medications for acute headache and preventive
medications. Results: The authors identified and reviewed 166 articles. For acute treatment. five agents were reviewed.
Sumatriptan nasal sprayv and 1buprofen are effective and are well tolerated va placebo. Acetaminophen 12 probably
effective and 1s well tolerated vs placebo. Rizatriptan and zolmitriptan were safe and well tolerated but were not superior
to placebo. For preventive therapy, 12 agents were evaluated. Flunarizine 1s probably effective. The data concerning
evproheptadine, amitriptyline, divalproex sodium, topiramate, and levetiracetam were insufficient. Conflicting data were
found concerning propranoclol and trazodone. Pizotifen, nimodipine. and clonidine did not show efficacy. Conclusions: For
children (=age 6 vears). ibuprofen 1s effective and acetaminophen 12 probably effective and either can be considered for the
acute treatment of migraine. For adolescents (=12 vears of age), sumatriptan nasal sprav i1s effective and should be
considered for the acute treatment of migraine. For preventive therapy, flunarizine 12 probably effective and can be
considered, but 18 not available in the United States. There are conflicting or msufficient data to make any other
recommendations for the preventive therapy of migraine in children and adelescents. For a clinical problem =0 prevalent
in children and adolescents, there i1s a disappointing lack of evidence from controlled, randomized. and masked trials.
NEUROLOGY 2004;63:2215-2224



Table 2 Evidence summary for treaimeni of acute atiacks of migraine

Efficacy
Placebo,
Drug. doses, ages (Class n Active, % % p Value Adverse effects Ref.

NSAIDs and nonopiate analgesics

[buprofen
10 mg'kg (4-16 v} I B8 68 a7 <0.05*% Infrequent 18
7.5 mglkg (6-12 v) I 54 76 53 0.006 Infrequent 19
Acetaminophen 15 mg/'kg (4-16 v) | 38 54 a7 <0.05% Infrequent 18
Triptans
Sumatriptan
Nasal 20 mg (6-14 v) | 14 85.7 428 0.03 Occagional to frequent 20
5.10, 20 mg (1217 v) I 510 66T 53 0.05 21
10, 20 mg (8-17 v) | 33 64 39 0.003 22
Oral (50, 100 mg (5-16 v) I 23 30 22 NS Occagional 25
Subcutaneous
3.6 mg (6-16 ¥ A 17 64 — —_— Occagional to frequent 23
0.06 mg'kg (6-18 v) v 50 78 — — 24
Oral triptans
Rizatriptan 5 mg (1217 v} I 296 66 56 NS Occagional 26
Zolmitriptan 2.5. 5 mg (12-17 v) IV 38 85025 mg) — - Oecagional 27
7005 mg) —

* Exact p valuesg not provided.

NSAIDs = non-steroidal anti-inflammatory drugs; NS = nonsignificant.




Table 3 Preventive therapies for migraine

Therapies Class n Efficacy Adverse effects Ref.
Antiepileptic medications
Divalproex sodium Oceasional to frequent
15-45 mg/kg/d (7-16 y) AY 42 76% had =50% 37
reduction headache
frequency
500-1,000 mg/d (9-17 y) v 10 p=20 38
Topiramate 12.5-225 mg (S-15 y) AY 75 p < 0.001 Oceasional to frequent 39
Levetiracetam 250-500 mg (3-17 y) AY 19 p < 0.0001 Oceasional to frequent 40
Antidepressant medications
Trazodone 1 mgkg'd (7T-18 y) 11 35 NS Occasional to frequent 35
Pizotifen 1-1.5 mg (7-14 y) | 47 NS Oceasional to frequent 36
Trieyelic antidepressants amitriptyline
1 mg/kg (9-15 y) v 192 80% Oceasional to frequent 34
10 mg (3-12 y) v 73 89% 28
Antihistamines
Cyproheptadine 4 mg (3-12 y) v 30 83% Oceasional to frequent 28
Calcium channel blockers
Flunarizine 5 mg (5-11 y) | 63 p < 0.001 Oceasional 42
5 mg (10-13 y) AY 12 75% had 75-100% 43
reduction headache
frequency
Nimedipine 10-20 mg (7-18 y) | 37 NS Oceasional 41
Antihypertensive agents
Propranolol
80 mg (3-12 y) I1 39 81% Oceasional to frequent 30
6-120 mg (T-16 y) 11 28 NS 209
3 mglkgld (6-12 y) 11 28 NS 31
Clonidine
0.07-0.1 mg (7-14 y) I1 43 NS Oceasional to frequent 32
0.025-0.06 mg (=15 y) 11 57 32%: 34%—NS 33




Migren esdegerleri

 Episodlarla seyreden yakinmalar, ataklar
arasi hormal.

 Yakinmalar orta-agir derecede
 Yakinmalar normal aktiviteyi engeller




Migren esdegerleri- Abdominal migren

Orta hatta lokalize tekrarlayan abdominal agri
ataklari; agri paraumblikal veya lokalize
edilemiyor.

Sure: 1-72 saat; agir agr ataklari, en az 5 atak

Atak sirasinda ¢cocuk sessiz-karanlik bir odada
yatar.

Otonom semptomlar: solukluk, soluklugu izleyen
flushing

Ataklar arasi tamamen normal

(Abdominal migren migren basagrisinin
prodromal semptomu?)




Migren esdegerleri- Abdominal migren

Abdominal agriya istahsizlik ve bulanti eslik
edebilir, %50 oraninda kusma gorulur.

Siklikla puberteden once baslar, adolesansa dek
surebilir.

Onlu yaslarda ilk olarak ortaya cikabilir.
Erigskinde enderdir.

Hastalarin cogunda daha sonra migren gelisir.
Ailede migren oykusu.

Ted: Semptomatik, pizotifen etkili




Migren esdegerleri-Siklik Kusma

Tekrarlayan en az 5 kusma episodu ve intermittan bulanti
Kusma agir ataklarda gorulur.

Episodlar arasinda tamamen normaldir.

Sure 1 saat-5 gun

Prevalans:%1.9 Ailede migren oykusu olan ¢ocuklarda
daha sik.

Siklikla puberteden once ataklar baslar, adolesansa dek
surer.

Tedavi: IV Dextroz, ondansetron, lorazepam




Prevalence of cyclic vomiting syndrome in a sample of Turkish school
children in an urban area (Malatya).

1263 ¢ocuk (6-17 yas)

24 olgu siklik kusma sendromu kriterlerine uyuyor.
7-14 yas arasi (ort: 10.5) %33.3 Erkek, %66.6 Kiz
Baslangi¢ yasi ort: 7+/-3.4 years (5 -12 yas).
Ataklarin suresi 3-10 gun (ort 5 gtin)

Episodlarda solukluk (%100), istahsizlik (%100), basagrisi (%66), karin agrisi (%
58.3), ve fotofobi (%16.6) goruluyor.

6 cocukta (%25) migren
Pozitif migren aile oykusu 7 olguda (%29.2)
7 cocukta (%29.2) tasit tutma oykusu
Ertekin et al.J Clin Gastroenterol, 2006




Migren esdegerleri-Selim paroksismal vertigo

Prevalans: %0.2

Cok kisa sureli en az 5 ani bag donmesi
ataklari

Ataklar arasinda yakinmasiz.

Ataklar arasinda norolojik bulgu yok,
vestibuler disfonksiyon yok

Normal EEG




Migren esdegerleri-Selim ekstremite agrisi

Ortalama 10 saat, ancak 72 saat surebilen
ekstremite agrisi

Agri gunluk aktiviteyi kesecek kadar agir
olabilir.

Okul cocuklarinin %2-6’sinda yilda 12
episode gorulebilir.




Familial limb pain in childhood: unusual manifestation of
migraine?

A familial case of limb pain is described. Frequent vascular
pain appeared during early childhood in affected individuals,
often with predominance in the lower extremities. This pain
subsided in patients during adolescence, when they began to
suffer from typical migraine. The limb pain was moderate to
severe, and refractory to analgesic and anti-migraine
medications. Limb temperature was cold at the onset of pain,
and became warm during the painful attacks. Plasma
substance P and calcitonin gene-related peptide were elevated
during the episodic pain. We propose this condition is a new
precursor etiology of migraine, with possible autosomal

dominant inharifaneca
AVITIITIVATIIG 1T T i TS AT T VWV

Saito Y et al. Brain Dev, 2006




Migren esdegerleri-Selim paroksismal tortikollis

* 1 yas civarinda baslangic
« Kisa sureli tortikollis ataklar

» Daha sonra selim paroksismal vertigo veya
migren gelisebilir.




Migren prognoz

* 1955 yilinda migren tanisi almig 73 cocugun
40 yillik izlemi:
- %29  47-53 yas arasi gunliik migren ataklari




Prognosis of migraine headaches in adolescents:

a 10-year follow-up study.

1989-1999 arasinda 11-14 yas arasinda 80 migren olgusundan
53 i izlendiginde

55 cocuktan %41.8inde migren suruyor,

%38.2 remisyonda, %20 gerilim tip basagrisina donusum

Aile oykusu olanlarda agrilar daha ¢cok devam ediyor.

Monastero R et al. Neurology, 2006




Gerilim tipi ba§a§r|3| (Tension-type)

+ Onceki tanimlamalar: Kas kontraksiyon
agrisi, stres basagrisi, esensiyal basagrisi,
psikojenik basagrisi

Episodik
Kronik




Gerilim tipi bagagrm (Tension-type)

Tani kriterleri (IHA-2004)
A. Enaz10 atak
B. Sure 30 dk-7 gun
C. Asagidakilerden en az ikisine eslik eden basagrisi
1. Bilateral
2. Gerici-bastirici (non-pulsatil)
3. Hafif-orta agirlikta
4. Rutin fizik aktivite ile agreve olmaz
D. Asagidakilerin her ikisi
1. Kusma-bulanti yok
2.Fotofobi ya da fonofobi: ikisi birlikte degil
E. Baska nedene baglanamaz.




Gerilim tipi basagrisi (Tension-type)

Trigeminal siniri motor noronlara baglayan internéronlarda anormal bir modiilasyon
bulundugu distinilmektedir.

Bir diger goriis kronik gerilim tipinde supraspinal fasilitasyon sonucu trigeminal kaudal
nukleus noronlarin agir duyarl hale geldigidir.

Eger migrende damarsal nosiseptoriin asiri duyarlihigi s6z konusu ise, kronik GTB’da da
perikranyal kaslarda myofasiyal nosiseptoriin asiri duyarliligi ile giden bir bozukluk s6z
konusu olabilir.

Trigeminal kaudal nukleus noronlarinin duyarlilagmasi normalde agriya yol agmayacak
uyaranlarin agrili olmasi ve tetik noktalar olugturarak migren ve GTB belirtilerinin
cakigmasina ve trigeminal vaskiiler sistemin de aktivasyonuna yol agabilir.
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