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Expression and Significance of Endoplasmic Reticulum Stress Protein
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[ Abstract] Objective: To observe expression of endoplasmic reticulum stress protein GRP78 in cervi-
cal cancers and discuss the possible relationship between HPV infection status and GRP78 in cervical
cancers. Methods: 89 cervical cancer tissue specimens were obtained from surgical resection in de-
partment of Obstetrics and Gynecology, and the statistical method was also adopted to analyze the cor-
relations between HPV infection status in cervical cancer tissues and patients”indexes involving age,
pathological differentiation, clinical stage and lymph node metastasis, respectively. Then, the expres-
sion of GRP78 in cervical cancer tissues infected with different HPV subtypes was detected by immuno-
histochemical method. Results: In clinical cervical cancer tissues, the infection rate of HPV ( +) in
cervical cancer tissues were higher in poorly differentiated squamous carcinoma than those in high dif-
ferentiated squamous carcinoma (P <0.05). The infection rate of HPV ( + ) in stage II cervical canc-
er tissues were higher than in stage T cervical cancer tissues( P <0.05). The infection rate of HPV
( +) in cervical cancer tissues with lymph node metastasis were higher than those without lymph node
metastasis in cervical cancer specimens (P <0.05). Immunohistochemistry showed that the positive
expression rate of GRP78 in high-risk HPV-infected cervical cancer tissues was significantly higher

than that in low-risk HPV-infected and HPV-negative cervical cancer tissues (P <0.01), and the ex-
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pressions of GRP78 in low-risk HPV-infected and HPV-negative cervical cancer tissues had no signifi-

cant difference (P >0.05). Conclusions: HPV ( + ) infection was positively correlated with the de-

gree of malignancy of cervical cancer. GRP78 protein was related to the high-risk HPV infection.

[ Key words ] cervical tumor; human papilloma virus; endoplasmic reticulum stress; glucose regulato-

ry protein 78
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Tab.1 The expression between high-risk HPV and low-risk HPV in clinicopathological features of
cervical cancer
i HPV( +) HPV( -) % P
4N n 0 -
i fif e X
EI ()
<50 45 39(86.7) 2(4.4) 4(8.9)
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I BRIk
[paxte 17 12(70.6) 2(11.8) 3(17.6)
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&5k 52 50(96.2) 1(1.9) 1(1.9)
i PR3 11
I 24 18(75.0) 2(8.3) 4(16.7)
11 65 60(92.3) 2(3.1) 3(4.6) -2.201 0.028
e
4 60 56(93.3) 2(3.3) 2(3.3)
X 29 22(75.9) 2(6.9) 5(17.2) —2.375 0.018
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Tab.2 Comparison of GRP78 expression in cervical cancer tissues infected different HPV subtypes

Expression of GRP78 in cervical cancer tissues

GRP78

I X P
- + + + + + +
EfE(n=78) 0(0.0) 10(12.8) 34(43.6) 34(43.6)
KfE(n=4) 2(50.0) 1(25.0) 1(25.0) 0(0.0) 14. 240 0.001
B (n=7) 3(42.9) 1(14.3) 2(28.6) 1(14.3)
SRR LA 9. 89 J7, SET IR B 2945 3.05 T,
3 it I % K ST A T R LV I 2 o fke

WET B AL GEIR YT T LT AR RS A O
J7oRE AR AR AR . R, X B SRR A
FIFAL BT, L B 3R B REURR B A R 80
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