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[Abstract] Objective To observe the expression levels of PI3K, ERK,IGF-1R and ER in cervicitis and cervical squamous
cancer tissues among Uighur and Han ethnic patients and their correlation. Methods The 90 paraffin embedding samples of cervici-
tis tissue( 46 cases for Han and 44 cases for Uighur) and 224 paraffin embedding samples of cervical squamous cancer tissue(36 ca-
ses for Han and 188 cases for Uighur) were collected and detected the protein expression levels by using immunohistochemistry. Re-
sults The positive expression rates of IGF-1R and PI3K in cervical squamous cancer were 58. 04 % and 92. 41 % respectively, which
were higher than 13.33% and 57. 78 % in cervicitis tissue, the positive expression rates of ER and ERK in cervical squamous cancer
were 22.32% and 68. 30% respectively, which were lower than 63. 33% and 95. 56 % in cervicitis tissue; the positive expression
rate of IGF-1R and PI3K of cervical squamous cancer in Han and Uighur were 69. 44 % ,88. 89% and 55. 85% ,93. 09% respective-
ly, which were higher than 15.22% ,54.35% and 11. 36 % ,61. 36 % of cervicitis tissue;the positive expression rate of ER and ERK
of cervical squamous cancer in Han and Uighur were 13.89% ,83.33% and 23. 94% ,65. 43 % respectively, which were lower than
65.22%,93.48% and 61.36% ,97. 73% of cervicitis tissue respectively;the expression of ERK in Uighur cervical squamous carci-
noma tissue was 65. 43 % , which was lower than 83. 33% in Han, the difference was statistically significant (P<C0. 01). Conclusion

PI3K,ERK,IGF-1R and ER protein expression positive or deficiency is closely related to the occurrence of cervical cancer,which
may serve as the important biological indicators for detecting cervical cancer,and the ethnic difference of ERK protein expression
exists in cervical cancer.
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JH T g Cextracellular signal-regulated kinase, ERK) 5 i g 3¢
B, BT R A TR R 0 L E S R R RO R W B T
AR DU I % 5T L 52 R S 9 B8 RS2 T e A IR T X 7K -
B 3~4 fif FERE /DB &5 1 6. BT 6T 5 Sk
AL H PI3K . ERK.IGF-1R #1 ER & [ 76 4 & /K % 5 3%
22 [B) 22 3 B AH 36 SCHRAE [ 9 0 O BIE 9T i 20 L4 GE L AR BF 5T R F
GugE SUL% B Ko M PISK. ERK . IGF-1R Ml ER %8 [ 16 4k &
IR 5 DU T8 BUA R AL i R 1 0L IR & IR 5 E B

TR KRR
1 #AMETE
L1 — BRI sl B B A28 — M B2 g K A0 1T 3 IX

N BT e 0 60 381 04 B 300 6 4 21 90 1y (DU 46 4y, 4k T IR R
44 03, B Fi i 22 224 1y (DUIE 36 1y » 45 /R % 188 1) 6
I RAZR IR AL . S A St A 2 s bt ik
PI3K g {4t 5t H A2 4B 24 |l (1 s 1500 ,ER 1 H R &7 &L
BHEHARRAE 1 1000, ERK(1 ¢ 50)  IGF-1R(1 : 500) 4 H
XK E SANTA AW, ZH0. @ FEB AR (DAB) 657 & W
Bt R 2 A

1.2 Fik

1.2.1 SgEdifh SPIEI 880 A BB K Ak, IR 7E
0. 01 mmol/L #7H5 BT I A& 5 1 2 S 16 & vk Tiak 21 &
F0.3% H.O, M7 10 min, BHLET N I S0 9 05 0. i
Ik ACE 10% I3 FALY R B (R R 2B E R
AL ZRIFE 10 min, WA —Fi .4 CHEFF1E08 B B8R 5 2% v
W (PBS) i Pk 5 min, 3£ 3 k., XK B ZRIFEF 10 min,
PBS #1¥% 5 min, 3 3 WG MNAK C ZHRMHF 10 min, PBS #f
PE 5 min, & 3 U, I IIHT EEECHI G DAB 60, Eil B A2~
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5 minCi fUEE F ¥ i @R A A 3~10 min) . &R & A, 7K
ZEY Bk, AN B,

1.2.2 Z5H e Sy a4 e LU 301 B 408 A 5T 5 41
W BURE B 0 0 BH Pk ) E b . PISKLERK Al IGF-1R K
Sy TEANML T P9 223k . 0 A0 M A% 25 6, ER £ ZLAE 40 A% P %
iR e E B R L BURL O B M A M. RSB N & WL EF
N 42 BH P 200 i A 4 2R BT o AR R 5 A SR . <5 Y0 S A
(—).5%~25% R EF I (+),>25% ~50% KM+ +),
>50% ~75% KRR I () > 75 % R am B (- +
+ ). BAMEA IR O 4R PBS B0 — B E Hig14L.

1.3 Seit2eab 3 SR A SPSSI16. 0 Se it 8K 4 A7 43 b7 s S5 %
BERE R FH A BT AR A L 55 0 Bk R 36, FE DG 1 SR FH A5 A
% Spearman Bk # & R FU Ml Pearson Fl Bt R H F R, UL P<
0.05 W ZFAH G ¥E L.

2 & 7

2.1 EHiREEMGEA 4P PISK.ERK.IGF-1R fil ER %
BB T E S IGF-1R, PISK [ M 3% 35 2 (58. 04% .
92. 41 B B 8 F 5 # R 4141 (13. 33%.57. 78%) . ER,ERK
FH P 63k % (22, 32% . 68. 30 Y0 Ik T+ & % 48 4H £ (63. 33% .
95.56 %), 2% F A Bt 5 XL (P<<0. 01) ; I 4B R+
FEHE IGF-1R PI3K PH 4 3 15 R & F UK 4 5 /R 8 35
HLL(P<C0. 01) s PUIR (4 B /K R 7 '8 $i g i ERVERK FHPE %
IR AL T DU 4 B /R B 3R 4141 (P<C0. 01) s 4 B /R AR
AL E T E 4120 IGF-1R \ERK & 3k {5 F J8 i i 41 41 (P<<
0.05) ; ERK ¢ 4k B /R i T B 390 9% g 41 20 vp R 35 K F Uik, 2
S G L (P<<0. 0D LA 1 K gk 1~2,

*x1 EMXRETFEMNHEHALF PI3K.ERK EARIELE
— ) PI3K(n) B 22 ERK(n) I
- + ++ 4+t ++++ OO0 - + ++ 4+ A+
B 90 38 19 7 11 15 57.78 4 6 22 32 26 95.56
WU 16 21 11 2 5 7 54. 35 3 2 9 17 15 93. 48
o B IR 44 17 8 5 6 8 61.36 1 4 13 15 11 97.73
T g 224 17 24 50 50 83 92. 412 71 59 50 31 13 68. 30°
WG 36 4 5 5 6 16 88. 89° 6 7 12 7 4 83. 33"
HIEEYINI 188 13 19 45 44 67 93.09¢ 65 52 38 24 9 65. 43¢
JEA 30 2 4 7 4 13 93.33 9 6 5 7 3 70. 00
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gkl BHIXRFEHSEAL S PBK.ERK EERIKLILE
PI3K(n) B 1 2 ERK ()
s LK " ok B3 (90
— + ++ +++ ++++ ¢79) — + ++ +++ ++++

=4 25 1 1 7 9 7 96. 00 5 8 12 0 0 80. 00

F o1k 109 7 11 23 27 41 93.58 38 30 19 16 6 65. 14

4 24 3 3 8 4 6 87. 50 13 8 2 1 0 45, 83¢

©P<C0. 01, 5 E SR AL : P<0. 01, 5 PUB B B ;< P<<0. 01, 54 E IR BB HR B4 9 P<0. 01, 5 PUB 5 BUBE R L8 P<

0. 01, 5 J5 40 48 L3 .

x2 HEHARFEHHEALD IGF- IR ER EARIKELLR

J— i IGF-1R(») S At 2% ER(n) o 4 %
- + ++ 4+t ++++ OO — + ++ 4+t ++++ OO

R 90 78 9 3 0 0 13.33 33 33 13 8 3 63. 33
W 46 39 6 1 0 0 15.22 16 17 5 5 3 65.22

Y TR 44 39 3 2 0 0 11. 36 17 16 8 3 0 61.36
T 4 s 9 224 94 46 30 29 25 58.04: 174 24 15 7 4 22,328
Wi 36 11 8 8 6 3 69. 44b 31 4 1 0 0 13. 89"

Y IR 188 83 38 22 23 22 55.85¢ 143 20 14 7 4 23, 94

T A P 30 10 6 3 4 7 66. 67 20 4 4 1 1 33,33
oAk 25 7 7 4 5 2 72.00 23 1 1 0 0 8. 00
ik 109 52 21 12 11 13 52.29 80 13 9 5 2 26. 61
i1t 24 14 4 3 3 0 41. 674 20 2 0 1 1 16. 67

*P<<0. 01, 5EHRWE P P<<0. 01, FPIRE FR A P<<0. 01, F4EFHRIRE S LI

2.2 PI3K.ERK.IGF-1R 1 ER [a] ik #H 6 45 R % F
B FE 4 40 ERKLVER 5 PISK 5 1F #H 3¢ (r=0. 34.,0. 23,
P=0.00),ERK 45 IGF-1R & EA#{3% (r=0. 34,P=0. 00),ER
5 ERK ]3¢ (r=0. 21,P=0.00),PI3K,.ER 5 IGF-1R #] 3%
(r=0.36.0.24,P=0.00); % 4l x4+ PI3K.ERK.ER 1 IGF
EHFEL LK S,

x3 £ AfRAH PISK,ERK.IGF-1R #1 ER EA ki (n)
PI3K ERK ER IGF-1R
9 L2 TR n
- + - 4+ - 4+ - 4+
B R 90 38 52 4 86 33 57 78 12
DU 46 21 25 3 43 16 30 39 7

HIEEVINI 44 17 27 1 43 17 27 39 5
TEmEE 224 17 207 71 153 174 50 94

o IR 36 4 32 6 30 31 5 11 25

U 188 13 175 5 123 143 45 83

o

3 it it

HPV & R FEIEN EEZIORAR . HERS T A
A R PE SR NSRS FEZHEERRSS
FAR AR ST, 4 0F 95 & B, ER 7638 1 58 7 5 Sk 75
SRR 0 BE PR I FAE IR F e S 1 3k ER fE A L
PRI SR IR F 5 o ) & A 2 T LB S0 AN 0 A K B AR
PEE AN,

ATFFEH ER 78 F 5 S A0 PR R R % (22, 3220 Ik
FE S A 41(63.33%) , 5 Zhai Z g5 — B, BARATIS
KB ER 78 4t 5 R G DU T 5 808 Py B M SR s R
(23.94%,13. 89 Y ¥R T & # K 41 41 (61. 36 % ,65. 22%) , 22
SH G F L (P<<0.01) fHFE W RE R % . ER Rk 2%
BHG I E L (P>0.05), ER £ 5 55 6% 9 20 23 v BH 1 R A%

4. P<C0. 05, 5 RN LR

FEIk W R AR VT BE S i T B0 AR R P M B K AR X IR
WA MR MR 5 HZ R4 6 B KRR, W
T AESE T ERa 5 H L A0 5 3O 5L SEKF A8 46, AT 5 3L
EHREBEESEES . BT ER E A4 A F KBS SR
AR AFAE R B ZE R, 0 LLE KT ER 8 [ A9 35 K F 3k
T ey 30 AR i e AR

IGFs & — X Z U Redn s 2 A 4% I 7. E B se 2L
8 33E 200 M A 22 53 4 3 B8 RUA A 08 T A R L R S R
AT IGF-1R e 1A 005 5 5 40 i 338 3 X% g % A % 4
AH2C, HFek AT DR s Al i g AR . A B £ L IGE-
IR PHME R Rl , 8 OB 41 8UR 2B hE SRt .

AHIF 5T 45 RAUE 5L L 6 4E R R VDUR T8 S IGF-1R
B B P 26 35 8 (55. 85 %, 69. 44 %) B T By # K 4H 41 (11, 36 %,
15.22%) . 25 BB Ge it L (P<<0. 01) , 48 B /R 1 L L 4 1]
IGF-1R ik R ER LB X (P>0.05), fEXF 188 i
He R W U A T 25 R B AR b R S A DA 9 L 2
FA G FE L (P<<0.05), b B IGF-1R BHPE K 55 Fi5
TERBREAH X,

KB s R E UL ER 4 B R iR T8 B im h ALk ik
(23.94%), H5 IGF-1R #£ 7E M & 1% (r=0. 24, P=0. 00D, Ji{
Al BB BB RN R ME R OK 5 IGF & % W A 4 FH 8 IGF-
IR XML IGF-IR EME R M E O, S fE RS 2%k
54 5 ER KEFEAG. Foon i S0 4 38 I PR b 20 4l Bt Mk 9%
FIAYT AT MER B KR R R ER 3 2, AT & B IGF-
IR S iG e, BRI AL SRS ERBEZRMRRC
G IGF-1R 7K1 5 B 51 {8 (AR 5 38 K 719 2 10 35 T A ¢, B
IGF Z 4t 5 0P 4L §S R 35 76 '8 80 19 & A o 72 v 4R 1 42 3
7GR

PISK J& — P P i B 195 JUL e 385 8t o by 4 A ST 68 R 9 5 T
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B B SR R o A Sk 43 AT £ B R B T
A3 R B PISK e [A 5848 Fl 22 B 1R / 7 A B2 46 L1 ¥ BCAKTD 1y
o R AL K S R R A R R BB IE 2 — . PIBK/AKT
5530 s 2 5 2 Fh e (0 A R R AR 308 9T 400 i 84 g 2E K
Ak I LA T Y R R S0 &R T S0 A0 iR
P13K & [{ £k B n , AW 5% 45 AL 92, PI3K e 4 &
IR DU T B S5 98 v 1Y BH 1 23K 26 (93, 09 %6, 88. 89 0) &
TESBRHEL(61.36%,54.35%), BERAHKITEENL(P<
0.01), &5 S ) B 45 AR %0 — 8. i 4 R W L DU 4L Tl Y
PI3K Rk L #%, 22 5 L 4 it 2 2 X (P>>0.05), & W] PI3K/
AKT {553 5 5 5 8005 15 57 35098 40 0 04 334 70 33 Ve R s RS 1
TEAH R

AT R 22 245 AL B E O 5K % (mitogen-activated
protein kinases, MAPKs) , 2 5 40 o 7 T 1 J& 399 i 4 455 76 40
0 A 2 ST Ui 4 4 B 43 A e A B T ) i R e B
A EREEMMEATERK M 411775 4  F, & MAPK
{5 5 300 % TP ) AT ML O L AR ORIR T S R A a0 L dE R
T ERK H E7EFR T 0412120 A Y 45 28 1 7 21 473k U Y i g
hRFAKER T IERAL™) e i LR e g h g
kU, AR P ERK 78 T8 U8 TG B Pk SRk R
(68. 30 YO (K T2 B 46 4 27 (95. 56 %) o 1E 4 B /R e I 75
5 885 98 v 1) BH M 223K 38 (65. 43 %, 83. 33 %60 MK T8 481 46 41 41
(97.73%,93.48%0) . ZRH G % & X (P<<0.01), ERK 7E
YT IRIE U E B A 2 h R R B R A SKIFE XL
(Ze=2.85,P<C0.01), ERK J& MAPK {Z B % S j (1) = 2%
U5 SRR S B R 3, ERK A G 4H L N R B 5 R iR R
B 2 8 MAPK {5 5% $i& 1% . ERK {5 558 # -l 5 K o
AL Z R LR 0% A 9 ERK A% 38 R [ 19 15 B & AE AR Y
EYEROY . WS Z B ERK fE AR R R A Rk %R
P AR T AR o RO H] A S 0 AR PL ] 5 3 ERK G % 5
W R AT R 2 R 0 G 1R 2 B Ak s AT 40 o 4 A T
PR,

AW K FEYE T R R S s 414 b PI3K &5 IGF-
1IR(r=0.36,P=0.00)fl ER(r=0.23,P=0.00) ik K;
ERK 5 IGF-1R(r=0. 34, P=0. 00) 45 A 3¢ ¥ ; I 3 48 06 P 47
HEMAZ WL ERK #l PISK J& MAPK {5 5 % 3 #% 19 = 90
it 9 3k S I 1 T B KL A B 5 b IGF-1R 7E4E B /R ik T8
i g A1 20 (9 2235 5 HA B B A DG 1 L IGE-1 FT SR R R i
W ERK PI3K I A 98 37 R it 8 5 B T % 45 A8 M ST 170 0 44
PF o L AZ PR KT S6F T 98 7 25k PR 3 S 110 0 T 0 o 2 e ST
B B BRI ERK 55 PISK wf fg/E b 36 A 40 2545 L F IGF-1
Mek 4 IGF-1R 5 ER fyAH 5 fE A . #b4h, ERK 5 PI3K
BEM K Gr=0. 34, P=0. 00) Ut W 7£ 4k & /R & 7 5 50 5% 9% 19
R RS Y T PIBK/AKT il MAPK/ERK {5 5 % 538
5 4 ) o SR L I TR B R R B Y kR R R AR
FLEE, B, AT ERK &7 5 &3 30 # 4,
VL U)W 15 5 5 19 ads 428 . DTG 32 1) T B R0 ¥ 97 9T i 4 5 R T
B S I B

R A B R W 10 2 B U B R e B R Y
SOABHHLE W RIS A . Rk 7% X ERK 748 B R 5 3
8 gt 2 0 v 1) Y 5 485 R AT Oy E — 5 W 5 L R e B 25 —
B SERl . Bl X 2 A R IR R ARG B A K I A 8 B )
VW B S0 R 312 W B TS 0 ok 8 A AR A L O U 1 R R
VBT B S A Sy 4B AR R B SR AL E A I A A
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