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Tanshinone ITA protects myocardial fibrosis in rats with
heart failure by inhibiting NADPH oxidase

Yuan Xiaoli

Jing Haiyun Wang Dan

( Dept of The Fifth Ward of Cardiology The Affiliated Zhengzhou
Ceniral Hospital of Zhengzhou University Zhengzhou 450000)

Abstract
myocardial fibrosis. Methods

Objective

randomly divided into 4 groups the control group

To investigate the mechanism of tanshinone ITA inhibiting NADPH oxidase in improving
The rat model of heart failure was prepared by Anversea and 28 female rats were

the tanshinone ITA group the fibrosis model group and the fi—

brosis + tanshinone ITA group. The control group and tanshinone ITA group only separated the abdominal aorta and
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did not cause arterial stenosis the tanshinone 1A group and the fibrosis + tanshinone IIA group were given 15
mg/kg tanshinone IIA every morning by intraperitoneal injection. The mechanism of tanshinone ITA in improving
myocardial fibrosis was comprehensively assessed by macroscopic characterization combined with physical and
chemical indicators. The myocardial NADPH oxidase activity myocardial SOD content myocardial malondialde—
hyde ( MDA) content Nox2 Nox4 mRNA level and myocardial collagen content were detected. Results The ac-
tivity of NADPH oxidase in myocardium of heart failure rats increased to ( 14. 07 £0.23) nmol/mg. After injection
of tanshinone IIA the activity of NADPH oxidase decreased to (8.72 +0.28) nmol/mg. In heart failure( HF)

rats SOD activity in myocardium decreased and MDA content increased SOD activity in fibrosis + tanshinone ITA
group was better than that in fibrosis model group and MDA content in fibrosis model group was higher than that in
fibrosis + tanshinone ITA group. Tanshinone ITA injection can increase the activity of SOD. There was no signifi—
cant change in the level of Nox2 mRNA in the fibrosis model group and the fibrosis + tanshinone IIA group but
the Nox4 mRNA in the fibrosis model group and the fibrosis + tanshinone ITA group increased significantly. The
percentage of myocardial collagen volume in fibrosis model group was significantly increased to 32. 44% which was
much higher than that in control group (5. 13%) . The percentage of collagen volume in fibrosis + tanshinone ITA
group was 18.37% . Conclusion Tanshinone IIA injection inhibits the expression of Nox4 in myocardial NADPH
oxidase in heart failure rats and inhibits the level of myocardial oxidative stress while tanshinone IIA increases SOD
activity thus inhibiting the level of myocardial fibrosis in rats with heart failure.
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Construction of stable transfected cell line of IL-6
overexpression lentiviral and its effect on the expression

of HBsAg HBeAg HBV-DNA

Pan Zhenglan Guan Shihe Chen Liwen et al
( Dept of Clinical Laboratory The Second Affiliated Hospital of Anhui Medical University Hefei 230601)

Abstract Objective To construct stable transfect cell line of IL-6 overexpression lentiviral and explore its effect
on the expression of HBsAg HBeAg and HBV-DNA. Methods 1L-6 fragment was amplified by PCR using Huh7
cell gDNA as template and cloned into pMIGR1 vector. After sequencing analysis sucessfully pMIGR1 plasmid and
pMIGR1HL-6 plasmid was used respectively with lentiviral packaging plasmid pCL40Al to co-ransfected 293T
cells to obtain recombinant lentiviral particles and then transfected Huh7 cell. The cells named Huh7/con cell line
and Huh7/IL-6 cell line respectively were screened by puromycin expanded the cells obtained. IL-6 expression
was confirmed by electrochemiluminescence and qRT-PCR; HBsAg HBeAg expression was detected by chemilumi-
nescence microparticle immunoassay; HBV-DNA expression was detected by PCR-luorescence probe. Results
The MIGR1HL-6 plasmid was confirmed successfully by sequencing analysis which indicated that 1L-6 lentiviral
expression vetor was successfully constructed. IL-6 expression in the Huh7/IL-6 cell lines increased significantly
compared with Huh7/con cell lines. The expression of IL-6 in Huh7 HepG2 and Huh7/1L-6 cells transfected with
pcDNAL. 3 plasmid after 6 h 12 h 24 h and 48 h of transfection were significantly increased. The expression of
HBsAg HBeAg and HBV-DNA in Huh7 and HepG2 cells treatment with pcDNA1. 3 plasmid and dealed with 20
ng/ml IL-6 after 6 h 12 h 24 h and 48 h of transfection were significantly decreased. The expression of HBsAg
HBeAg and HBV-DNA in Huh7/IL-6 cells transfected with pcDNA1. 3 plasmid after 6 h 12 h 24 h and 48 h of
transfection were significantly decreased. Conclusion The IL-6 lentiviral expression vector is successfully con—
structed and the Huh7 cell line stably expressing IL-6 is established. Transfection of pcDNAL. 3 plasmid up-regu-
lates IL-6 expression. 1L-6 decreases the expression of HBsAg HBeAg and HBV-DNA.
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