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Effect of Cobra Venom Factor in Inhibiting Complement Activation on Serum Cytokines in Septic
Rats/WEI Qiao, SHENG Yaqian, RU Songwei, et al.//Medical Innovation of China, 2018, 15 (23):
031-035

[ Abstract ] Objective: To observe the effect of cobra venom factor ( CVF ) on TNF- o , 1L-6 and IL-10 in
peripheral blood of septic rats. Method: A total of 144 male SD rats with clean grade were selected.According to the
random number table method, rats were divided into group A ( sham operation group ), group B ( sepsis group )
and group C ( CVF pretreatment group ), 48 cases in each group.According to the different collection points, each
group was divided into six subgroups ( after operation 2, 4, 8, 12, 16, 24 h), 8 cases in each subgroup.
The sepsis rats were induced by cecal ligation and puncture ( CLP ) in group B and C, and the rats of group C
received intravenous injection of CVF before CLP, while those of group A and B received equal amount of normal
saline intravenously.The general condition and abdominal cavity condition of rats after operation were observed,
and the levels of TNF-a , IL-6 and IL-10 at different time points after operation in each group were compared.
Result: The manifestations of sepsis in group C were less severe than those of group B.Except for 8 h after
operation, the levels of TNF-ain group C were lower than those of group B ( P<0.05 ) .The levels of TNF-a in
group B increased rapidly to peak at 2 h, and then decreased, but increased again to the second peak at 12 h, and
the levels of TNF-a in group C decreased rapidly at 4 h compared with 2 h and increased again to the second peak
at 8 h.Except for 16 h after operation, the levels of IL.—6 in group C were lower than those of group B ( P<0.01 ) .
Except for 2 and 24 h after operation, the levels of serum IL.—10 in group C were higher than those of group B
(P<0.05), and peaked at 8 h and 16 h after operation, which showed bimodal changes.Conclusion: CVF can
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effectively maintain the balance of pro—inflammatory cytokines ( TNF—a , IL—6 ) and anti—inflammatory cytokine

(IL-10), and obviously inhibit the inflammatory response of sepsis rats.The bimodal phenomenon of TNF-a and

IL-10 also provides a theoretical basis for the theory of immune balance and PICS.
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CVF) J—kg e MAmslsR, AR FBoEMA
FE 8 177 2 P A MAS SRS P . AW 98 E L B
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Expression of CNPY2 in Gastric Cancer and Its Relationship with Invasion, Metastasis and
Microvessel Density/FENG Fang, XIAO Hong.//Medical Innovation of China, 2018, 15 (23): 035-038

[ Abstract ] Objective: To study the expression of a novel secreted pro—angiogenic factor CNPY2 in gastric
cancer and to analyze its relationship with invasion, metastasis and microvessel density.Method: Fifty cases of
gastric cancer tissues and adjacent tissues were collected from the First Hospital of Shanxi Medical University.The
expression of CNPY2 was detected by western—blot and microvessel density using immunohistochemistry CD34
staining.The relationship between CNPY2 expression and clinicopathological features and microvessel density was
analyzed.Result: The expression of CNPY2 in gastric cancer tissues was significantly higher than that in adjacent
non—cancerous tissues ( P<0.05) .The expression of CNPY2 in lymph node metastasis was higher than that in non—
lymph node metastasis ( P<0.05) .The expression of CNPY2 in stage ll+IV tumor was higher than that in stage
[+II (P<0.05) .The density of tumor microvessel was significantly higher in CNPY2-overexpressing gastric

cancer ( P<0.05) .Compared with the primary tumor, the expression of CNPY2 in metastatic lymph node tissue
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