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Schisandrin C alleviates Ang Il -induced cardiac inflammation

and myocardial remodeling
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Abstract: Objective To investigate the effects of schisandrin C on alleviating myocardial remodeling and inflammation induced
by angiotensin Il (AngIl ) in mice.Methods The research period is from July 2018 to January 2019.Ang Il was injected subcutane-
ously to induce cardiac remodeling in C57BL/6 mice.C57BL/6 mice were divided into blank control group,Ang Il group and Ang II +
schisandrin C group.The mice were subcutaneously injected with Ang I one day before the drug treatment was started.8 weeks later,
the mice were sacrificed and cardiac tissue was collected. The contents of tumor necrosis factor-a (TNF-a)/interleukin-6 (IL-6)
were detected by ELISA ,the mRNA expressions of 1L-6, TNF-a, ANP,BNP,MYHC,TGF-8, col-4 andB-actin were detected by RT-
PCR, and CK-MB in blood was detected by biochemical kit.Results Compared with Ang Il group, cardiac injury in the schisan-
drin treatment group was reversed, the heart weight ratio decreased[ (6.32+0.99%o0) vs.(4.93+0.17%0) , P <0.05], the expressions of
cardiac function related genes ANP[ (3.37+0.60) vs. (1.41+0.37) times, P <0.05) and BNP(2.51+0.75) vs. 0.78+0.55) times, P <
0.05] , hypertrophic gene MYHC[ (2.57+0.74) vs. (1.18+0.26)times, P <0.05) and fibrosis related genesTGF-B[ (5.25+0.94) vs.
(1.78+0.57 ) times, P <0.05) and Collagen IV (3.70+1.47) vs. 1.68+0.56) times, P <0.05 Jwere decreased,and the mRNA[ (7.18+
2.85) vs. (2.92+0.86) times, P<0.05 and (12.89+5.40) vs. (4.29+3.43) times, P <0.05, respectively] and protein expression
[ (4.80+0.78) 5.2.09+0.41 )ng/mg, P < 0.05 and (2.56+0.73) vs. (1.23+0.41)ng/mg, P <0.05,respectively | of TNF-a/IL-6 in cardi-
ac tissue decreased significantly.Conclusion Schisandrin C can effectively alleviate the myocardial remodeling induced by Ang Il
in mice,accompanied by alleviating inflammatory response.
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Study on the effects of alcohol precipitation process of
Chaige Jieji granules on the retention of

Gypsum Fibrosum components and antipyretic effect
WU Jingming', HUANG Xiaoqing',CAO Yang’, HUANG Shunwang’
Author Affiliations : 'Anhui Tianxing Pharmaceutical Group Co. ,lLid. , Hefei,Anhui 230601, China;
*Hefei Innovative Medical Technology Co. ,ld. ,Hefei,Anhui 230088, China

Abstract: Objective The rationality of alcohol precipitation process of Chaige Jieji granules was discussed by studying the reten-
tion of Gypsum Fibrosum components and antipyretic effect. Methods The study determined the content of CaSO,+2H>0 in the ex-
tracts of Chaige Jieji granules before and after alcohol precipitation by complexometric titration, and used fever models induced by
2,4-dinitrophenol in rats and by endotoxin in rabbits to compare their antipyretic effects.Results The extracts both had antipyret-
ic effect.Compared with positive drug group, there was no significant difference between the three groups.Conclusion The alcohol
precipitation process is reasonable and feasible.

Gypsum fibrosum;  Calcium sulfate; Reliev muscle clear
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