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Antitumor activity of Shenmai Injection

WU Fang-ning
Tianjin Center for Drug Evaluation, Tianjin 300052, China

Abstract: Objective To investigate the antitumor effect of Shenmai Injection in vitro and in vivo. Methods Solid tumor models of
mouse sarcoma Sgy, hepatoma H,,, and Lewis lung carcinoma were used to study the antitumor effect of Shenmai Injection in vivo.
MTT assay was used to examine its inhibitory effect on the proliferation of HeLa cell and HepG 2 cells. Results Shenmai Injection
showed obviously inhibitory effect on the growth of S;gy, H,p, and Lewis in tumor-bearing mice in a dose-dependent manner, and
inhibitory rates in mid- and high-dose groups were over 35%. Shenmai Injection also inhibited the proliferation of HeLa cells and

HepG 2 cells in vitro, showing a concentration-time correlation. The 1Cs, values of 48 h were 0.36 and 0.72 g/mL and the ICs, values

of 72 h were 0.21 and 0.29 g/mL. Conclusion Shenmai Injection has remarkable antitumor activity both in vitro and in vivo.
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Table 1 Inhibition of Shenmai Injection on tumor growth of S;g9, H,, and Lewis in tumor-bearing mice ( X % s, n=10)

21 5 5/ Sis0 H,, Lewis flilifi
(gkg ) I o HE /g PRI /% I J HE /g IR /% I o /g 981 % /%
ERY — 1.42040.322 — 1.187£0.156 — 1.309+0.171 —
SHE TG 1.6 0.989+0.212" 30.37 0.779+0.167" 36.25 0.879+0.110" 32.90
32 0.855+0.212" 39.82 0.724+0.166" 43.68 0.807+0.165" 38.38
6.4 0.755+0.179" 46.80 0.663+0.133" 49.01 0.722+0.135" 44.84
R 0.01 0.590+0.156" 58.43 0.568+0.171" 52.17 0.677+0.115" 48.32

SROMA LR P<0.05 TP<0.01
"P<0.05 ""P<0.01 vs model group
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66.3%, ICso }y 0.29 g/mL, MHIRCRE FRIREM IR, W& 3.
%2 SEZFEEN AR HeLa 1E5E8HIFI{ER
Table 2  Inhibition of Shenmai Injection on proliferation of HeLa cells
i %W%/ A A%
(gmL ) 48 h 72h 48 h 72h
X - 0.723£0.031 0.829+0.034 - -
ST 1 0.151+0.029” 0.1124+0.011" 79.1 86.4
0.5 0.294+0.016" 0.226+0.017" 59.3 72.7
0.25 0.447+0.036" 0.354+0.027" 38.1 57.2
0.125 0.542+0.007" 0.503+0.018" 25.0 39.3
0.062 5 0.685+0.029 0.707+0.015" 5.2 17.3
SR BEIE 50 umol/L 0.231+0.034" 0.227+0.018" 68.0 72.6
xR TP<0.05 “P<0.01
"P<0.05 ""P<0.01 vs control group
*3 SEEIHIRX ARMAEYE HepG 2 1EERHIFIER
Table 3 Inhibition of Shenmai Injection on growth in HepG 2 cell
w5 %W%/ A A%
(gmL) 48 h 72h 48 h 72h
pagisy — 0.727+£0.038 1.061£0.086 — -
BETH 1 0.301%0.016" 0.35720.042" 58.6 66.3
0.5 0.45240.037" 0.455+0.045" 37.8 57.1
0.25 0.55840.008" 0.558+0.054" 234 474
0.125 0.700%0.021 0.98740.044 3.7 7.0
0.062 5 0.72610.018 0.99940.068 1.3 5.8
R 50 umol/L 0.22940.020" 0.371£0.044" 68.5 65.0
I ARE: "P<0.05 "P<0.01
"P<0.05 ""P<0.01 vs control group
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