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Synergistic Anti-tumor activity of Sunitinib Combined with Combretastatin A-4 in SGC-7901 Cells by
Apoptosis

HU Manmanl, HU Guoxinz*, SUN Lirongl, ZHOU Shuhual, XIONG Jianhual(l.Departmnet of Pharmacy, Wenzhou
Third Clinical College and Wenzhou People’s Hospital affiliated With Wenzhou Medical College, Wenzhou 325000, China;
2.Departmnet of Clinical Pharmacy, Wenzhou Medical College, Wenzhou 325027, China)

ABSTRACT: OBJECTIVE To study the anti-cancer activity of the combination of CA-4 and sunitinib. METHODS The
anti-proliferation activity of CA-4 and sunitinib were analyzed by SRB, apoptosis was detected by PI, DAPI and Western blot
analysis. RESULTS  The present study indicated that the combination of sunitinib and CA-4 exerted synergistic
anti-proliferative effects against human gastric cancer cells SGC-7901 in vitro. The enhanced apoptosis induced by sunitinib plus
CA-4 was accompanied by the greater extent of caspases-3 activation and PARP cleavage in SGC-7901 cells. CONCLUSION
These findings build the rationale for further clinical development of sunitinib and CA-4 against gastric cancer (SGC-7901).
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Tab 1 The CI value of combining CA-4 and sunitinib(n=6)
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4 91 3 66 36 0.38
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Fig 1 The anti-proliferation activity of combining CA-4
with sunitinib in SGC-7901(n=6)
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Fig 3 Sunitinib and CA-4 induced apoptosis in SGC-7901 cells
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A-—apoptosis induced by sunitinib and CA-4 were detected by PI staining; B—apoptotic statistic analysis of the combination of sunitinib and CA-4;

C—sunitinib and CA-4 induced apoptotic body
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Radiosensitizing Effect of Artesunate on Human Colon Adenocarcinoma

LU Xiangqun(Department of Pharmacy, the First People's Hospital of Yongkang, Yongkang 321300, China)

ABSTRACT: OBJECTIVE To study the radiosensitizing effect of artesunate on human colon adenocarcinoma cells SW480.
METHODS 1ICsy of artesunate was measured by MTT. SW480 cells were divided into 4 groups: control group, drug
group(artesunate of 20% ICs), radio group(radiation of 6 MV X ray), and combined group(received artesunate of 20% ICs, and
radiation of 6 MV X ray). MTT was used to measure inhibitory rate of cell proliferation. Then the formation of cell colony was
detected. Colony forming rate (PE) and survival fraction (SF) were calculated. Based on multiple targeting simple hit formula,
mean lethal dose, extrapolation value, cell survival fraction and radiosensitization ratio of 2 Gy were calculated. The apoptosis
rate was measured by flow cytometry. RESULTS Compared with control group, there were significant differences in inhibitory
rate of cell proliferation and apoptosis rate of three groups(P<0.05). Compared with other three groups, there was significant
difference in inhibitory rate of cell proliferation and apoptosis rate of combined group(P<0.05). Radiosensitization ratio was 1.38.
CONCLUSION Artesunate has radiosensitizing effect on human colon adenocarcinoma cells of SW480, and the mechanism
might be related to promoting apoptosis.

KEY WORDS: artesunate; colon adenocarcinoma; radiosensitization
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