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[ Summary] To explore the mRNA expression of insulin-like growth factor- I (IGF- 1 ), extracellular signal
regulated kinase ( ERK ) , and glucose transporter 4 ( GLUT4 ) in greater omental adipose tissue of patients with
metabolic syndrome and colorectal cancer. The mRNA expression of IGF- I , ERK, and GLUT4 in greater omental
adipose tissue of the subjects was measured by RT-PCR. (1) The mRNA expression level of IGF- 1 and ERK in the
metabolic syndrome group was significantly higher than that in the control group ( P<0.01) , while in colorectal cancer
subgroup the expression was significantly higher than that in the non-colorectal cancer subgroup ( P<0. 01). The
expression of GLUT4 was obviously lowered ( P<0.01). (2) The expression of ERK was positively correlated with that
of IGF-T (r=0.608, P<0.01). The fasting insulin was positively correlated with the expression of ERK and IGF- I
(r =0.538, 0.439, P<0.01), and negatively with that of GLUT4 (r=-0.457,P<0.01). There may be
relationship between ERK plus IGF- I and metabolic syndrome complicated with colorectal cancer. The lowered
GLUT4 expression may be related to insulin resistance in metabolic syndrome .
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X A 40 30(16/14) 133+11 77 £8 1.38+0.33 4.12+0.70 2.26+1.20 2.60+0.90
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;1 mm Hg=0. 133 kPa; HDL-C . {5 £ IR 25 (1 IH [ 9% ; LDL-C . fIC %% 3 IR 28 11 I 11 1 ; ERK . 40 AM 5 08 19 SR IGR- T RS RARAERKHF 1,
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