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Obeticholic Acid for Primary Biliary Cholangitis: A Meta — Analysis.  Luo Zhun, Li Mingzhun, Cui Wei. Department of Infectious Disea-
ses, the First Affiliated Hospital, China Medical University, Liaoning 110000, China

Abstract Objective To evaluate the efficacy and safety of obeticholic acid for treatment of primary biliary cholangitis. Methods
Database search of Pubmed, Embase and Cochrane Library (up to June 2018) was conducted. The quality of included randomized con-
trolled trials about obeticholic acid for primary biliary cholangitis was assessed,then Meta analysis was performed. Results Three trials
with 440 participants were included. The results of Meta — analysis showed that compared with the placebo group,obeticholic acid signifi-
cantly improved the liver function of patients with primary biliary cholangitis. Obeticholic acid was superior to placebo for the decreased
levels of alkaline phosphatase[ odds ratio(OR) =0.51, 5% confidence interval (95% CI:0.42 -0.59), P <0.00001). As for the inci-
dence of adverse effects, obeticholic acid was not uperior to placebo( OR =2.73, 95% C1:0.98 —=7.55, P =0.054). In terms of the pru-
ritus incidence, the rate for obeticholic acid was superior to placebo( OR =3.05, 95% CI1:1.99 -4.66, P <0.00001). Conclusion
Based on the evidence in this Meta — analysis, obeticholic acid can ameliorate primary biliary cholangitis, which was superior to placebo in
the pruritus incidence. Due to limitation of the quality of included studies and the short average observation period, larger sample and
more clinical trials are needed to further support this conclusion.
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Application of Pleural Coagulants in Cytological Diagnosis of Tissue Exfoliation. Lian Guoliang,Chen Dong,Shang Jianfeng,et al. De-
partment of Pathology, Beijing Anzhen Hospital, Capital University of Medical Science, Beijing 100029 ,China
Abstract Objective Investigate the significance of paraffin embeded pleural agglutination section in cytological diagnosis.

Methods Totally 105 inpatient cases were collected. Cell smear method, cell block method and pleural agglutination method were used
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