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Clinical Observations of the Drug Induced Hepatitis during Antituberculosis Medication

Moon Hwan Park, M.D., Sang Won Yun, M.D., Kung Ho Kim, M.D., Mung Sun Lee, M.D,,
Dong il Cho, M.D. and Nam Soo Rhu, M.D.

Department of Chest Medicine, National Medical Center, Seoul, Korea

Background: In Korea, the prevalence of tuberculosis and hepatitis is high, and combined
therapy with rifampicin and pyrazinamide is used in tuberculosis, so drug induced hepatitis is not
only problem of tuberculosis therapy but also cause of treatment failure. However most of recent
reports on drug induced hepatitis during antituberculosis medication have dealt with its pathogene-
sis and have stressed the biochemical, and histopathological aspects of the disorder, whereas this
study was designed primarily to provide information on the clinical features.

Method: The subjects of study were 1414 patients treated with antituberculosis drugs on the
department of chest medicine at National Medical Center during the 5-year 6-month period from
January 1, 1988, to June 30, 1993. Retrospective analysis of clinical features for the 29 patients
who developed drug induced hepatitis was done.

Results:

1) The incidence of antituberculosis drug induced hepatitis was 2.1%.

2) Male to female ratio of antituberculosis drug induced hepatitis was 2:1, but case rates among
males and females were not significantly different.

3) Rates of drug induced hepatitis according to age distribution shows the most common
incidence between 35 to 49 year old age group, but rates among groups of age were not
significantly different.

4) Drug induced hepatitis was most common in the case of moderate advanced pulmonary
tuberculosis(rate is 2.78%), but rates among types of tuberculosis were not significantly different.

5) 18 cases(62%) of antituberculosis drug induced hepatitis patients had no signs or symptoms.
In remaining cases, they were nausea, vomiting, jaundice, hepatomegaly, icteric sclera, right upper
quadrant tenderness in order.

6) 22 cases(76%) of antituberculosis drug induced hepatitis cases had occured within the first
month.
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7) The duration of abnormal liver function was 28:5(MeantSD), ranged from S days to 180

days.

8) One case of antituberculosis drug induced hepatitis died.
9) The levels of abnormal GOT ranged from 64 to 1055U/L and GPT from 68 to 931U/L.

Conclusion: There are no dicided predisposing factors of antituberculosis drug induced hepatitis,

so it should be done biochemical monitoring as well as close monitoring for overt signs or

symptoms of hepatitis to avoid the development of irreversible hepatic reaction, especially at the

treatment of the first month.
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Table 1. Sex Distribution

Sex Tbe Hepatitis Rate(%)
Male 962 20 2.1
Female 452 9 2.0

Total 1414 29 2.1

Table 2. Age Distribution

Age Tbe Hepatitis Rate(%)
17~19 71 4 5.6
20~34 720 12 1.7
35~49 396 9 2.3
5064 191 3 1.6
65~84 36 1 2.8
Total 1414 29 2.1
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Table 3. Incidence of Drug Induced Hepatitis
according to Classification of Tbe

Classification of Tbc  Total Hepatitis Rate

F-A Pul Thc 495 8 1.61
M-A Pul The 396 11 2.78
Minimal Pul Tbe 156 4 2.56
Miliary Tbe 28 1 357
Tbe Pleurisy 184 4 2.17
Endobronchial Tbe 127 1 0.79
Tbc Lymphadenitis 28 0 0

Total 1414 29 2.1

Table 4. Clinical Features of the Cases of Drug
Induced Hepatitis

Sign or Symptom No. of cases(%)
No symptom and no abnormal sign 18(62)
Nausea 11(38)
Vomiting 9(31)
Anorexia 5(17)
Fatigue 4(14)
Jaundice 3(10)
Icteric sclera 2
Hepatomegaly 2(M
Right upper quadrant tenderness 1 (3
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Table 5. Duration of the Development of Ab-

Table 7. Degrees of the Increased GOT and

normal LFT GPT
Duration(Day) No. of Cases(%) GOT(UL) No. of Cases(%) GPT(UL) No. of Cases(%)
-7 1034.6) 64 - 80 9(3)  68-70 3(103)
8- 14 8(27.6) 81 - 120 3103 71- 105 620.7)
15 - 30 4(13.8) 21 - 160 5(17.2) 106 - 140 5(17.2)
31 - 60 3(10.3) 61 - 200 0  141-175 4(13.8)
61 - %0 1349 201 -1055 12415  176-931  11(319)
91 - 120 1 (3.4
29
121 - 180 2 (6.9) Total 29(100) Total (100)
Total 29(100)

Table 6. Duration of the Normalized LFT

Duration(day) No. of Cases(%)
5-7 2 (6.9)
8- 14 10(34.5)

15 - 30 9(31.0)
31 - 120 6(20.7)
121 - *2(6.9)

Total 29(100)

*1; expired due to fulminant hepatitis.
I; LFT was not normalized during follow up period.
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