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Protective Effects of Qinxin Decoction on Cardiac Microvascular Endothelial Cells Infected by
Coxsackievirus B3

YU Yanl’z, LIU Qiangl*, YANG Lyuhongl(I.The First Affiliated Hospital of Zhejiang Chinese Medical University,
Hangzhou 310006, China; 2.Tonglu Hospital of TCM, Tonglu 311500, China)

ABSTRACT: OBJECTIVE To research the protective effects of Qinxin decoction on CMVECs infected by Coxsackievirus
B3 (CVBj3). METHODS CVB; RNA were detected by RT-PCR, cells morphology were observed by inverted microscope, cell
viability were tested by CCK8 and the best intervention time and concentration of Qinxin decoction were chosen. Then
endothelial cells marker-CD31 and mesenchymal cells marker-a-SMA were tested by immunofluorescence and Western blot in
optimal conditions. RESULTS CVB; could be replicated sustainably in CMVECs. The best intervention time and
concentration of Qinxin decoction were 72 h and 20% diluted concentration. Compared with that in the blank group, CD31
protein showed a low expression, but a-SMA showed higher and the cells changed to pyknosis or variation in the group CVB;.
Compared with that in the blank serum group, CD31 protein showed high expression, but a.-SMA showed lower and the cells
grew quite well in the Qinxin decoction serum group. CONCLUSION Qinxin decoction could inhibit the process of
endothelial-to-mesenchymal transition and has a good protective effect on CMVECs following CVB; infection.

KEY WORDS: Qinxin decoction; Coxsackievirus B3; cardiac microvascular endothelial cells; endothelial-to-mesenchymal
transition
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Fig.2 Microscopic morphology of CMVECs at 72 h(200 X)

3.3 CCKS j:Aam

CCKS8 frill g5 R ow, fE— &N KN, 57H
XTHRZH LR, CVB; HAAMTETE T F%; 5 CVBs+S
AHE, SAnEAARESEFASR, H
CVB;+20%DS 41 72 h 41 B i 14 5% =1 (P<0.01), 45
R 3. 485K, i O R IS R E N 20%,
BAETF TN (A 72 h, FIHEAT TR —2Bs25b.

0.8
24 h

[ 48h

0.6} i

CCK8WO

B3 AR HRT BT B CMVECs # CCK8 Bt &
HaAxEALs, YP<0.01; 5 CVB4ltk#r, PP<0.01.
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Fig. 4 The expression of CD31 and a-SMA in CMVECs with CVB3 treated by Qingxin decoction
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Fig. 5 The expression of CD31 and a-SMA in CMVECs with CVB3 treated by Qingxin decoction

Compared with control group, "P<0.01; compared with CVB3+S group, 2P<0.01, ¥P<0.05.
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