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Abstract; [Objectives] To analyze the etiologies of liver dysfunction in pregnancy, clinical features and the proportional changes
over 10 consecutive years. [ Methods] Retrospectively collect the clinical data of hospitalized pregnant women with liver dysfunction in
the Third Affiliated Hospital of Sun Yat—sen University from year 2005 to 2014, as well as the normal pregnant. To compare the
clinical differences between the two groups, and analyze the etiological composition and the proportional changes of the case group.
[Results] There were 1241 cases collected totally, of which 859 were in third trimester of pregnancy, and 1432 in control group, of
which 983 were in third trimester. The proportion of twin pregnancy was higher in the case group than the control group (P < 0.05).
There were no statistically significant differences in the mean age, the proportion of in vitro fertilization and embryo transfer (IVF-
ET), childbearing history between the two groups. In all cases, the main causes were hepatitis B (808 cases, 65.1% ), followed by
intrahepatic cholestasis during pregnancy (ICP) (228 cases, 18.4%). Pregnancy with acute fatty liver (markers) was the third largest
cause of pregnancy liver damage (50 cases, 4.0% ). HELLP syndrome had 38 cases (3.1%). Hepatic failure had a total of 65 cases of
pregnancy, mainly for hepatitis B (30 cases, accounting for 46.2% , 22 cases in the third trimester) and AFLP (22 cases accounting
for 38.5%, 2lcases in the third trimester). Compared to 2005-2009 and 2010-2009 two periods, the proportion of hepatitis B
declined(72.9% vs 60.5%, P < 0.05), while the proportion of ICP increased (6.9% vs 25.2%, P < 0.05), and unknown causes liver
damage pregnancy also declined (10.4% vs 4.2%, P < 0.05). [ Conclusion] In recent ten years, from 2005 to 2014 in our hospital
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the most important cause for liver dysfunction in pregnancy is hepatitis B, but the proportion has a downward trend; While ICP, the

second cause, has a rising trend. The research on the cause of liver damage during pregnancy can help clinicians for early recognition

and treatment, thereby to prevent the occurrence of severe obstetric complications.
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Table 1 Clinical features

Control group  Case group
Factor Lorx P
(n=1432) (n=1241)
Age 2852+4.17 2830+444 1321 0.187

0.400 0.527

Birth history

Primipara/%  1037(724)  885(713)

Multipara/% 395(27.6) 356(28.7)
Twin pregnancy/% 20(1.4) 46(3.7) 14732 <0.001
IVF-ET/% 12(0.8) 15(1.2) 0914 0339
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Table 2 Etiologies of liver dysfunction in pregnancy [n(%)]
Etiology First trimester Second trimester Third trimester Population
Viral hepatitis 88(87.2) 238(84.7) 503(58.6) 829(66.8)
Hepatitis B 82(81.2) 233(82.9) 493(57.4) 808(65.1)
Hepatitis C 1(1.0) 2(0.7) 4(0.5) 7(0.6)
Hepatitis E 5(5.0) 2(0.7) 6(0.7) 13(1.0)
Hepatitis A 0(0.0) 1(0.4) 0(0.0) 1(0.1)
Icp 0(0.0) 15(5.3) 213(24.8) 228(18.4)
AFLP 0(0.0) 1(0.4) 49(5.7) 50(4.0)
HELLP syndrome 0(0.0) 5(1.8) 33(3.8) 38(3.1)
Hyperemesis Gravidarum 3(3.0) 1(0.4) 0(0.0) 4(0.3)
Drug—induced hepatitis 3(3.0) 3(1.1) 1(0.1) 7(0.6)
ALD 1(1.0) 1(0.4) 100.1) 3(0.2)
Wilson’s Disease 0(0.0) 0(0.0) 1(0.1) 1(0.1)
Cryptogenic 6(5.9) 17(6.0) 58(6.8) 81(6.5)
Total 101(100) 281(100) 859(100) 1241(100)
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Table 3 Etiologies of hepatic failure in pregnancy [n(%) ]

Etiology First trimester Second trimester Third trimester Population
Hepatitis B 2(50.0) 6(54.5) 22(44.0) 30(46.2)
Hepatitis E 1(25.0) 0(0.0) 2(4.0) 3(4.6)

AFLP 0(0.0) 1(9.1) 21(42.0) 22(33.8)

ALD 1(25.0) 0(0.0) 0(0.0) 1(1.5)
Cryptogenic 0(0.0) 4(36.4) 5(10.0) 9(13.8)

Total 4(100.0) 11(100.0) 50(100.0) 65(100.0)
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Table 4 Distribution of liver dysfunction induced by different causes [(n(%)]
Etiology Mild Moderate Severe Hepatic failure
Viral hepatitis 188(22.7) 391(47.2) 217(26.2) 33(4.0)
Hepatitis B 185(22.9) 382(47.3) 211(26.1) 30(3.7)
Hepatitis C 3(42.9) 2(28.6) 2(28.6) 0(0.0)
Hepatitis E 0(0.0) 6(46.2) 4(30.8) 3(23.1)
Hepatitis A 0(0.0) 1(100.0) 0(0.0) 0(0.0)
ICP 161(70.6) 60(26.3) 7(3.1) 0(0.0)
AFLP 0(0.0) 4(8.0) 24(48.0) 22(44.0)
HELLP syndrome 5(13.2) 19(50.0) 14(36.8) 0(0.0)
Hyperemesis Gravidarum 1(25.0) 3(75.0) 0(0.0) 0(0.0)
Drug—induced hepatitis 0(0.0) 6(85.7) 1(14.3) 0(0.0)
ALD 0(0.0) 1(33.3) 1(33.3) 1(33.3)
Wilson’s Disease 0(0.0) 0(0.0) 1(100.0) 0(0.0)

Cryptogenic 19(23.4) 45(55.6) 8(9.9) 9(11.1)
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Table 5 Comparison of clinical features of liver dysfunction with different causes [n(%) ]

Factor Hepatitis B(n = 808) ICP(n =228) AFLP(n = 50) HELLP syndrome (n = 38) P
Age 28.0 +4.3 29.0 +4.2 28.2+4.9 30.0+£5.6 0.002
Birth history 0.030

Primipara/% 603(74.6) 150(65.8) 32(64.0) 26(68.4)

Multipara/ % 205(25.4) 78(34.2) 18(36.0) 12(31.6)
Twin

pregnancy/ % 20(2.5) 8(3.5) 10(20.0) 2(5.3) <0.001

IVF-ET/% 8(1.0) 1(0.4) 5(10.0) 0(0.0) 0.001
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Table 6 Etiological changes of liver dysfunction in the

[(n(%)]

first and second 5 years

) 2005-2009 2010-2014
Etiology X P
(n=462) (n=779)

337(72.9) 471(60.5) 19.888 <0.001

Hepatitis B

cp 32(6.9)  196(25.2) 64.294 <0.001
AFLP 13(2.8)  37(47) 2811 0.094
HELLP syndrome  17(3.7)  21(2.7)  0.946 0.331
Cryptogenic 48(10.4)  33(42)  18.000 <0.001
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