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B IIERZ BT 52 DD Y, F3h - &8 O SHilEE -
WHE - BB &0y 4 VAREBELY &b v, THiF - &=
B - O EREEY 2T 22 MS N TWwBY. HIV &
fEgeix, JTURIZIE HIV B 3~6 BARICHAE L, B
p24 PU)E 2 5\ iE RT-PCR #I12 T HIVRNA 2§46 2 &
X gz s LY. Shlbivbitd, Rk
HIEH T - 72 HIV Sl 28 % FEBR L 72, HIV &G BTl
Bt 50 28T 3 A RIS, BRRIICHEE . TH - T, i
WAL PBRETH 72V ENTALOOLNLZ LD
5. REOHR LIEZENLETH S LEZ LI, T
5.

E Bl

SEBI 32 5%, Bk

FFR FEE - T

AR AEER HIViEBEO B -+ F—L6
ERTE D FR).

HUREE 0 2007 4F 4 AR H B IEEFICEN D X 9 Zfktko
YEE & 39C DIEE, HEER2SIHB L7z, S 4 W H LK 2 %%
kgL Zhshosy 7rya 7oy e LET7TIRH D 5L
FHENT2, ZO% DT LB RS 57208 13 H Y

ke L7z,

— RN EHFAT A ¢ U 124/52mmHg,  AR¥96/455, IR
383, MiMmHERIEIE R L, S - BRI otz Ml L
7o BT % & b 72 ) BB e AL 728, Bz s
EREDRPo T BRI P LRtk - FEsEo
HEG & AT - MR A b b7z,

RSB AL ¢ R AE I R SRR A 2 A L 0,
Kernig BERMETH o 7. TR - EER - EERICEF
FAEDT, HITLIER. IREFTLICRERL.

BT R R IE R, ML 7 I Bk 4,200/,
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7z, R (B 1396 H) OB T, #E 260 mmH.O,
M EL 4/ (F_CHBEER), &I 78mg/dl, %% 46mg/dl (IfiL
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Table 1 Time course of CSF findings and HIV-RNA viral load in this patient

day 13 day 15 day 16 day 25 day 39
opening pressure (mmH20) 260 240 320 300 150
cells (/ul) 4 31 101 25 20
mononuclear cell (/ul) 4 21 100 25 20
CSF findings polynuclear cell (/) 0 10 1 0 0
protein (mg/dl) 78 374 462 147 107
glucose (mg/dl) 46 43 37 38 43
Cl (mEq/]) 120 118 125 122 123
HIV RNA load  CSF (copies/ml) 7.6%10° 1.6x103
serum (copies/ml) 53x10° 6.3 104
CSF/serum ratio 143 0.03
e B e O — 1 MFHE 143 BB 159 H) 55 003 (5399 H) ITKT L7
ARARE A AEAIRE B (Table 1). 1§ HIV Hifk (ELISA i) Byt Cab o 727280, il
IR | . 18 N |- Wb L ORI O HIV ifkxk = 25 v 70y b CHERL 7
“Ter110/120 “Tiep10/120 &%, p24, pb2, p55, gpl60 (FHIETSH - 7225, gpdl 13k
~1— P68 -1T— P68 WTH o7 (Fig. 1). T7-CDA Rtk v 38k, #1697 H
1 ;:-— P55 41 BYPes 280/ul, 45 22 9% H 263/, 4550 9% H 438/ul, 45 78 95 H 518/
= B \ ‘::;‘ e ’~\ ‘::;‘ Wk, BRI E 5 LT 2B 3k L C— B B
-\ e -\ [ T LT %8, HIV BRGNS HIV IS 2407 1
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%z ¥
- - = - |- -
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B || 7-HIV B D 1 HITH 5. B ICREDICHER HIV & 4

Fig. 1 Serum and CSF antibody for HIV as detected by

Western blot. The lanes 2 in serum (A) and CSF (B) were
obtained from the patient on the 39th day.
Lanes 1: negative control, Lanes 2: patient serum or CSF,
Lanes 3: positive control. Both in serum (Lanes 2, A) and
CSF (Lanes 2, B), bands against p24, p40, p55 and gpl60
were positive, while that against gp4l was negative. A
faint band against gp 120 was equivocally noted only in
the CSF (Lanes 2, B).
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EF L7z (Table 1). W3 d BB TH - 72, # HIV
RNA B34 150 HI2 76 x10° 2 ¥ —/ml Th - 7255, 4 39
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EEH O 50 5 TH o722 L 1d, T ORI HIV A3l AN
Tho L {WIELTWAZEERLTEY, AFEHH HIV
WX BBBERTHDZ T 5.

RIEBNE, ROZ DDA D 5 K bekE HIV &G w1k
THholzbEz T H—I2, KBERFICA LD LN EHAER
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5. CD4BgtEY v o3gkid, RBeEA (5 149 H) 280/ul LA
TLTW22% 478 9% H 1213 518/ul $ TlHIE L Tw/z. HIV
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CHIBNTWAY, ZO—J7T HIV RGP SIET 2 MR
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Abstract
CSF normocytosis in meningitis due to primary infection of human immunodeficiency virus

Ryotaro Ishii, M.D., Kensuke Shiga, M.D., Reina Isayama, M.D.,
Akiko Hosomi, M.D., Takahiko Tokuda, M.D. and Masanori Nakagawa, M.D.
Department of Neurology, Kyoto Prefectural University of Medicine

A 32-year-old homosexual man was admitted because of acute headache, fever, and lymphoadenopathy. The
neurological examination revealed nuchal rigidity and positive Kernig’s sign. The cell count of cerebrospinal fluid
(CSF) at the time of admission, however, was four per microliter and subsequently increased up to 31 per mi-
croliter in three days. The serum antibody for human immunodeficiency virus (HIV) was positive in ELISA and
the cell number of CD4 positive population decreased to 280. The RT-PCR for HIV RNA was 7.6 X 10° copies per
milliliter, which gradually decreased, leading to the diagnosis of meningitis due to HIV itself. The Western blotting
for HIV antibodies were positive for p24, p40 and p55, whereas that for gp 41 was negative in serum and CSF, sug-
gesting that the meningitis occurred during the seroconversion in this patient. We surmise that aseptic meningitis
during HIV primary infection usually results in mild CSF pleocytosis and sometimes leads to even normocytosis
shown as in this patient, probably because cellular immunity is temporally suppressed in acute HIV infection.

(Clin Neurol, 49: 100—103, 2009)
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