DNA iRp1EExEHA Poly, ERCC1,ERCC?2
] RAD52 EEMEPHNRIELEIGKRE N

1 ﬂ;é KB A, xMNF.H KB B

(& B R 22 I il g 1= Eﬁ%t@@?ﬁ%,i“@ 200032)
@ E.[HM] PR DNA B 45 15 52 A5G 5E D 78 B S8 41 20 b (1 28 3k Holfi PR [7“«2]

20 A 2008~2009 4 7F &2 H 2= B JE I Bs Be 47 i 3 i%ﬂwﬁﬁﬂbl‘]*ﬁrﬂtﬁm 113 1518 3
8 R A0 R R S, SR R B Ak A I DNA B 455 18 = AH S 3L (PolZ, ERCC1, ERCC2
RAD52)TEWJ_WE,A M R IB K. [4528 ] Polf ,ERCC1,ERCC2 #l RAD52 ) 44
FIRF RN 22.1%,46.0% ,48.7%H 20.4% ., Kaplan-Meier 27750 M7 2 BH Poll 78 11 %35 FH
1) HE 3 TG 0 8 A A 0 (32 S A ws 34 AN, P=0.008) . 2 % A 1243 T 7 Poll 2 i 42
%ﬁ’@%l%@djusted HR=7.79,95%C1:2.21~27.52,P=0.001). [%5it] PolCTf’EjﬂmrJ'J #IJ
VT 39 A T PR 2Rk mT R T S S TR AE B A T SR P S B AL S

WFoT

E 8 . 5 HE ; Hs ; Poll ; ERCC1 ; ERCC2; RADS52

B 4% S . R737.33 Scﬁﬂmﬂﬁ%.A 3 E 42 1004-0242(2015) 10-0875-06
doi;10.11735/j.issn.1004-0242.2015.10.A016

The Clinical Significance of Pol{,ERCC1,ERCC2 and

RADS2 Expression in Cervical Cancer Tissues

LIU Fei, LI Hao-ran, YANG Li,et al.
(Fudan University Shanghai Cancer Center,Shanghai Medical College,Fudan University , Shanghai
200032, China)

Abstract: [ Purpose ] To investigate the expression profiles of multiple DNA damage repair genes
Pol{ ,ERCC1,ERCC2 and RADS52 in cervical cancer tissues and its clinical significance. [ Meth-
ods] A total of 113 patients with squamous cell carcinoma of cervical cancer,who had adjuvant
concurrent chemoradiation therapy after radical surgery treated at Fudan University Shanghai Can-
cer Center between 2008 and 2009 were enrolled,and immunohistochemistry was used to test
Pol ,ERCC1,ERCC2 and RAD52 protein expression in paraffin-embedded tissues. [Results] The
positive expression of Pol{,ERCC1,ERCC2 and RAD52 was 22.1% ,46.0% ,48.7% and 20.4% ,
respectively. Kaplan-meier survival showed that the patients with Pol{-positive expression had a
significantly shorter progression-free survival(32 months vs 34 months, P=0.008). Multivariate Cox
proportional hazards regression analysis revealed that Pol{ protein expression (adjusted HR =
7.79,95%CI1:2.21~27.52,P=0.001) was a significant predictor for recurrence/metastasis. [ Con-
clusions ] Pol{ expression can serve as the predictor for poor prognosis in cervical cancer,which
might due to the chemoradiation resistance of cervical cancer patients. The exact mechanism needs
further research.
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Pol{ negative Pol{ positive

ERCCI negative ERCCI positive

ERCC2 negative ERCC2 positive

RADS52 negative RADS2 positive
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Table 1 The associations of clinicopathological characteristics with expression of Pol{,ERCC1,ERCC2 and RAD52 proteins in CSCC
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17 (23.3)

56 (76.7)

35 (48.0)

38 (52.1)

33 (45.2)

40 (54.8)

61(83.6) 12(16.4)

73 (64.6)

>4
Pelvic LN

0.688

0.134

0.153

0.984

13 (19.1)

55(80.9)
35 (77.8)

37 (54.4)

31 (45.6)
27 (60.0)

35 (51.5)

33 (48.5)
28 (62.2)

53(77.9)  15(22.1)

35 (77.8)

68 (60.2)
45 (39.8)

Negative

10 (22.2)

18 (40.0)

17 (37.8)

10 (22.2)

Positive
LVSI

0.191

0.200

0.678

0.230

16 (24.6)

49 (75.4)
41 (85.4)

35 (53.9)
20 (41.7)

30 (46.2)
28 (58.3)

31 (47.7)
21 (43.8)

34 (52.3)

65(57.5)  48(73.9) 17(26.2)
40 (83.3)

48 (42.5)

Depth of cervical stroma invasion

Negative

7 (14.6)

27 (56.3)

8 (16.7)

Positive

0.400

0.671

0.375

0.021

2(12.5)
21 (21.7)

14 (87.5)
76 (78.4)

7(43.8)
48 (49.5)

9 (56.3)
49 (50.5)

9 (56.3)
43 (44.3)

7 43.8)
54.(55.7)

0 (0)
25 (25.8)

16 (100)
72 (74.2)

16 (14.2)
97 (85.8)

<2/3

>2/3
Recurrence

0.190

0.498

0.749

0.007

22 (22.2)

77 (77.8)

47 (47.5)

52 (52.5)

45 (45.5)

54 (54.6)

81(81.8)  18(18.2)

99 (87.6)

=}
Z

1(7.1)

13 (92.9)

8 (57.1)

6 (42.9)

7 (50.0)

7 (50.0)
CSCC :squamous cell carcinoma of cervical cancer,Pol{:DNA polymerase {,ERCCI :excision repair cross complementing 1, ERCC2 :excision repair cross complementing 2,FIGO International Fed-

7 (50.0)

7 (50.0)

14 (12.4)

Yes

eration of Gynecology and Obstetrics, LN :lymph node , LVSI:lympho-vascular space invasion.
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Table 2 The associations of Pol{,ERCC1,ERCC2 and RADS2 proteins expression with recurrence in CSCC

. Nonrecurrence Recurrence Univariate Multivariate
Prognostic factors N (%) N (%) N (%) HR (95% CI P HR (95% CI)" P
All patients 113 (100) 99 (87.6) 14 (12.4)

FIGO stage

IB 53 (47.3) 47 (88.7) 6(11.3) 1.00 1.00

oA 52 (46.4) 47 (90.4) 5(9.6) 0.87 (0.26~2.84)  0.812 0.93 (0.28~3.15)  0.912

B 7 (6.3) 4 (57.1) 3 (42.9) 4.95(1.23~19.87) 0.024  3.17 (0.67~15.04) 0.146
Tumor size(cm)

<4 40 (35.4) 38 (95.0) 2 (5.0 1.00 1.00

>4 73 (64.6) 61 (83.6) 12 (16.4) 3.53(0.79~15.76)  0.099  4.19 (0.92~19.13)  0.065
Pelvic LN

Negative 68 (60.2) 59 (86.8) 9(13.2) 1.00 1.00

Positive 45 (39.8) 40 (88.9) 5(11.1) 0.84 (0.28~2.50)  0.753 0.56 (0.16~1.97)  0.362
LVSI

Negative 65 (57.5) 58 (89.2) 7 (10.8) 1.00 1.00

Positive 48 (42.5) 41 (85.4) 7 (14.6) 1.44 (0.50~4.09)  0.500 2.10 (0.63~6.98)  0.225
Depth ofcervical stromal invasion

=23 16 (14.2) 14 (87.5 2 (12.5) 1.00 1.00

>2/3 97 (85.8) 85 (87.6) 12 (12.4) 1.00 (0.23~4.49)  0.996 0.92 (0.20~4.16)  0.909
Pol { expression status

Negative 88 (77.9) 81 (92.1) 7 (8.0) 1.00 1.00

Positive 25 (22.1) 18 (72.0 7 (28.0) 3.76 (1.32~10.74)  0.013 7.79 (2.21~27.52)  0.001
ERCCI expression status

Negative 61 (54.0) 54 (88.5) 7 (11.5) 1.00 1.00

Positive 52 (46.0) 45 (86.5) 7 (13.5) 1.22 (0.43~3.46) 0.716 1.74 (0.56~5.43)  0.342
ERCC2 expression status

Negative 58 (51.3) 52 (89.7) 6 (10.3) 1.00 1.00

Positive 55 (48.7) 47 (85.5) 8 (14.6) 1.46 (0.51~4.21) 0.484 1.61 (0.54~4.81)  0.397
RADS?2 expression status

Negative 90 (79.7) 77 (85.6) 13 (14.4) 1.00 1.00

Positive 23 (20.4) 22 (95.7) 1(4.4) 0.28 (0.04~2.17)  0.225 0.25(0.03~1.96)  0.188

LN :lymphnode , LVSI : lympho-vascular space invasion,Cox proportional hazards regression analysis *:without adjustment and ":with adjustment for

FIGO stage , tumor size, Pelvic LN,LVSI,and depth of stromal invasion
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