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[Abstract] Objective To analyze the clinical characteristics of 178 primary biliary cholangitis (PBC) patients with
features of autoimmune hepatitis (AIH). Methods Four hundred and sixty-one PBC patients diagnosed in the Department of
Gastroenterology, Xijing Hospital Affiliated to Air Force Medical University from December 2008 to December 2018 were included
in this study. According to the diagnostic criteria of PBC-AIH, ATH-PBC and PBC, they were divided into PBC-AIH OS group
(n=50), AIH-PBC group (n=178) and pure PBC group (#=233). Comparison of general clinical symptoms of three groups (jaundice,
fatigue, pruritus, etc.); biochemical and immunological indices [alanine aminotransferase (ALT), aspartate aminotransferase (AST),
alkaline phosphatase (ALP), gamma glutamyltranspeptidase (GGT), immunoglobulin G/M (IgG, IgM), total/direct bilirubin (TBIL,
DBIL), albumin/globulin (ALB, GLB)]; autoantibodies [antinuclear antibody (ANA), antimitochondrial antibody (AMA), anti-
smooth muscle antibody (ASMA)]; stage and grade of the inflammation and fibrosis of the liver, noninvasive fibrosis score of fibrosis
index based on the four factors (FIB-4) and aspartate aminotransferase/platelet ratio index (APRI); S-year cumulative incidence of
adverse events. Results The incidence of jaundice and inappetence in AIH-PBC group and PBC group was significantly lower than
that in PBC-AIH OS group (P<0.05). The differences of ALT, AST, TBIL, IgG, IgM and GLB between the groups were statistically
significant (P<0.05), and AIH-PBC group and PBC-AIH OS group were mostly higher than pure PBC group. Autoantibody
detection showed that the positivity rates of SSA and Ro-52 antibodies in AIH-PBC group were significantly higher than those in
pure PBC group, while the positivity rates of ASMA, soluble liver antigen/liver pancreatic antigen antibody (SLA/LP) and SSB were
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significantly lower than those in PBC-AIH OS group (P<0.05). The IgG and IgM of AIH-PBC group were significantly higher than
those of pure PBC group (P<0.05). The liver histopathological stage, FIB-4 and APRI indexes of AIH-PBC group and PBC-AIH OS
group were significantly higher than those of pure PBC group (P<0.05). The S-year cumulative adverse event incidence of PCB-AIH

OS group was significantly higher than that of ATH-PBC group, and that of ATH-PBC group was significantly higher than that of pure

PBC group (P<0.05). Conclusions The clinical manifestations of AIH-PBC patients are significantly different from those of PBC-

AIH OS and pure PBC patients, and their long-term prognosis is worse than that of pure PBC patients.

[Key words] primary biliary cholangitis; hepatitis, autoimmune; clinical characteristics
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AEAR (n=50) (n=178) (n=233) £ P X (P>0.05, 383).
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Tab.2 Comparison of the baseline data of laboratory indicators in each groups [M(P,, P;)]

€It PBC-ATH 0S4 (n=50) ATH-PBC# (n=178) HLAPBCAH (n=233) z P

ALT(U/L) 112.0(62.8,220.5) 57.0(38.8,93.8)" 57.0(34.0, 96.0) 31.865 <0.001
AST(U/L) 137.5(87.0,251.0) 64.0(46.8,100.3)" 56.0(38.0, 86.0) 60.623 <0.001
TBIL(mmol/L) 26.6(15.4,52.2) 20.6(12.6,36.9)? 16.0(11.5,25.9) 18.558 <0.001
DBIL(mmol/L) 13.6(7.2,40.9) 9.3(5.0,23.8)"® 6.0(4.2,10.5) 36.129 <0.001
ALP(U/L) 273.5(153.8, 457.5) 304.0(178.3, 490.5) 255.0(152.0, 439.0) 3.310 0.191
GGT(U/L) 309.0(118.3, 466.0) 274.5(133.8, 540.5) 285.5(117.6, 480.3) 0.390 0.823
IgG(g/L) 28.4(16.1, 34.4) 17.7(15.3,20.2) " 13.4(11.3,14.8) 125.809 <0.001
IgM(g/L) 4.3(2.4,5.9) 3.6(2.3,5.4)? 3.0(1.8,4.5) 12.482 0.002
ALB(g/L) 36.2(31.6, 38.6) 38.7(35.5,41.6) " 39.9(37.3, 42.3) 34.757 <0.001
GLB(g/L) 44.9(32.7, 51.1) 34.2(30.4,39.1)"® 29.3(26.7,31.7) 108.522 <0.001
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HZT 2% DBIL. EE/HLT % ALB. &M ; GLB.EK&EH; S5PBC-AIH
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OSAL LA, (1)P<0.05; HH4iPBCALFLEE, (2)P<0.05.

R3 AUURUR R PEARAS 2 BT AR B LU (] (%) ]

Tab.3 Comparison of antibody positive rate in each group [1(%)]

E=2 PBC-AIH OS# (n=50) ATH-PBC# (n=178) HLAIPBCAH (n=233) e p
SSA 10(20.0) 30(16.9)? 20(8.6) 8.511° 0.014
SSB 7(14.0) 7(3.9)" 6(2.6) 13.062° 0.001
ANA 48(96.0) 169(94.9) 211(90.6) 3.763' 0.152
AMA/M2 41(82.0) 164(92.1)" 217(93.1) 6.725 0.035
ASMA 10(20.0) 2(1.1)" 8(3.4) 22912 <0.001
Sp100 5(10.0) 17(9.6) 25(10.7) 0.169 0.925
gp210 21(42.0) 66(37.1) 75(32.2) 2225 0.330
LC-1 1(2.0) 2(1.1) 0 4.0517 0.081
Ro-52 21(42.0) 88(49.4)% 67(28.8) 18.640° <0.001
SLA/LP 4(8.0) 1(0.6)" 1(0.4) 11.044Y 0.002
ANA. POZHUIAR; AMA. FrgbRi bk ; ASMA. FroPM WA, LC-1. HUF4n M BT 18050 1K s SLA/LP. Al 405/ BT 5 Ht

s = 2RSS N FisherkG kG50 ; S PBC-ATH OSALHLAE, (1)P<0.05; SH4liPBCAL b4, (2)P<0.05.
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Fig.1 APRI, FIB-4 indexes and pathological fibrosis grade and inflammatory stage of liver tissue
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