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Correlation Analysis between Platelet Count and Acute Obstructive Suppurative Cholangitis. Yang Yan,Zhou Zhongyin, Chen Lu. De-
partment of Gastroenterology, Renmin Hospital of Wuhan University , Hubei 430060 , China

Abstract Objective To investigate platelet counts and acute obstructive suppurative cholangitis correlation analysis and possible
influential factors. Methods Data of 117 patients from October 2012 to October 2015 treated in our hospital, of whom 57 with acute ob-
structive suppurative cholangitis and 60 with common acute cholangitis were analyzed retrospectively to explore whether there was a correla-
tion between thrombocytopenia (100 x 10°/L) and AOSC, then experimental and control groups were established according to thrombocy-
topenia in the AOSC patients. The patient’s age, sex, previous biliary surgery, white blood cells( WBC) count after admission within 6h,
the percentage of neutrophils (NEU% ), calcitonin ( PCT) were retrospectively analyzed to further explore the influence factors of throm-
bocytopenia in AOSC patients. Results By comparison with the common acute cholangitis group, thrombocytopenia in AOSC group had
obvious difference (P =0.01). In experimental group, NEU% , PCT had statistical difference compared with those in control group (P <
0.05), and the patient’s age, sex, previous biliary surgery, white blood cells( WBC) after admission within 6h count had no statistical
significance. The logistic multivariate regression analysis showed that, NEU% , PCT were the independent predictors. Conclusion Cor-
related with AOSC, thrombocytopenia can be valued as indicators of the severity of acute cholangitis. In AOSC patients, NEU% , PCT
were independent predictors of thrombocytopenia.
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