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Effects of sodium tanshinone A sulfonate on myocardial hypertrophy angiotensis

receptor and STAT3 of rats

YAN Li, LI Yongsheng, L IANG Qian-sheng, YAN G Guang-tian
(Emergency Department , Tongji Hospital Affiliated to Tongji Medical College, Huazhong University
of Science and Technology , Wuhan 430030, China)

Abstract : Objective To observe the effect of sodium tanshinone a sulfonate (STS) on angiotensin
receptor and sgnal transducers and activators of transcription (STA T3) of myocardial hypertrophy due to
pressure overload and explore the molecular biological mechanism by which STS could postpone myocardial
hypertrophy. Methods Twenty four SD rats at 9 weeksold, suffered from abdominal aorta constriction,
were randomly divided into three groups: model group (n=8) , STStreatment group treated by ip injection
of STS[10 mg/ (kg- d)] (n=8) , and Valsatan [10 mg(/ kg - d) ] treament group. Another eight rats,
which were suffered from artificial surgery, asa Sham group (n=8). Tail artery systolic blood pressure
(BP) and left ventricular massindex (LVMI1) were measured, and the myocardial fiber diameter (M FD)
was detected by HE and V G staining. Protein expressonsof AT:R and STA T3 were assessed by Western
blotting and A T:R mRNA by RT-PCR. Results Compared to the Sham group , the SBP, LVMI, MFD,
AT:R mMRNA , and STA T3 expressons markedly increased in model group (P<0Q 05). All itemsof above
mentioned in STS group were lower than those in model group (P<0 05). Conclusion STS could post-
pone the progress of myocardial hypertrophy by downregulating the expresson of A TiR receptors and
STATS.
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Invivo and invitro anti-lung cancer activity o Sancadfang componentsand their compatibil ity
JIA Xiao-bin'?, SHI Feng'”, HUANG Yang'”, CHEN Yan', JIA Dongsheng' , WAN G Xuvying'
(1 Jiangsu Universdity , Zhenjiang 212013, China; 2. Key L aboratory of New Drug Delivery Sytem of Chinese Materia Medica,
Jiangsu Provincial Academy of Traditional Chinese Medicine, Nanjing 210028 , China)

Abgtract : Objective To study the invivo and in vitro anti-lung cancer activity of Sancaofang (SCF)
components and their compatibility , screen the most &fective components of anti-tumor , ascertain the best
suitable compatihility program, and research the anti-tumor material base of SCF. Methods Alcohol parts
(95 % and 60 %) were prepared and SCF components were separated by macroporous resin; SPG-A-1 and
A549 cell model swere adoptedfor invitro experiment and M TT assay was used ; C57 BL/ 6J black micein-
jected with Lewis cells were adopted for the in vivo experiment ; and tumor inhibition ratio, spleen index,
and thymusindex were used for the evaluation. Results Components E , D , and E had comparative
strong anti-tumor activity against SPC-A-1 and A549 cells and ICs was relatively low; The invivoand in
vitro experiments showed that component compatibility of D and E had the apparent synergism anti-tumor
activity. Conclusion The most suitable compatibility program is the compatibility of component D and E,
the components of SCF will have prospect application to anti-tumor.

Key words: Sancaofang ( SCF) ; effective components; compatibility; SPCA-1; A549; Lewis
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