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of different clinical types of drug-induced liver injury (DILI) in children. Methods A
retrospective analysis on medication history, biochemical, symptoms and outcomes of 363
children aged 0~16 years old who were diagnosed as DILI from January 2004 to December
2019 in the Fifth Medical Center of the General Hospital of PLA was conducted. The
measurement data of skewed distribution is showed in the median (P,s5, P;5), Kruskal-Wallis
H test is used for comparison among three groups Chepatocellular injury group, cholestasis
type group and mixed type group) , Nemenyi test is used for further pairwise comparisons,
and y” test is used for comparison of count data between groups. Results There were 208
cases (57.30%) in hepatocellular injury group, 75 cases (20.66%) and 80 cases (20.04%) in
cholestasis type group and mixed type group, respectively. Alanine aminotransferase (ALT) of
hepatocellular injury group was 440 (151, 1156) U/L, which were 246 (112, 756) U/L and 151
(78, 671) U/L in mixed type group and cholestasis type group, respectively, with statistical
significance (H = 28.64, P = 0.00), and ALT of hepatocellular injury group was statistically
higher than that of mixed type group and cholestasis type group (Z=4.13, P=10.00, Z = 4.36,
P =0.00). AST of hepatocellular injury group was 270 (144, 448)U/L, which was higher than
that of cholestasis type group 105 (86, 172) U/L (Z = 3.24, P = 0.03), without statistical
difference compared with mixed type group 201(119, 252) U/L (Z =0.12, P=0.94) .
GGT of cholestasis type group was 342 (219, 758) U/L, which were 54 (33, 95.5) U/L and
117 (82.25, 156.25) U/L in hepatocyte type group and mixed type group, respectively, with
statistical significance (H = 30.04, P = 0.00), and GGT of mixed type group was statistically
higher than that of hepatocellular injury group (Z = 4.12, P = 0.02). Total of 63 (17.36%)
cases had acute drug-induced liver failure, 6 cases died and 3 cases had liver transplantation.
Liver failure incidences were 46 (22.12%) in hepatocellular injury type group and 16 (20.00%) in
mixed type group, which were both higher than that of cholestasis type group 1 (1.33%) (' =4.14,
P =0.00 and 5= 3.77, P = 0.00). The chronicity incidence of all DILI children were 59 (16.25%),
which was 23 (28.75%) in cholestasis type group, higher than 31 (14.90%) in hepatocellular injury
group and 5 (6.25%) in mixed type group (= 2.98, P =0.00 and y* = 3.95, P = 0.00). There were
81 (22.31%) cases with CD4/CD8 << 0.5 among all DILI children. The rates of complication with
liver failure and hepatitis associated aplastic anemia of DILI children with CD4/CD8 << 0.5 were
significantly higher than those of DILI children with CD4/CD8 = 0.5 (*=2.31, P =0.02 and ’=
6.17, P < 0.01). Conclusions The major type of DILI children was hepatocellular injury type. The
rate of hepatocellular injury with liver failure was higher than that of the others, and DILI children
of cholestasis type group were more likely to become chronic. DILI children with CD4/CD8 << 0.5
were alert to hepatitis-associated aplastic anemia.
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ALT [M(Pys, P;5) ,U/L] 315 (161, 747) 440 (151, 1156) ) 151 (78, 671)) 246 (112, 756) 28.64  0.00
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GGT [M(P,5, Ps5) ,U/L] 93 (57, 192) 54 (33, 95.5) 342 (219, 758) 117 (82.25, 156.25)  30.04  0.00
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e KB A4 Pearson i

%2 AREIEFKE DILI £BJLFE [ (%) ]

DILIls REA i &) 12 AL B K A8 XA AR
ARG A (n=208) 46 (22.12) 31 (14.90) 7(3.37)
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TE: NSRS IER K ° A Pearson KiK.
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%3 CD4/CD8 < 0.5 #1 CD4/CD8 = 0.5 4 DILI & JLIGKR B RFE [ (%) ]
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CD4/CD8 = 0.5 282 162 (57.45) 49 (17.38) 71 (25.18) 42 (14.89) 46 (16.31) 1(0.35)
i 0.1 4.08 3.97 231 0.05 6.17
Pl 0.91 < 0.01 < 0.01 0.02 0.95 < 0.01°
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AR vs JRAT 1 =3.94, P=0.00, ATFANRIRLEL vs. B AT ¥ =1.99, P=0.05.
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