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Table 1. Age and sex distribution of 50 subjects with
neurologic disorders

Age Sex
(years) Male Female
10-19 1 0
20-29 6 5
30-39 3 5
40- 49 4 3
50-59 7 3
60 — 69 6 5
70-79 2 0
Total 29 21

4, Holg 2y FutHd, g42d A8, A%
o¥EH 22 ANZA AFF(virus associated
diseases: ©|3} VAD) 26% 3} A4 24y, 28
4 HA74g, 71A8F A, 3EA4 28, 15
HrH S, ¥, 924 QAR i, HE
#7¥ % HeLF T 2 9 AL (non virus
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associated diseases: ©]3} NVAD) 24 o]t
2).
¥ HBV #A A HEL AT 67(12.0%), B

Table 2. Classification of neurological diseases of 50

subjects
Disease N
VAD
Viral meningitis 10
Viral encephalitis 4
Demyelinating disease
AIDP & CIDP 3
Transverse myelitis
Subtotal 26
NVAD
Bacterial meningitis 1
Tbc meningitis 3
Fungal infection 1
Parasite infection 2
Epilepsy 1
Brain tumor 2
Others 14
Subtotal 24
Total 50

N: Number of patients

VAD: Virus associated discases

NVAD: Non virus associated diseases

AIDP: Acute inflammatory demyelinating
polyradiculoneuropathhy

CIDP: Chronic inflammatory demyelinating
polyradiculoneuropathhy

Tbc: Tuberculosis

Others: Abducens nerve palsy, hydrocephalus, cerebral
hemorrhage, vascular anormaly

 319(62.0%) T2ln CF 13%(26.0%)22
HBsAg %4 && 12.0%, HBV Z+d &2 74.0%%]
thE 3).

HZ o] HBV #4A HES AT 376
0%), B2 15%(30.0%) 12| 3 C7* 327 (64.0%) <
2 HBsAg F4E& 6.0% HBV 749 && 36.0%
HI(E 4), HBV el 44 w4271 A
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Table 3. Positive rate of HBV markers in serum of 50
subjects with neurologic disorders

Group N (%)
A 6 (12.0)
B 31 (62.0)
C 13 (26.0)

Total 50

N: Number of patients

A: HBsAg( +)

B: Only or more anti-HBV
C: All negative

25 E 3799 #$AFA 18%(48.6%) A9
3 oo HBV EAAZ AZE:HYod
19%(514%)2] SAelME AEHA &gt o
Hadol HBV 2427 &5 = 188 @9

Table 4. Positive rate of HBV markers in CSF of 50
subjects with neurologic disorders

Group N (%)
A 3(6.0)
B 15 (30.0)
C 32 (64.0)

Total 50

N: Number of patients

A: HBsAg(+)

B: Only or more anti-HBV
C: All negative

dHNAE A7 =R FEHAT
HBV FH2Z2 723 AL 6% EFoA =
2 4ol HBV E2z7F A&HALH, BT
318 3 1298 (38.7%)°1 A = H A e] HBV X4
A7 AEH L 198(61.3%)A 4 AEHA &3k
on, Ce 139 RFoA HBV EH A7 A&
2 F%HE 5).
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—8y 5

ol o 1] B

&4

dpolel s EAA EAS Bl

285

Table 5. Positive rate of HBV markers in CSF according to patterns of HBV serological markers of 50 subjects with
neurologic disorders

CSF
Serum A B C A+B(%) Total
A 3 3 0 6(100.0) 6
B 0 12 19 12( 38.7) 31
C 0 0 13 0 0.0 13
A+B 3 15 19 18( 48.6) 37
A: HBsAg( +)
B: Only or more anti-HBV
C: All negative
of EAleke 187 fhate] HBV E2xte) F4e U Bl Wy oy 4 S ah(case 4),
sejZEd, @AWY HBsAg F49 69 $  F2H AR B wy e E AR
o HH5oo M HBsAg FYES SHBS 4 S 9FY W W FRBAY 37} 2
7t 50%sith. B33 o HeHolA HBsAg F4 HBsAg, HBeAg 44l H4 g Hed &
Q31 &xte] Ave AAFE, A A Ab(case 5) R WA kG EHFAfolA PG uh
2 A9 F4 g gursEol 14 %A ol 224 sk Bf(case 6)°l Atk

°of otztHm o

Table 6. Patterns of HBV markers detected in serum and CSF of 50 subjects with neurologic disorders

olX 4
ox ol
o ox

39, @Y7 H A 5ole] HBY EAAE 179

Serum CSF
Case HBsAg/ Ab HBcAb HBeAg/ Ab HBsAg / Ab HBcAb HBeAg/ Ab
1 +/ - + -/- + -+
2 +/- + -+ -/- + - /-
3 +/- + - /- + -/-
4 +/- + +/+ +/- +
5 +/- + +/- +/- - +/-
6 +/ - + -+ +/- + - /-
7 -+ + I+ -/~ + -+
8 -+ + -/~ - /- + -/-
9 -+ + -+ - /- + -/-
10 -+ + - /- - /- + -/-
1 -/- + - /- -/- + -/-
12 -+ - -/- +
13 - /- + - /- +
14 -/~ + -+ - /- + -+
15 -/~ + - /- + -/-
16 -/ + -+ - /- + -/-
17 - /- + -/- - /- + -/-
18 -/~ - -+ -+ + -+
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el Af AdAAN HEHe EAAFT
G EE FLY B AHFHdAAN HE
H93, A e anti-HBe7} AEE 1, ¥
Ao A anti-HBs, anti-HBc, anti-HBe’} 7 &%
£ 18 (case 18)7} JA T}

¥xo] HBV Rz H&EL VADT 2693
237 (88.5%)1 41 HBV &#H 7ol e,
NVADT & 2483 149 (58.3%)o.2 & F37H9]
$93 AAARA 7 AQTHp<0.05, E 7).

w2 Aol HBV #2424 EL VADTE 53
8%, NVADT 16.7% ZHEHAA, F &3te]
9}3t ztolrl UATHP<0.05). VADTAA

Table 7. Positive rate of HBV markers in serum
according to VAD and NVAD of 50 subjects
with neurologic disorders

VAD NVAD
Group
N(%) N(%)
A 5 (19.2)* 1(42)
B 18 (69.2)* 13 (54.2)
C 3(11.5) 10 (41.7)
Total 26 24

VAD: Virus associated diseases
NVAD: No virus associated diseases
N: Number of patients

A: HBsAg(+)

B: Only or more anti-HBV

C: All negative

* p<0.05

HBV ®427F Sle 2385 1478(60.9%)14 >
o] HBV E4A7F HEH A3, NVADZ
& ¥3 HBV BA7} Qe 1493 47(28.6%)
oA HA$Y HBV BAA7F A&, 2
#ol 1.90642 tg@ate] 7} Hol T F3te]
AR fAFELS UAUHE 8).

—ARE AR ol MAF  EWH - WG F—

Table 8. Positive rate of HBV markers in CSF and
serum according to VAD and NVAD of 50
subjects with neurologic disorders

VAD NVAD
Group
CSF N(%) Serum CSF N(%) Serum

A 5 (100.0) 5 1 (100.0) 1

B 9 ( 50.0) 18 3(23.1) 13

C 0( 00 3 0( 0.0) 10
Total 14 ( 53.8)* 26 4(16.7) 24
A+B 14 ( 60.9) 23 4(28.6) 14

VAD: Virus associated diseases
NVAD: No virus associated diseases
N: Number of patients

A: HBsAg(+)

B: Only or more anti-HBV

C: All negative

* p<0.05

z=1.9064. VAD vs NVAD
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-Abstract-

Comparision of Hepatitis B Virus Markers in the Serum
and the Cerebrospinal Fluid

Sang Dug Suh, Seong Min Kim, Jun Lee,
Gun Ju Park, Hyun Cheol Do, Yeung Ju Byun

Depatment of Neurology
College of Medicine, Yeungnam University

Taegu, Korea

We investigated HBV markers in serum and cerebrospinal fluid of 50 subjects with neurologic disorders or
other disorders, who visited Dept. of neurology, college of medicine, Yeungnam University, from April-1 to
August-31 1994 and were performed cerebrospinal fluid analysis to investigate the detection rate of HBV
markers in cerebrospinal fluid and the possibility of neurologic disorders associated with HBV infection.

The results were as follows.

The positivity of HBsAg and HBV prevalence rate in serum were 6(12.0%) and 37(74.0%). The number of
patient with HBsAg, only anti-HBV and no markers were 6(12.0%), 31(62.0%) and 13(26.0%), respectively.

The positivity of HBsAg and HBV prevalence rate in cerebrospinal fluid were 3(6%) and 18(36.0%). The
number of patient with HBsAg, only anti-HBV and no markers were 6(100.0%), 12(38.7%) and 0(0.0%)
respectively.

The number of patient with virus associated diseases(VAD) and non virus associated diseases(NVAD) were
26(52%) and 24(48%). The HBV prevalence rate in serum of VAD and NVAD groups were 88.5% and 58.3%
(p<0.05).

The HBV prevalence rate in CSF of VAD and NVAD groups were 53.8% and 16.7%(p<0.05). The HBV
prevalence rate in serum and CSF of VAD and NVAD groups were 60.9% and 28.6%.

Aa a conclusion, the HBV markers in the CSF were partially detected at the presence of the HBV markers
in serum. The prevalance rate of HBV in the CSF was increased at the HBsAg positive in the serum and the

serum and the CSF was significantly increased at the VAD group than the NVAD group.

Key Words: Cerebrospinal Fluid, Hepatitis B virus



