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Association between Serum HBeAg Status and Tuberculosis Infection

Jang Rak Kim, Jung Han park

Department of Preventive Medicine and Public Health,
Kyungpook National University College of Medicine

To examine the association between serum HBeAg status and tuberculosis infection, we reviewed
medical records of 579 inpatients who had serum HBeAg test with RIA method at the Department of
Nuclear Medicine of Kyungpook University Hospital from January 1, 1985 to December 31, 1987.

HBeAg positive patients had lower tuberculosis infection rate(5.0%) than that of HBeAg negative patie-
nts(9.8%) and the odds ratio of HBeAg associated with tuberculosis was 0.48(95% C.1.:0.22—1.08). Similar
relationship was found in the patients of hepatobiliary diseases; tuberculosis infection rate was 4.4%
in HBeAg positive patients, 8.1% in HBeAg negative patients, and the odds ratio was 0.52(95% C.1.:0.17—1.

35).

Although the association did not reach the statistical significance level of 0.05, the negative association
was consistent with other study done on Southeast Asian population of Philadelphia. A cohort study
in general population is warranted to confirm above findings because of the limitations on hopital-based

data.
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Table 1. Age and Sex distribution of the study subje-
cts

( .égres ) Male Female Total
v No. % No. % No %

0— 9 14 35 8 44 22 3.8
10—19 27 6.8 15 82 42 73
20—29 56 141 32 17.6 88 152
30—39 69 174 28 154 97 16.8
40—49 96 24.2 21 115 117 20.2
50—59 67 16.9 43 236 110 19.0
60—69 46 116 24 132 70 121
70 22 55 . 11 6.0 33 3.7

Total 397 1000 182 1000 579 1000

HBeAg ¥ #79 Z3 74 fF9e #aAe
HBeAg ¥4 A 1419 712 789(50%)0] A
AEE ol va) 39 Abg 4389 7HeE)E 438(9.8%)
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Table 2. Relationship between HBeAg and tuberculosis

Tuberculosis No tuberculosis Total
No. % No. % No. %

HBeAg

HBeAg &42459) d8lo] FARNEMT} o 1183 Positive 7 50 134 950 141 1000
N Negative 43 9.8 395 90.2 438 1000
25T, A5 dge v Agne} o
:ﬂ;‘ ftﬂ 8 }:"'loqa: ]éi N }: E}j Total 50 86 529 914 579 1000
kv Bzl o &= "
BTl RSN Glol Aol T WRE AGT £ T o6 CL027— 108), p=007
Yoernz, ARG 204 VHoz s dAyw=
Table 3. Relationship between HBeAg and tuberculosis by age group
Age Tuber— No tuber— Odds ratio value
(years) HBeAg culosis culosis Total 95% ClI) P
Positive 1 12 13
9-19 Negative 3 48 51 1.33(0.00—186.8) 081
Positive 3 65 68
20—39 Negative 7 110 117 0.73(0.02—10.80) 0.65
Positive 3 51 54
40-59 Negative 17 156 173 054(0.11— 2.10) 033
Positive 0 6 6
< . 13— 1. .
60= Negative 16 81 97 0.38(0.13- 1.80) 028
Positive 7 134 141 . _
Total Negative s 395 438 0.48*(0.22—1.08) 0.07
* | Crude odds ratio
Mantel-Haenszel summary odds ratio: 0.63(95% C.I.:0.33-1.20)
Table 4. Final diagnosis of study subjects by tuberculosis infection
No
Diagnosis Tuberculosis(%) tuberculosis(%) Total(%)
Acute viral 3( 6.0) 48( 9.1) 51( 88)
hepaitis(B)
Chronic active 0( =) 47( 8.9) 47( 8.1)
hepatitis
Chronic liver 8( 16.0) 49( 9.3) 57( 9.8
disease
Hepatoma 3( 6.0) 64 ( 12.1) 67 ( 11.6)
Cirrhosis 7( 14.0) 62( 11.7) 69( 11.9)
Chronic active hepa- 11 20 16( 3.0 17( 29
titis and cirrhosis
Acute viral hepati- 0C —) 14( 2.6) 14( 24)
tis(other than B)
Drug induced 2( 4.0 3( 0.6) 5( 09
hepatitis
Other liver 0( —) 36( 6.8) 36( 6.2)
disease
Hepatitis 4( 8.0) 20( 3.8) 24( 41)
Biliary tract 1( 20) 30( 57 31( 54)
disease
Other disease 21 ( 42.0)* 138 ( 26.1) 159 ( 27.5)
Total 50 (100.0) 529 (100.0) 579 (100.0)

* I p<0.05 compared with no tuberculosis
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2] 3 604 ©) 3T 0382 A Hol F/HEFF WA 7}
#Aasgct aev 2 BN aAlE FAFHL
2 %93 AL o)At} 604 o]FT S HBeAg¥Ad ol
A8 Algo] 3 ARE gle A4 mAjuje 3L 2
cellol] 1/2Z 3l pseudo-count ¥HH (Anscombe, 1956)
£ olgslych & AT BESI g AE uPs
Z7] 9)3) Mantel-Haenszel 2% w21 E FH Y 0.63
oz oA AR o8N BUTHE 3).
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Table 5. Relationship between HBeAg and tuberculosis
among patients with hepatobiliary diseases

Tuberculosis No tuberculosis Total
No. % No. % No. %

HBeAg

Positive 6 14 130 956 136 1000
Negative 23 8.1 261 919 284 1000
Total 29 6.9 391 93.1 420 1000

Odds ratio=052(95% C.I.:0.17—135), p=0.16
QA Abet 28478 ZheelE 23%(8.1%) 0] ZY ol A
HBeAg 349 AHEE9) 28 ZgE°] 94 vof 13
)7} 05252 A Felele v ATHE 5).
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