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W EEALT (hfrk: 154.5 UL vs 382.0 U/L; z=-2.197, P=10.028) FIPTA[ (80.7 +
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P < 0.001) FllgA (FAi%: 3.01 g/Lvs247 gL; z=-2.167, P=0.03) 7KV &3 & TDILI
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Clinical characteristics of drug-induced liver injury combined with autoimmune disease
Sun Yue', Zeng Zhan’, Yang Liu’, Bi Xiaoyue’, Lin Yanjie’, Zhang Weiyan', Deng Wen’,
Jiang Tingting’, Li Minghui’, Xie Yao® (1.Department of Infection, The First Hospital of
Tsinghua University, Beijing 100016, China,; 2.Department of Hepatology Division 2, Peking
University Ditan Teaching Hospital, Beijing 100015, China; 2.Department of Hepatology
Division 2, Beijing Ditan Hospital, Capital Medical University, Beijing 100015, China)
Abstract: Objective To analyze the clinical characteristics of drug-induced liver injury (DILI)
patients combined with autoimmune disease. Methods Total of 403 patients with abnormal liver
function and diagnosed by liver puncture as DILI in Beijing Ditan Hospital, Capital Medical
University from December 2014 to December 2018 were selected and divided into DILI group
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and DILI with autoimmune disease group according to the results of liver biopsy. The clinical
characteristics including alanine aminotransferase (ALT), aspartate aminotansferase (AST),
international normalized ratio (INR), prothrombin time activity (PTA), immunoglobulins G (IgG)
and immunoglobulins A (IgA) were compared between patients in two groups. The rate of DILI
chronicity after 6 months was compared between the two groups. Results A total of 403 patients were
enrolled in the study, including 376 cases in DILI group and 27 cases in DILI with autoimmune disease
group. In DILI with autoimmune disease group, middle-aged patients (45~59 years old) accounted for
66.7% (18/27), women accounted for 88.9% (24/27), patients with jaundice accounted for 77.8% (21/27)
and patients with autoantibody positive accounted for 74.1% (20/27). The age [(52.3 £ 9.9) years old vs
(44.8 £13.2) years old; =-3.71, P= 0.001], proportion of female [88.9% (24/27) vs 67.0% (252/376);
¥ =5.581, P=0.018] and positive rate of autoantibody [74.1% (20/27) vs 48.9% (184/376); * = 6.368,
P =0.012] of patients in DILI with autoimmune disease group were significantly higher than those of
DILI group. ALT (median: 154.5 U/L vs 382.0 U/L; z=-2.197, P=0.028) and PTA [(80.7 +27.9) %
vs (89.8 + 21.3)%; ¢t = 2.098, P = 0.037] levels of patients in DILI with autoimmune disease group
were significantly lower than those of DILI group, INR (median: 1.09 vs 1.03; z=-2.047, P = 0.041),
IgG (median: 19.6 g/ vs 13.4 g/L; z = -3.595, P << 0.001) and IgA (median: 3.01 g/L vs 2.47 g/L;
z=-2.167, P=0.03) levels were significantly higher. There was no difference in the rate of chronicity
between patients in DILI group and DILI with autoimmune disease group [34.8% (131/376) vs 33.3%
(9/27); ¥ = 0.025, P = 0.874]. Conclusions Patients in DILI with autoimmune disease group were
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older, with higher proportion of female and IgG level, and lower ALT level.

Key words: Drug-induced liver injury; Autoimmunity; Liver biopsy
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(EANTRIRAT A REANB R RS . B3/ T ™ A
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SN S IEAET, R, ER R K AT R Al
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%2 DILI AHBERERES DILI tAEHEE YL FIeFFR

AH DILIZL (37641 )

DILI&HF § & L min (274)) %it M Pia

ALT [M (py» pss) » UL] 382.0 (123.5, 761.5)
AST[M (pys5» pys) » UL] 211.8 (92.9, 457.5)
TBil [M (py, pss) » pmol/L] 36.0 (16.0, 114.0)
GGT [M (pss5» pys) » UL] 150.0 (89.4, 250.0)
ALP [M (pys, pys) » UL] 132.2 (97.0, 175.0)
ALB [M (pys, pys) » ¢/L] 38.8 (35.4, 42.0)

154.5 (91.8, 356.3) z=-2.197 0.028

BUN [M (p,5s pss) » mmol/L] 3.90 (3.06, 5.03)
Cr[M (pys> pss) > pmol/L] 58.1 (51.0, 67.0)
INR [M (pss> prs) ] 1.03 (0.97, 1.17)
WBC [M (p,s, pss) » x 10°L] 4.92 (4.11, 6.05)
Neut [M (pys» pas) > x 10°/L] 2.62 (1.86, 3.32)
AFP[M (pys, pss) » pg/L] 7.1 (3.6, 19.6)
1gG [M (pss> prs) > @/L] 134 (112, 17.2)
IgA[M (pys> pss) > g/L] 247 (1.77, 3.33)
IgM [M (pys> pas) > g/L] 1.03 (0.72, 1.65)
CHE ( xxs, U/L) 6174.1 +2029.7
PTA (x*s, , %) 89.8+21.3
HGB (x%s, g/L) 129.5+17.0
PLT (x+s, x10°L) 197.9 £ 74.9
C3 (xs, xg/L) 0.88+0.27
C4 (x+s, g/L) 0.19+0.07

164.8 (89.8, 314.2) z=-0.411 0.681
26.0 (17.1, 84.8) z=-0.192 0.848
126.4 (72.2, 333.9) z=-0.011 0.991
123.1 (96.0, 163.6) z=-0.618 0.537
37.5 (339, 42.0) z=-0.865 0.387
3.69 (2.95, 4.30) z=-1.255 0.21
58.0 (50.1, 63.5) z=-0.49 0.624
1.09 (1.03, 1.24) z=-2.047 0.041
4.96 (3.79, 5.82) z=-0.525 0.6
2.64 (1.76, 3.36) z=-0.563 0.573
9.2 (4.7, 17.0) z=-0.763 0.445
19.6 (14.8, 23.0) z=-3.595 < 0.001
3.01 (2.44, 4.05) z=-2.167 0.03
1.23 (0.79, 1.69) z=-0.901 0.367
5868.6 +1914.3 t=0.758 0.449
80.7+27.9 t=2.098 0.037
127.0 + 18.8 t=0.718 0.473
192.6 +75.0 t=10.347 0.729
0.92+0.25 t=-0.667 0.505
0.18 +0.06 t=10.827 0.409
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