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Pongpunlert W. Intracranial hypertension in children : clinical management.
Chula Med 1986 Jan ; 30 (1) : 75-86

In the management of patients with intracranial hypertension, decreasing
the pressure is as important as treating the primary cause. Physiologic approach
using hypothermia, hyperventilation, oxygen are helpful but with limits in the
of effective duration and not without side effects. Drugs currently used are
steroids, hyperosmolar agents, carbonic anhydrase inhibitor and barbiturates ;
they exert their effects by different mechanisms. Careful monitoring of the
drug response and potential side effect is very important. Physicians have to
understand the dynamic changes in intracranial hypertension, the mechanisms
and side effects of drugs. Proper drug and dosage selection will bring the best
result.

*
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1. Vasogenic edema
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3. Interstitial edema
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2. Pinocytic vesicle 3sfifluiruiuron
vesicle Bazifwimmmsinlysiuaannnnaes
\foalug interstitial fluid lususs miing
U1aL3U129 endothelium 37U vesicle A
mn%uﬁw’lﬁwmam‘[ﬂsﬁu’[maaﬂ‘lﬂqj Inter-
stitial Andu (HuBnmanilsfivinlwauaiy

3. Specific transport carrier 4 ailu
wm:ﬁwﬁtylumsﬁwaurﬁwLﬂusauﬁoawiwan
srmmin Asuiluannasaideanlysues lu
sruvfisiiuuuy downhill Asvirrngaud
aududugslugeudaduds 3slideseds
wiaam athelsfimasisfisrsmesenlkrinudh
sanlasdsiiiliannuszsuwizann (highly

selective) 11U D-glucose, amino acid U367

1w leucine

4. Mitochondria lu capillary endothelium
2898¥093:# mitochondria 1{usuIunn
ahEudu Uszinm 3-5 wh inTzdasldwgs
aunnluntssuthesadg g awde s uszlu
MIRTHNNTINU (ATP) dasads glucose,
ketone, lactate unz O, Frnaf swasnaniis
ikmIndy ATP aang

5. Active transport system ifJunsuu
n'wmsmnfmuuTmTuc‘l:'l‘thjmmuTuﬂ'uq4
(uphill) Hwisdrdglunsirdasisuisat
wu K, Ca vinsuadlugifien usslunmadr
CSF #dadldanil

#wn endothelium (&8 mitochondria
fazaans MldiAemmdmassusatilusues
1t K, neurotoxin fazvinl¥iinenuidau
U8B excitibility vasruey virlddihedn
wianuaad e



80 o
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1. Corticosteroid
2. Osmotically active agent
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