Carlos C, Fernando B (1933) : Cerebral venous
thrombosis associated with pregnancy and puerperi-
um. review of 67cases. Stroke 24:1830-1884

Ehlers H, Courville CB (1936}
nal cerebral vein in infancy and childhood - review of
literlature and report of Scases. J pediatr 8:600-623.

Eick JJ, Miller KD, Bell KA, et al (1981 :
puied tomography of deep cerebral venous thrombo-
sis in children. Radiology 140:399-402.

Forsting M. Krieger D, Seier U, Hacke W (1989) :
Reversible bilateral thalamic lesions caused by pri-

Thrombosis of inter-

Com-

mary internal carebral vein thrombosis. J of Newrolo-
gy Springer-Verlag 236:454-436.

Haley EC Jr, Brasher HR, Barth JT, et al (1989) :
Deep ceregbral venous thrombosis : Clinical, neuro-
radiological, and neuropsychological correlate. Arch
Neurol 46:337-340.

Jennet, WB, Cross IN (1967)  Influences of pregnan-
cy and oral contraception on the incidences of strokes
int women of childbearing age. The Lancet May 13 :
1019-1023.

Johnson S, Greenwood R, Fishman MA (1973) :
Internal cerebral vein. thrombosis. Arch Neurol 28 :
205-207.

Nishimura RN, Stepanck D, Howiesen J, et al
(1982) © Internal cerebral vein thrombosis. A case
report. Arch Neurol 39 : 439-440.

Vines FS, Davis DO (1971) : Clinical Radiological
Correlation in cerebral venous Occlusive Disease.
Radiology 98 : 9-22.

kel S8 A%

Zﬁ‘%@ﬁ% 1%

Ameietn ol swe QA sfstmy
249 - 4HT o E - YR

A Case of Prolonged Hypoglycorrhachia
After Subarachnoid Hemorrhage.

Yong Won Cho, M.D., Jeong Geun Lim, M.D.,

Sang Doe Yi, M.D., Young Choon Park, M.D.

Department of Neurology, Keimyung University School
of Medicine

After subarachnoid hemorrhage, transient hypoglycor-
thachia is not unusual but prolonged hypoglycorrhachia has
been reported rarely.

We report a 67-year-old woman who show prolonged hypo-
glycorthachia for more than one month after subarahnoid
hemorthage without evidences of infection and malignancy.
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AFo 29F G B Eane @
A govt £ B2 A F ARIFAT
hypoglycorrhachia) ol @3 2t =80 &3
= Mgl A% 3¢ Bus v =80
(Merritt, 9 Fremont-Smith, 1937; Madonick
s} Savitsky, 1948; Troost §, 1968; Dughlysh
Dhopesh, 1989). H&%F|q Txgo] 223
& ddeze wHelel, F3o] F& T ¥
4 Sl 2814 sleh(Wood 9 Anderson,
1988), AREL AFoHe FEF AGold 3
s $Es5A 2x hde)d A%sE HAFe]
EET 7 22% Bele 1dF Agsiarld B
dnzat @A Bashe welth

s @

674 iz e Y BBY TEE F&
2 ydsigich e 4598 Arkooh g g
9 83 oF 20839 944 2ol glo] BHUE
HEse HAdE B3E9d AFY 282 2
@ ot Bxbe £E8 AV HAYB2YS
& 4N A gu BEayoz ARF 244EE
2 #E FER ¥l sdsel HA sgent
WdPd FGLE A oAl s AR 5
&7 24, 7EZ} go] Wddse A% FAk
4 4L Zee Yuold ZRAAo] gJuew 2
S g o3 sAe gtk HAVHETRIY
AFEest 28] AL AAskm BEeygoz X
BE 90

A 99 g ¥ 3TCIM 38°CAleld
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vlgol glo) Bgel AU Al T2 Yy
Ah £RZAL Widal 24, 2 dele] =2y
A 8 gL 1RlD Y XA 8 dAEd
ov mE Fgazielsien (w1094 UM
HA5Y ZAM 4722 A4 (xanthochromic) o121
i, HEF 1500/m, HITF ;

40ng/di13o]E ¥]73geltH(Wood 9 Anderson,
1988; Adams S} Victor, 1993). ©]27 =35
M EEge] gadhs dAost gedol, 33
ol &2 #2%5 99} #5%F (sarcoidosis),
AZWE 2em A¥2F el 212m Herpes,

65%, lymphocyte 35%), B3 S9ne/dl, TET
23ume/dl 2En B ETEFS 117Tmg/dolRom
Gram, AFB % $%c]9 =gdd 4 47u3z
AP BF FAelsleh WA sele) Tuge] g
o ARAAE AFeet 2o A3 HebA Huido
2 FEaa nEeyer Auus F4 s
o gt geje U9 1194 8 Age] e
2 sglen] 23 sdsle] il 16LATEE 94
ol BEdn FEE Y& Fohyort WY F 279A
AN [N A BT 8/, DA 124ng
Jdi, ZEF 10me/dl el €F EET 109w/dl
2 S35 Zuge] AL Jal pad 22g
Hyov WIFE 3144 A K25 HrlelN
E=gol a2ne/d (BF EET 104ng/d) 2 W3}
ZRHE 288 890 (Table). 2 2% 84
Yt FH BB Gold HIE gla FAHY &
2 stk

1

a

HAsde TEge F2 YAH 2 (blood
brain barrien & T8l 314 4 (facilitated
diffusion) o e} 2g=s] @3 EeFo o 60%
AN BYE olRw slen duAoz N

Mumps, Lympl chori £z
vlolg| 2o 9@ YGAME 7HF HHsde]
£9o] gagckn 2o Wood % Anderson,
1988).

AdY HEQAN s I29 diarlde
B AZe EHel Y 20 XeT S
(membrane carrier-facilitated glucose trans-
port mechanism) ¢l dA2 st Y7l Y
&7 (polymorphs) st wejjolrt LE2E olg
el W T Zae Felsidn LRy
(Wood s Anderson, 1988).

AFA F4F HHS4e) TET 24 (40ne/dl
ol8he] Bl=E Merritt 9 Fremont-smith (1937}
& 219% 4%, Madonicks} Savitsky (1948)& 50
BF 33es Bndgon Vincent(198]) € 339%
23914 Fadctn sl vad =24 g &
Aoz deiAgich

AFRE 2EF HASede] =P Faside]
&t MerrittSHFremont-smith(1937) & A%
3 FEF ARG AYF) o3 e
2 HAFde Tege] Fidcin
Madonick$ Savitsky(1948) & choroid plexus
o BAgHst FoENE HAFdoz Fugel
2 Psislel 4ol Aoz H9SR Troost
5(1968) & AE7l <3 A

Ax

2ol ¥F EETY 50%0l3tel/u Adigtel  gel A bAFAez Fo] o] Fasoin
Table 1, CSF findings after subarachnoid hemorrhage in present case
Day
Do D12 D17 b2 D31

lor xantho xantho xantho xantho clear
Red blood cells (o) 1530 10409 0 30 3
Total white blood cells (/am) 240 150 135 3 2
Protein (ns/d) 89 438 169 124 68
Glucose (ns/dl) 23 22 2 10 &
Blood glucose {ne/dl} 115 12 138 109 104
CSF/blood glucose ratio 0.2 0.2 02 0.09 0.4

Abbreviation : CSF: cerebrospinal fluid, Di day, Xantho; xanthochromic
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AFutet 9 A5 e dhe 2 3
A AZIZE Fadd FYUF AN Adasle A7l
Troost 5(1968)& &¥¥ 6-8Y, Pasquier &
(19872 8§ 742 Budlel e 3¢ &
AF 15Ul 713 WA hasle Ao deA 9l
on] o HHFde TEW Hv|HE Bar
nett §(1992¢l <jsha dhp-@ 9-109 ol P
AdEe Zew delAsld. e Pasquier
(1987} A Fuet AT W ASdE TEGo) 2]
AA 39ms/dl, 44 Sdng/dl, W AN YF
EEG e 2194 0.3], 494 0572 2U%EH
ZaE FAE Lastvh

¥ FeME AT AUy PAeL A
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7k Rlm cfeiyl AAE wde) A% AN H
Abell A BF FAelglen HESYTR vge]
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FAEA A% PRAQ AeE G gl &g
A 5ol 2L oA eR 2y, 53] A
P LT WA el FAY AEE CHEM
1, EPX %& Monarch 200052 71718 o|-gs}e]
hexokinase #& glucose oxidase WHog %7
Bl UG A3zt vheh AP 2ol €@ A
FEFAFe oo ALY, 2Rz B
A AR FUT AP0 @ Bl ¥
olall Ll gt AgE e ARFFAToR H2tE
W AFE FYF 2780 EEF FAE A @
AN e EWF 3197 FET FAE AL
WA SR Pe & @A Keldt golet @
4 shAch
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