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Abstract: Objective To investigate the expression level of hepatocyte growth factor(HGF) and its re-
ceptor, the proto-oncogene c-Met, and vascular endothelial growth factor-C(VEGF-C) in cervical car-
cinoma. Methods The mRNA levels of HGF,c-Met and VEGF-C were detected by Real Time fluo-
rescence Quantitative PCR(FQ RT-PCR) method in 43 cervical carcinoma tissues,30 cervical intraepi-
thelial neoplasm [[I (CIN]]] ) tissues and 27 normal cervical, respectively. Results The positive expres-
sion of HGF mRNA, c-Met mRNA and VEGF-C mRNA increased remarkably from normal tissue to
CIN]II and then to cervical carcinoma (P<Z0. 05). In cervical carcinoma, the expression of these three
genes was positive correlated with the clinical stage, tumor size, the invasion of deep muscular layer
and the lymph node metastasis(P<Z0. 05). These three genes were significant positive correlation (P
<C0. 01). Conclusion Over expression of HGF, c-Met and VEGF-C together may participate in the
invasion and metastasis of cervical carcinoma. To investigate them together would be facilitated to the
treatment and prognosis of cervical carcinoma.
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Table 1 Expression of HGF mRNA, c-Met mRNA and VEGF-C mRNA in these three tissues
Normal CINTI Carcinoma F P

n 27 30 43

HGF mRNA 0.220%0. 034 1.473£0. 295 3.360%0. 493 16. 296 <0. 01
cMet mRNA 1.654£0.107 2.983 £0. 225 5.280+0.532 20. 276 <0. 01
VEGF-C mRNA 2.399£0. 166 3.959£0. 231 6.037+0.510 28,792 <0. 01

X2 EHEHEHLE D HGF mRNA, c-Met mRNA 1 VEGF-CmRNA H1RiZE5FESH AN X R
Table 2 Relationship among the expression of HGF mRNA, c-Met mRNA and VEGF-C mRNA with clinical

pathological parameters in cervical carcinoma

n HGF mRNA P c-Met mRNA P VEGF-C mRNA P

Clinic stage

Ib 29 2.208 £0. 442 4,12910. 457 5.340 £ 0. 471

Ta 14 5.746 £ 0. 941 0. 003 7.664+1.107 0. 009 7.623£0. 746 0. 011
Clinic Pathology

Squamous cancer 30 4,382+0.617 3.850%0.615 5. 630 0. 501

Adenocarcinoma 13 1.001x0. 14 0. 000 2.229+%0. 742 0. 103 7.129+0. 767 0. 109
Differentiation

Poor 23 4,232£0.720 5.796 £ 0. 863 7.750£0.532

Good or Moderate 20 2.357£0. 605 0. 053 4,688 £0. 562 0. 289 4,168 £ 0. 368 0. 000
Tumor size

<4cm 21 1.453£0. 313 4,157 £0.558 4,535+£0.575

—4cm 22 5.180 % 0. 733 0. 000 6.35210. 842 0. 036 6. 6020, 623 0. 015
Stromal invasion

Superficial 23 1.257£. 151 4,094 £0. 530 4,091 %0, 317

Deep 20 5.778 £0. 741 0. 000 6.305%0., 937 0. 040 8.374 £ 0. 469 0. 000
Lymph node

Positive 26 4.865 £ 0. 663 6.237£0.721 7.440£0. 476

Negative 17 1. 058 £0. 116 0. 000 3.818£0. 642 0.016 4,008 £0., 478 0. 000
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