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[Abstract] Objective To explore the effect of antisense macrophage migration inhibitory factor (MIF) on hu-
man gastric cancer MGC-803 cells. Methods Human gastric cancer MGC-803 cells were assigned into two groups to
receive transfection of antisense MIF plasmid pcDNA3.1-Anti MIF (pcDNA3.1-Anti MIF group) and pcD-
NA3.1-sh-MIF (control group). The qRT-PCR and Western blot analysis were employed for detecting transfection effi-
ciency. The ability of proliferation and invasion, as well as apoptosis rate of MGC-803 cells regulated by antisense MIF
were evaluated by MTT, Transwell invasion assays, and Annexin V/propidium iodide staining. Results qRT-PCR re-
sults showed that the expression of MIF mRNA in pcDNA3.1-Anti MIF group was significantly lower than that in con-
trol group, (2.086+0.248) vs (6.992+0.342). Western blot analysis results showed that the expression of MIF protein in
pcDNA3.1-Anti MIF group was significantly lower than that in control group, (0.361+0.043) vs (1.171+0.091). MTT as-
say showed that the OD value of MGC-803 cells in the pcDNA3.1-Anti MIF group was significantly lower than that in
control group, (0.436+0.017) vs (0.563 +0.019). Transwell invasion assays results showed that the number of cells
through the matris glue in pcDNA3.1-Anti MIF group was significantly lower than that in the control group, (73.67+
8.54) vs (137.30+11.91). Annexin V/propidium iodide staining showed that the apoptosis rate of MGC-803 cells in the
pcDNA3.1-Anti MIF group was significantly higher than that in control group, (21.6144.62)% vs (7.67+0.63)%. The dif-
ferences were all statistically significant (P<0.01). Conclusion Antisense MIF can inhibit the proliferation and inva-
sion of human gastric cancer MGC—803 cells, as well as induce apoptosis.
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[Abstract] Objective To study the effect of gender on the tumorigenicity and growth trend after human hepato-
Eighteen 4-6 weeks' old BALB/C

nude mice were divided into two groups (male group and female group) according to the gender, with 9 in each group.

cellular carcinoma HepG2 cells were inoculated into BALB/C nude mice. Methods

All the nude mice scapular were inoculated with 0.2 mL HepG2 cells in logarithmic growth phase and at the concentra-
tion of 1x107/mL. After 10 days, the tumor formation of the two groups was observed, and the tumor volume was mea-
sured. Results The number of tumorigenicity model in female group was 4, and tumorigenicity rate was 44.44%. The
number of tumorigenicity model in male group was 9, and tumorigenicity rate was 100.00%, with statistically significant
difference (P=0.029). The transplanted tumor volume trend figure of the successful model showed that the tumor growth
in male group was higher than that in the female group. Conclusion Tumorigenicity rate and growth rate of transplant-
ed tumor have obvious gender difference after human hepatocellular carcinoma HepG2 cells were inoculated into BALB/
C nude mice.
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