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WE: BRY A0 WAL Lewis A &4 R A Ao b M08 F o A K A K B F A(vascular endothelial growth factor-A,
VEGF-A)RZ 4%, J5ik 43S BALB/cARRA 32 R, Hl4F Lewis M BAR KA T HHBAEA, MK HTRaE. N
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Effects of Bevacizumab on the Expression of VEGF-A of Serum and Subcutaneous Tumor in Nude Mice
with Lewis Cancer

CHEN Fang', ZHANG Liting", WANG Lu?, TONG Weiquan®, XIA Tingting®, XU Zhibo’, ZHENG Lidan®,

LIU Xianzhongz*(l.Lung Function Laboratory, The First Affliated Hospital of Zhejiang Chinese Medical University,
Hangzhou 310006, China; 2.The First Clinical College of Zhejiang Chinese Medical University, Hangzhou 310053, China;
3.Department of Respiratory, The Xinhua Hospital of Zhejiang Province, Hangzhou 310005, China)

ABSTRACT: OBJECTIVE To detect the expression of vascular endothelial growth factor-A(vascular endothelial growth
factor-A) in serum and subcutaneous tumors of nude mices with Lewis lung carcinoma cell after intervention by bevacizumab.
METHODS Thirty-two male BALB/c nude mices were equally randomed into control group, bevacizumab group, cisplatin
group, and bevacizumab combined with cisplatin group after they were transplanted Lewis lung carcinoma cell and appeared
subcutaneous tumor. After 3 weeks by administration, the mices were killed, and the expression of VEGF-A was detected by
ELISA in serum and transplated tumor, and transplated tumor were maked into pathological section to obverse the vessel, and the
expression of VEGF-A in transplated tumor was detected by immunohistochemical method. RESULTS The VEGF-A
expression of serum in 3 medication groups was significantly lower than that in control group(P<0.05). The VEGF-A expression
of subcutaneous tumors in 3 medication groups was lower than that in control group, the difference between bevacizumab group
and control group, and between bevacizumab combined with cisplatin group and control group were significant(P<0.05).
According to pathology, the transplant tumor of 3 medication groups had less necrosis and less blood vessels than the controled
group. The necrosis and blood vessels of bevacizumab combined with cisplatin group was less than bevacizumab group, and the
blood vessel of bevacizumab group was less than cisplatin group, but there was no significance in necrosis between bevacizumab
group and cisplatin group. The positive number of VEGF-A of serum subcutaneous tumors in 3 medication groups was less than
this in control group, and the whole difference was significant(P<0.05). CONCLUSION Bevacizumab can inhibit the growth
of Lewis lung cancer, which is related to bevacizumab reduces the expression of VEGF-A, and cisplatin can enhance the effect.
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What’s more, the more expression of VEGF-A, the more vessel in subcutaneous tumor.

KEY WORDS: bevacizumab; tumor; vascular endothelial growth factor-A; Lewis lung cancer
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Tab. 1 Tumor gravity and volume (X £ s, n=8)
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TE: SR IAE, VP<0.05: 5 IRAIALLEE, PP<0.05.
Note: Compared with control group, "P<0.05; compared with
bevacizumab group, 2P<0.05.
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Fig. 1 Histopathological changes of subcutaneous transplanted tumor of all groups(HE staning, 100 X)

A-control group; B—bevacizumab group; C—cisplatin group; D—combined medication group.
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Fig. 2 Expression of VEGF-A in immunohistochemistry of all groups(200 X)

A-—control group; B—bevacizumab group; C—cisplatin group; D—combined medication group.
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Effect of Shugan Tiaozhi Fang on Blood Lipid, Liver and Kidney Function and Microcirculation in
Hyperlipidemia Model Rats
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ABSTRACT: OBJECTIVE To investigate the effects of Shugan Tiaozhi Fang on blood lipid levels, liver and kidney function
and microcirculation in hyperlipidemia model rats. METHODS The hyperlipidemia rat model was established by high-sugar
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