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Expression of receptor for activated C kinase 1, hypoxia-inducible factor 1o, and vascular endothelial growth
factor in cervical cancer and their pathological significance
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University), Shanghai 200003, China

[Abstract] Objective To detect the expression of receptor for activated C kinase 1 (RACK1), hypoxia-inducible factor
lo (HIF-10)) and vascular endothelial growth factor (VEGF) in cervical cancer, and to explore their pathological significance.
Methods Eighty-five cervical cancer samples and their corresponding paracancerous tissues, which were surgically removed
and confirmed by pathology in our hospital from Jun. 2014 to Jun. 2018, were included in this study. The protein expression
levels of RACK1, HIF-1a and VEGF were detected by immunohistochemical staining. The relationship between the protein
expression of RACK1, HIF-1a and VEGEF in cervical cancer tissues and clinicopathological features, including age, tumor
diameter, invasion depth, clinical stage and lymph node metastasis, were analyzed, and the correlation between the expression
of RACK1, HIF-1o and VEGF was analyzed. Results Compared with paracancerous tissues, the protein expression levels
of RACK1, HIF-1a and VEGF in cervical cancer tissues were significantly higher (all P<<0.05), with the positive rates being
81.2% (69/85), 63.5% (54/85), and 89.4% (76/85), respectively. The expression of RACK1 was associated with clinical
stage, invasion depth and lymph node metastasis (all P<<0.05). The expression levels of HIF-1o. and VEGF were associated
with the tumor diameter, invasion depth, clinical stage and lymph node metastasis (all P<<0.05). The expression levels of
RACKI, HIF-1, VEGF proteins were positively correlated with each other (RACK1 vs HIF-1la, 7=0.523, P=0.043 9;
RACKI1 vs VEGEF, r=0.428, P=0.033 7; HIF-1a vs VEGF, »=0.689, P=0.024 5). Conclusion RACKI, HIF-1a and
VEGF are highly expressed in cervical cancer and their expression levels are positively correlated, suggesting that they may

play a synergistic role in the development and progression of cervical cancer, and can be an important marker for predicting
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the invasion, metastasis and prognosis.

[Key words] uterine cervical neoplasms; receptor for activated C kinase 1; hypoxia-inducible factor lo; vascular

endothelial growth factor
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Fig1 Expression of RACKI1, HIF-10, and VEGF in cervical cancer and corresponding paracancerous tissues

A-C: Paracanceruos tissues; D-F: Cervical cancer tissues. A: Weakly to moderately positive expression of RACK1; B: Weakly to
moderately positive expression of HIF-1a; C: Moderately to strongly positive expression of VEGF; D: Moderately to strongly positive
expression of RACK1; E: Moderately to strongly positive expression of HIF-1a; F: Moderately to strongly positive expression of
VEGF. RACKI1: Receptor for activated C kinase 1; HIF-1o: Hypoxia-inducible factor 1a; VEGF: Vascular endothelial growth factor.
Immunohistochemical staining ABC method. Original magnification: X400

22 EHREML P RACKI, HIF-1o #7= VEGF &  FMKEL R4 % (P #4<0.05) ; HIF-la
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F U R BEARAE O R as R Won, ESUE4 RACKI1., HIF-la, VEGF %3k 5 B FHER
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Tab 1 Relationship between expression of RACK1, HIF-1a and VEGF in cervical cancer tissues and
patient clinicopathological features

n (%)
Positive expression
Feature NV TRACKI  Pvalie  HIF-lu _ Pvalic  VEGF __ Pvalue
Age (year) 0.8351 0.8457 0.6329
<50 32 26 (81.2) 22 (68.8) 28 (87.5)
>50 53 43 (81.1) 32 (60.4) 48 (90.6)
Size d/cm 0.446 1 0.0312 0.040 8
<4 64 51(79.7) 35(54.7) 55(85.9)
>4 21 18 (85.7) 19 (90.5) 21 (100.0)
Invasive depth 0.012 2 0.002 6 0.001 2
< 1/2 muscular layer 25 12 (48.0) 6 (24.0) 16 (64.0)
>1/2 muscular layer 60 57(95.0) 48 (80.0) 60 (100.0)
Pathological grading 0.022 4 0.0123 0.0412
[-1 27 14 (51.9) 10 (37.0) 20 (74.1)
I 58 55(94.8) 44 (75.9) 56 (96.6)
Lymph node metastasis 0.043 7 0.000 4 0.039 6
Negative 46 33 (71.7) 20 (43.5) 37 (80.4)
Positive 39 36 (92.3) 34 (87.2) 39 (100.0)

RACKI1: Receptor for activated C kinase 1; HIF-1a: Hypoxia-inducible factor 1a; VEGF: Vascular endothelial growth factor
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