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Clinical features and prognosis of patients with primary sclerosing cholangitis: An analysis of 107 cases
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Abstract: Objective To describe the clinical features of patients with primary sclerosing cholangitis (PSC) in China based on a
nationwide multicenter patient cohort, and to investigate the risk factors for prognosis. Methods A retrospective cohort study was conducted
among the patients with a confirmed diagnosis of PSC based on the electronic medical record system of seven grade A tertiary hospitals across
the country, and related data were extracted. The Mann-Whitney U test was used for comparison of continuous data between groups, and the
chi-square test was used for comparison of categorical data between groups. The Kaplan-Meier method was used to estimate liver transplant-
free survival, and the log-rank test was used for comparison of survival rate between PSC patients with different features. The Cox regression
model was used to identify independent risk factors for the prognosis of PSC patients and the interactions between key factors. Results A
total of 107 patients were enrolled, among whom 55.6% (55/99) had large-duct PSC and 29.0% (31/107) had comorbidity with
inflammatory bowel disease (IBD). The positivity rate of anti-neutrophil cytoplasmic antibody (ANCA) was 32.9% (24/73) , and
50.0% (40/80) of the patients had an increase in IgG/IgM. The median symptom-to-diagnosis interval was 1 year (<1—4.0) , and 38.3%
(41/107) of the patients had progressed to decompensated cirrhosis at the time of diagnosis. The median liver transplant-free survival
time was 114 months (95% confidence interval [ CT]:62—166) , with a 5-year survival rate of 65.7%. The multivariate analysis showed that
an increase in total bile acid (TBA) (hazard ratio [ HR]=1.006, 95%CI: 1.002—1.010, P=0.001) and a prolonged symptom-to-diagnosis
interval (HR=1.252, 95%CI: 1.059—1.480, P=0.009) were independent risk factors for prognosis. The interaction analysis showed that
compared with the female patients with TBA<50 pmol/L, both male and female patients with TBA=50 pmol/L had a significant
increase in the risk of liver transplantation or death (male: HR=16.563,95%CI:2.103—130.449, P<0.001 ; female: HR=17.009,95%CI :
2.113—136.934, P<0.001) , and compared with the patients with an age of <45 years and a TBA level of <50 wmol/L, the patients with an
age of 45 years and a TBA level of=50 wmol/L had a significant increase in the risk of liver transplantation or death (HR=10.729,95%CI:
1.325—86.859, P=0.026). Compared with the female patients with an symptom-to-diagnosis interval of<2 years, the male patients with a
symptom-to-diagnosis interval of>2 years had an increased risk of liver transplantation or death (HR=4.825,95%CI: 1.725—13.644, P=
0.003) , and compared with the patients with an age 0f<45 years and a symptom-to-diagnosis interval of<2 years, the patients with an age of<
45 years and a symptom-to-diagnosis interval of>2 years had an increased risk of liver transplantation or death (HR=4.983, 95%CI:
1.366—18.173, P=0.015). Conclusion Compared with the reports from Western countries, large-duct PSC is also the main type of PSC in
China, but with a relatively low proportion, and there is also a relatively low proportion of patients with IBD or positive ANCA. An increase in
TBA and a prolonged symptom-to-diagnosis interval are independent risk factors for prognosis, with significant interactions with age and sex.

This suggests that early screening and intervention should be enhanced to improve prognosis.
Key words: Cholangitis, Sclerosing; Clinical Features; Prognosis
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Table 1 The demographic and clinical characteristics of 107 patients with PSC
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Figure 1 Distribution of imaging classification, immunological markers, and symptom-diagnosis interval in patients with
PSC and within compensated and decompensated patient groups
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Figure 2 Liver transplant-free survival (months) of PSC patients
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Figure 3 Forest plot of multivariable Cox regression for liver transplant or death in PSC

1A 3 — A AT RS PSCIf PR FRIBREE Ik R B ITHA LA
JE R Z R RS T B 5 EAME ISR R
BH i DS AR IR R B IBD £ 3 I S A T e ok IR A 1 5
KAy FER A bR ) LU R R S W S o1

A BAF PSC BB S AR TCIF B A AL A7 RN 65.7% , 15
H A (77.49%)7 35 hndk (74.79% )2 3 636 5 (79.89%)
HIA AAIC, X — 25 5 T BRI P 36 [ PSC B 3512 W 42 3R
(38.3% i35 CAL T RAVE) KA NBE T o 43250
B, AR 88 A A R A BB i — D B IR
(50.4% vs 81.1% ,P=0.015) , B Jin"™ ik B HH =t g s DA ) PR
PE, 7R FR I PSC 45 B AR T /37 2 T £ AR O A (A
TBA S Wi ) 5021 Hi ) SR ms

RIFFAFAE— SR BR . — 2R Tl A A
P T i R 9/ 6 3% i, AL [ T 152 475 7 e il

Hes

I A P R DR SR T . R AR i (L A N
KA ) 22 Hfls PSCAF 58 22—, (HATS /N T B8R 55 [R) S A
5% 5 Hb 3ol 7 25 Y A B, AT RE S MR 40 A A BT AL e
R R 5 T J R A ) R S R I 9, DA T 56 35 v [ PSC
S IR B e M 2 )2 AR 2R

g5 L TR, v PSC R A I R IE K 105 15
PO AEAE 22 5% JRVAE LR IRAE o F2 00 & HU A 7
ERIA , A FF IBD K ANCA FHE ) 8 3 LU A9 RIS T R &
NHE o TBA 7K T i AU AR -0 12 5] B B 18] 28 <252 i)
PSC (8 15 A b7 fa R PR 28, B USR8 A7 7 171
LRSS o A S B 2R 5 W BH b ] PSCON B
I R AIE Bt A OGRS PR 2R, Sy 2 ST AU 43 2392 W A
F oAb e AR A 7 28 T A M AR DR A4S B R AR
PR T IHUEEE 2A e -



ZWR,% . 107 IR & HrE4L ERE

B BENERIBESTUR S 1343

SRR ABFR 5 % 7202053 A 30 B & W 44
EAXFRBELTAZERBGEER AT, 5.
2020-P2-035-01, 5% /& ClinicalTrials. eov iE M, E M5
NCT04981756, A ALK T ILA 4 97 K AE T, Bk
EBH R BB L.

FEHPRER: A LR A EAETH B R

EERBAER: MW I TR 5k, KK S 547,
LFRT AR G AR, RIS, B
FUHF FAEA TEE $% BT AR IR FW
FFE WA RS LR ET BB R AL
i TT IR T BRI MIE s 1 M T T BB IR A AT
T uk R ILEEE G AT AT S, e LF

Figt: Rt A #2452 8] (Gilead Sciences, Inc.) %A
B84 L.

SE

[1] MEHTA TI, WEISSMAN S, FUNG BM, et al. Global incidence, preva-
lence and features of primary sclerosing cholangitis: A systematic re-
view and meta-analysis[J]. Liver Int, 2021, 41(10): 2418-2426. DOI: 10.
1111/liv.15007.

[2] ANG TL, FOCK KM, NG TM, et al. Clinical profile of primary sclerosing
cholangitis in Singapore[J]. J Gastroenterol Hepatol, 2002, 17(8): 908-
913. DOI: 10.1046/j.1440-1746.2002.02835 ..

[3] XU XQ, MENG TT, SHI LC, et al. Prevalence and clinical profiles of
primary sclerosing cholangitis in China: Data from electronic medi-
cal records and systematic literature retrieval[J]. J Autoimmun, 2024,
147:103264. DOI: 10.1016/}.jaut.2024.103264.

[4] SHI X, WANG XP, ZHANG Y, et al. Endoscopic treatment and prognosis
of primary sclerosing cholangitis[J]. Chin J Dig Endosc, 2022, 39(12):
992-997. DOI: 10.3760/cma.j.cn321463-20210709-00349.

B &, TEF, K, &R MEEAMEEE AN NGIET RIS 4T
[J]. heEsEb R ZE, 2022, 39(12): 992-997. DOI: 10.3760/cma.].
cn321463-20210709-00349.

[5] Chinese Society of Hepatology, Chinese Medical Association. Chinese
guidelines on the management of liver cirrhosis[J]. J Clin Hepatol,
2019, 35(11): 2408-2425. DOI: 10.3969/j.issn.1001-5256.2019.11.006.
PEESSRESS . FFEAILEEBIJ]. IRFRERZE, 2019,
35(11): 2408-2425. DOI: 10.3969/).issn.1001-5256.2019.11.006.

[6] Chinese Society of Hepatology, Chinese Medical Association. Guide-
lines on the diagnosis and management of primary sclerosing cholangi-
tis (2021) [J]. J Clin Hepatol, 2022, 38(1): 50-61. DOI: 10.3760/cma.j.
cn112138-20211109-00786.

PHEEZRRENS . RAMEL T K2 W 677578 (2021)
[J]. IMARAFABR Z& 75, 2022, 38(1): 50-61. DOI: 10.3760/cma.j.cn112138-
20211109-00786.

[7] WEISMULLER TJ, TRIVEDI PJ, BERGQUIST A, et al. Patient age, sex,
and inflammatory bowel disease phenotype associate with course of pri-
mary sclerosing cholangitis[J]. Gastroenterology, 2017, 152(8): 1975-
1984. e8. DOI: 10.1053/j.gastro.2017.02.038.

[8] CHEN S, MENG TT, DUAN WJ, et al. Characteristics and prognosis
of patients with primary sclerosing cholangitis[J]. Chin J Intern Med,
2025, 64(3): 206-211. DOI: 10.3760/cma.j.cn112138-20241008-00663.
BRb, TR, BdiE, & RRMEAMEE X BENERFARME
S LJ]. P RRIZE, 2025, 64(3): 206-211. DOI: 10.3760/cma. .
cn112138-20241008-00663.

[9] TANAKA A, TAZUMA S, OKAZAKI K, et al. Nationwide survey for pri-
mary sclerosing cholangitis and IgG4-related sclerosing cholangitis
in Japan[J]. J Hepatobiliary Pancreat Sci, 2014, 21(1): 43-50. DOI: 10.
1002/jhbp.50.

[10] TAKIKAWA H. Characteristics of primary sclerosing cholangitis in
Japan[J]. Hepatol Res, 2007, 37 (s3): S470-S473. DOI: 10.1111/.1872-
034X.2007.00241.x.

[11] TOY E, BALASUBRAMANIAN S, SELMI C, et al. The prevalence, in-
cidence and natural history of primary sclerosing cholangitis in an
ethnically diverse population[J]. BMC Gastroenterol, 2011, 11: 83. DOI:
10.1186/1471-230X-11-83.

[12] TRIVEDI PJ, BOWLUS CL, YIMAM KK, et al. Epidemiology, natural
history, and outcomes of primary sclerosing cholangitis: A system-
atic review of population-based studies[J]. Clin Gastroenterol Hepatol,
2022, 20(8): 1687-1700. e4. DOI: 10.1016/j.cgh.2021.08.039.

[13] LIAN M, LI B, XIAO X, et al. Comparative clinical characteristics and
natural history of three variants of sclerosing cholangitis: 1gG4-re-
lated SC, PSC/AIH and PSC alone[J]. Autoimmun Rev, 2017, 16(8):
875-882. DOI: 10.1016/j.autrev.2017.05.018.

[14] TERJUNG B, SPENGLER U. Role of auto-antibodies for the diagno-
sis of chronic cholestatic liver diseases[J]. Clin Rev Allergy Immunol,
2005, 28(2): 115-133. DOI: 10.1385/CRIAI:28:2:115.

[15] KARLSEN TH, FOLSERAAS T, THORBURN D, et al. Primary sclerosing
cholangitis-a comprehensive review[J]. J Hepatol, 2017, 67(6): 1298-
1323. DOI: 10.1016/j.jhep.2017.07.022.

[16] European Association for the Study of the Liver. EASL clinical prac-
tice guidelines on sclerosing cholangitis[J]. J Hepatol, 2022, 77(3):
761-806. DOI: 10.1016/j.jhep.2022.05.011.

[17] TANAKA A, TAZUMA S, NAKAZAWA T, et al. No negative impact of
serum 1gG4 levels on clinical outcome in 435 patients with primary
sclerosing cholangitis from Japan[J]. J Hepatobiliary Pancreat Sci, 2017,
24(4): 217-225. DOI: 10.1002/jhbp.432.

Wi BH: 2025-03-07; RABHA: 2025-04-18
AXmig: TIE

SlHEZASZ: MENG TT, DUAN WJ, LI XY, et al. Clinical features
and prognosis of patients with primary sclerosing cholangitis:
An analysis of 107 cases[J]. J Clin Hepatol, 2025, 41(7):
1337-1343.

TR, BRYEE, 0, S 107 IRLS ME L EREE A BEN
IR FFE S TG 2T [J]. IRARAFAERS 27, 2025, 41(7): 1337-
1343.



