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Effect of down-regulation of IGF-1 active factor on mouse liver cancer induced by Ras oncogene
LIU Hongqi L1 Xianzhong

(Medical Department , Hospital of Weifang University -Weifang ,Shandong 261061 ,China)
[Abstract] Objective To investigate the effect of the down-regulation of IGF-1 active factor on Ras on-
cogene induced mouse liver tumor. Methods FEach 10 Ras oncogene induced male mice with 3-,5-,9- month
old were selected, meanwhile each 10 male and female mice with 3-,5-,9- month old were selected. The tumor
tissues and peritumoral tissues in the Ras oncogene induced male mice with 9-month old served as the experi-
mental group,meanwhile the liver tissue samples extracted from non-transgenic mice with 9-month old served
as the control group. The total RNA and protein were extracted from the two groups. The ERK, PI3K and
AKP proteins were detected by using Western blot. The expression levels of IGF-1,GHR and IGFBP3 mRNA
were detected by using the fluorescence quantitative PCR. The level of serum IGF-1 was detected by the en-
zyme-linked immunosorbent assay (ELISA). The proportions of peripheral blood B lymphocytes and active B
lymphocytes in Ras oncogene induced male mice and non-transgenic mice with 3-,5-,9- month old were detec-
ted. Results The average expression levels of ERK, PI3K and AKT proteins had statistically significant difference

between the tumor tissues and peritumoral tissues in Ras oncogene mice (P<C0. 05) ,and the expression levels
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of ERK,PI3K and AKT had statistically significant difference between the tumor tissues and peritumoral tis-
sues in Ras oncogene mice with the control group (P<C0. 05). The mean expression levels of IGF-1,GHR and
IGFBP3 mRNA in tumor tissues of Ras oncogene induced mice were (0. 27 £0. 05,0. 2340, 02), (19. 48+
2.54) ,which in peritumoral tissues were (1. 25=+0.07),(0.89%0.17) and (3. 2540.56) respectively, the
difference was statistically significant (P~>0. 05). The IGF-1,GHR and IGFBP3 mRNA level had no statistical
difference between peripheral tissues and control group(P>>0. 05) ;the serum IGF level in Ras oncogene mice
with 3-month old was (61. 72£9. 24) ug/mL, which in the non-transgenic mice was (58. 894=8. 16) ug/mL, the
difference was not statistically significant(P>>0. 05) ; the serum IGF-1 levels in the Ras oncogene induced mice
with 5-,9-month old were (51. 28+5. 27) pg/mL and (40. 28=£6. 28) ug/mL, which were lower than (55. 32+
7.91) pg/mL and (49.52+6.94) pg/mL,the difference was statistically significant (P<C0. 05). The propor-
tions of B lymphocytes in the Ras oncogene mice with 3-,5-,9-month old were lower than those in the non-
transgenic mice, the difference was statistically significant(P<C0. 05) ; the proportions of B lymphocytes had no
statistical difference between the Ras oncogene mice with 3-5-month old and non-transgenic mice Ras carcino-
mas was (P>>0. 05). The proportions of active B lymphocytes (CD197 CD697 ,CD19" CD25" ) in Ras onco-
gene mice with 9-month old was 0. 7740. 13 and 1.42+0. 17, which were lower than 0. 87=+0. 14 and 2. 39+
0. 22 in the non-transgenic mice,the difference was statistically significant (P<C0. 05). Conclusion Inhibition
of IGF-1 expression reduces the expressions of PI3K, AKT and GHR, enhances the expressions of ERK and

IGFBP3,and then leads to the activation of the Ras oncogene pathway.
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