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Abstract: Ischemic cholangiopathy (IC) is a severe clinical condition resulting from blood supply impairment in bile ducts, and
its etiology includes vascular causes and non-vascular factors. The pathogenesis of IC mainly involves microcirculatory disturbance
of the peribiliary blood plexus and biliary epithelial necrosis and fibrosis induced by ischemia-reperfusion injury. The clinical
manifestations of IC are highly heterogeneous. The typical symptoms include jaundice, abdominal pain, and cholangitis, while non-
specific symptoms, such as fatigue and fever, often cause delays in diagnosis. The diagnosis of IC mainly relies on radiological
examination for identifying characteristic stenosis and microcirculatory disturbance, assisted by cholestasis biomarkers including
alkaline phosphatase and gamma-glutamyl transferase. Therapeutic strategies include conventional pharmacotherapy, endoscopic
intervention, and innovative techniques. Prognostic evaluation emphasizes the dynamic monitoring of alkaline phosphatase and
bilirubin and classification based on radiological examination, and long-term management requires individualized monitoring

regimens to prevent complications.
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B i 4 i 45 9 (ischemic cholangiopathy, IC) K HH 4%
W OIS S s i gy | O IR
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T Bk, 4 /NI 2 bk a5 48 [ i 3 A (peribiliary
blood plexus , PBP)3Z451 , ¢ T A7 1 7 S A B i BELIBTT 1
gy A S EORE R Bk o Ak 05T L AR 0 I BE T 4
(donation of cardiac death, DCD) AT R AH 7 , & 1 HL A 52
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2.2 ICH4 i

22,1 BHFREFF EERAHEEICHZH TR
AL Mo A o R LR B I A A% (magnetic resonance
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BE PR TR 3K 76.9% 120 0 X T8 4 ], LA R
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o X T Mk v PR Ak A %) IR AE Bl @ 52 A BEL A 751 B
TR ARR T O 0, LT AP e S e e i 53 405 174) e 3 T
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