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Clinical Aspects of 33 Cases of Drug-induced Liver Damage

Shinichiro Yamamoto, Tsuneyo Ohumi, Kenji Ohmoto, Seiji Ideguchi,
Ryosuke Yamamoto, Keiko Takatori, Yasuhiro Mitsui,
Masakiyo Shimabara, Kazunari Hino and Yutaka Hirano

Clinical evaluations of 33 cases of drug-induced liver damage treated in our
division were done. The mean age was 55.1 years old, and the male (19) to female
(14) ratio was 1.35: 1. The drugs causing liver damage consisted of cardiovascular
drugs in 13 cases (39.4%), antibiotics in 7 cases (21.2%), anti-inflammatory drugs
in 4 cases (12.1%) and various other drugs. Clinically the damage was of cholestatic
type in 51.5%, of hepatitic type in 33.3%, and of mixed type in 6.1%. Three cases
of fulminant hepatitis were also included. Laboratory data showed 36.4% with
eosinophilia, 24.2% with severe jaundice (serum bilirubin : more than 20 mg/dl),
and 27.3% with elevated GPT (more than 500 [U/I). Two cases of special interest
were presented, one with cholestasis caused by “Shojusen” and the other with
cholestasis caused by repeated administration of Ajmaline. (Accepted on February 1,
1993) Kawasaki Igakkaishi 19(1) : 13—17, 1993

Key Words (D Drug-induced liver damage @ Clinical evaluation

® The first case of “Shojusen”-induced liver damage
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Table 1. Cases of drug-induced liver damage (No. 1)
iE Bl HCRIZEH] Eos(%) | Bil(mg/dl) | GPTUU/D) | ¥ # # *
RSt
1. 4F |7 75—n 9 9.7 140 | xroqr | (HEE
2. 29M | ~"T a4 v 16 22.7 613 AT7aA4 R
3. MM | voxF—¥ 8 33.8 ss7 | azmir | (FBG oo
4. 5TM | 7¥~=Y v 10 2.9 633
5. 63M | X2 ¥ 10 8.9 112
6. 2F | 77z 8 7.3 119 A7oq R
7. 8F | h7o7=—n 4 4.6 24
8. 50F | 7 VR X vk 10 17.1 830
9. 30M | KL L 4 11.8 46
10. 63F | 77 v b —v 8 0.6 542
11. 57TM | ¥+ =—)v 1 25.4 193 A7uo4 R
12. 50M | X7 % 9 4.2 399
13. 75F | 77—} 5 17.3 177 AT7uA4 R
4. M | R ¥ Tty 3 22.7 227 AF7ua4 R
15. 43M | N2 % 4 9.9 42
16. 81M | N7 ¥ 4 11.7 156
17. 57F | 7¥=V v 4 16.6 56 AF7aA4 R
Table 2. Cases of drug-induced liver damage (No. 2)
fiE Bl HCREEA Eos(%) | Bil(mg/dl) | GPT(U/I) HOE F =
18. 64 F | mAF{L* 12 20.4 211 A7uaq R
19. 77TM | 7Y =V ¥ 0 30.7 77 A7na4 R }?ﬁjﬂj%%ﬂ
20. 61IM | ALy —* 3 20.5 387 | AFuq k| ) 71607612, 1987
A=l
2. 46M | # 4 A v b 4 28.0 9% | UDcA | (BAEREE
22. 22M | )R ARY »* 6 0.6 1265
23. 80M | 7 Y=Y~ 0 21.6 350 AF7u4 R
24. T1F | 7 AR~ 2 0.6 737
25. 39F | fuo>r 1 2.2 1977
26. T0M | 7 A~/ >~ 16 0.8 120
27. 35F | A ¥ v 7 A* 2 0.9 322
28. 80F | 7 AR ¥ 1 0.7 77
29. 9F | A7 vV 5 0.4 297
30. 60M | 7R ¥ —) 2 10.3 1404 UDCA
31. 66M | 7 AR ¥ 3 0.6 61
32. 62M | > aE > 1 15.0 480 UDCA
33. 56M | ALy H— 2 22.6 51 A7uq R
* LST BMRI
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Fig. 2. Clinical course of case 18 with liver damage
caused by “Shojusen”
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Fig. 3. Clinical course of case 23. Readministration of
Ajmaline induced severe cholestasis repeatedly.
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