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HPV BHYEE #4128 h IGF2BP2 il RPRD1B 4
3y, & 334V R TER ) e

d Ae, ARt (RETTEXARERArR, VIINRE 226100)

W E. BHY AR AI LB F (human papilloma virus, HPV ) MW T HMA R PR L EZHAKRR F 2446 %
& 2(insulin-like growth factor2 binding protein 2, IGF2BP2) 5 %a 2. 4% T mRNA % #) 3% 8 ¥ B -F 1B(regulatory nuclear
pre-mRNA domain containing 1B, RPRDIB) #9A& ik Z s AL, Fik £ICH 201851 A ~ 2019 F | A& Thd
BITREARERS S0 82 4] HPV MW & B # 00 RMR A 5 404%, vA 41 ) HPV WS HBAR AR, 2 AL
i LLLRALF 5 AT 2827 F IGF2BP2, RPRDIB % & % iA, Spearman 448 % 5 #7 IGF2BP2 55 RPRDIB % & & ik #4948 % 14
Kaplan-Meier £ % % #7 IGF2BP2, RPRDIB %& & & ik s £ A HUG 09, COX Wl IUFEAEA 541 % rh HPV [aI4F # /&
BAAATUSHE L, R HPV M4 IGF2BP2, RPRDIB & & k&% F HPV MHEELA L (67.07% vs 9.76%,
6.10% ) B 5 EF AR (70.73% vs 17.07%, 7.32%) , £ AA %5 E L (=35.978, 65.705; 31.582, 62.290,
¥ P<0.05) . IGF2BP2 5 RPRDIB % & & ik 2 R F EA % (1=0.717, P<0.05) . A8 FIGO 44 11 A . e
4545 HPV MM 'S 51 28 4% 7 IGF2BP2(82.61%, 90.63%), RPRDIB(86.95%, 93.75%) F &Mt fE 435 F1 A~ 1B
M (47.22%, 52.00%) . RAkE 456452047 (50.00%, 56.00% ) , £33 EA % FEL (F=11.450 ~ 13.432, ¥H P
< 0.05) . IGF2BP2 a2 = 5 R AR 4 4 A% F IGF2BP2 M HE2E ( 65.45% vs 88.89% ) . RPRDIB AM20 = 4 Z A7 4 7
F4%F RPRDIB M40 (65.32% vs 91.67% ) , £ BH %3 &L (Log Rank x’=6.487, 5.192, ¥ P<0.05) , FIGO
230 A# (OR=1.579, 95%CI=1.042 ~ 2393 ) . FFA M EL#4H (OR=1.960, 95%CI=1.180 ~ 3.256) , IGF2BP2
fabe (OR=1.786, 95%CI=1.226 ~ 2.602) #= RPRDIB [ ( OR=1.602, 95%CI=1.119 ~ 2.293) > %+ HPV ML 3
EEAEATGH I AR E, 818 T#H & F IGF2BP2 7= RPRDIB & iAH &, ## L5 FIGO 51, #hB 444 A %,
A% HPV [ g 5 & A TG 9 k5 e W&

KEEE: AFLRIREE; EAUE; R EAERETF 2 4E6EM 2; JIEZET mRNA Z5H38 A9 35 1+ 1B
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Expression and Clinical Value of IGF2BP2 and RPRD1B in HPV
Positive Cervical Cancer Tissues
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Jiangsu Nantong 226100, China)

Abstract: Objective To study the expression and clinical significance of insulin-like growth factor 2 binding protein 2
(IGF2BP2) and regulatory nuclear pre-mRNA domain containing 1B (RPRD1B) in HPV-positive cervical cancer tissues.
Methods From January 2018 to January 2019, 82 cases of HPV-positive cervical cancer tissues and paracancerous tissues
collected in Nantong Haimen District People’s Hospital were selected as the study subjects, and 41 cases of HPV-negative
cervical cancer tissues were selected as the control. Immunohistochemistry was used to analyze the expression of IGF2BP2 and
RPRDIB protein in tissues. Spearman rank correlation analysis was used to analyze the correlation between IGF2BP2 and
RPRDIB protein expression. Kaplan-Meier survival analysis was used to analyze the effect of IGF2BP2, RPRD1B protein
expression on survival prognosis in HPV-positive cervical cancer patients. COX proportional risk model was used to analyze
factors affecting the survival and prognosis of HPV positive cervical cancer patients. Results The positive rate of IGF2BP2 and
RPRDIB protein in HPV-positive cancer tissue was significantly higher than that in HPV-negative cancer tissue ( 67.07% vs
9.76%, 6.10% ) and adjacent normal tissue ( 70.73% vs 17.07%, 7.32% ) , and the differences were statistically significant
(¥=35.978, 65.705; 31.582, 69.290, all P<0.05). IGF2BP2 was positively correlated with RPRD1B protein expression (+=0.717,
P<0.05). The positive rates of IGF2BP2 (82.61% , 90.63%) and RPRD1B (86.95%, 93.75%) protein expression in
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cervical cancer tissues with FIGO stage IIA and HPV positive lymph node metastasis were higher than those in stage 1A to stage
IB (47.22%, 52.00% ) and tissues without lymph node metastasis ( 50.00%, 56.00% ) , and the differences were statistically
significant ( y’=11.450 ~ 13.432, all P < 0.05) . The 3-year cumulative survival rates of patients in the IGF2BP2 positive

expression group and RPRD1B positive expression group were lower than those in the IGF2BP2 negative expression
group(65.45% vs 88.89%) and RPRD1B negative expression group(65.32% vs 91.67%), respectively (Log Rank y*=6.487,
5.192, P<0.05) . FIGO stage Il A (OR=1.579, 95% CI=1.042 ~ 2.393), combined with lymph node metastasis (OR=1.960,
95% CI=1.180 ~ 3.256), IGF2BP2 positive (OR=1.786, 95% CI=1.226 ~ 2.602), RPRDIB positive (OR=1.602, 95%

CI=1.119 ~ 2.293) were independent risk factors affecting the survival and prognosis of HPV-positive cervical cancer patients.

Conclusion The increased expression of IGF2BP2 and RPRD1B in cervical cancer were related to FIGO stage and lymph node

metastasis, and both of them were independent risk factors affecting the prognosis of HPV-positive cervical cancer patients.

Keywords: human papillomavirus; cervical cancer; insulin-like growth factor 2 binding protein 2; regulatory factor 1B of
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HUEE AR R P RS R R T 2 455
#fH 2(insulin-like growth factor2 binding protein 2,
IGF2BP2) J& — T E 8 45 & Jo 5 RAFAE K 1 2
mRNA JF 85 B n 8 BT, 7858 AR ok
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1.3.1 e 21k 240 IGF2BP2, RPRD1B FEik:
P HPV [HPEAL R il 21 S o5 1 8L, HPV ]
PRAVEEAIZY, e BB e 4 A Y a3 S idd I 1 1 7 5
f£. IGF2BP2, RPRDIB —#i i B LM 1+ 50,
BN A e i BRIV, DA g B E S (0.
Tty 1 M, 2: ARt ) P @ A5y (0
< 25%, 1: 25% ~ 50%, 2: = 50%) M3 FHAIE
R LARBERGR T, < 20 AME, =24
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1.3.2 BV : I R FUREEZ 5 IRk, B
Vi—=4E, S 1AE3I DA —IR, 2 ~34F 61
AMEVi—x, Hvir X 2 s ik kv, BEviN
BN BE AR S A At E] ., BV R 2 2022
F2H 1 BEVIZ SN B E AT S B R 25 AR
1.4 it a4 FIH SPSS23.0 B dEA7 481
Mo THECRRILIR (HATEHE) [n (%) 1w, 4l
Fede R R K56 . Spearman Bk AH 544 HPV [H
PR U4 21 R IGF2BP2, RPRDIB 25 135 HAH
JtE. Kaplan-Meier 4= /7 43 #1 IGF2BP2, RPRDIB
B FIAXT HPV BH: B S H 3 A A7 TS A5
COX HL i XUBS AR 7Y Z3 BT 520 HPV PHAM: B 20098 A8
TR Z, P < 0.05 HESASHFE X,
2 R
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2.1 #a22¥ IGF2BP2, RPRDIB % & &4 IGF2BP2
BB b A 0 B P e 0 =5 A7 T 40 i A5E R 41 i 2
RPRDI1B 2 F #7 # (0 BH P e (0 32 207 T A A%
VLI 1. HPV BHP: 98 4121 IGF2BP2 & H BFHE % N
67.07%( 55/82 ), = T-HPV MM 4141 9.76%( 4/41 )
KAEs5 IEH A1 6.10% (5/82) , 225 HAS 4
HPVIF 1412 23 1

-

2.2 HPV s % & 48 2% + IGF2BP2 5 RPRDIB
g &k Ak HPV FH M 41 21 IGF2BP2
5 RPRDIB % H % i5 & & % 1E M & (=0.717,
P<0.05) .

2.3 IGF2BP2, RPRDIB & & & i£ 5 HPV At g

it

1 #A4s IGF2BP2, RPRDIB

BEED

B ('=35.978, 65.705, ¥J P<0.05) . HPV [t
JE 4121 RPRDIB & H BHPEZR A 70.73% (58/82)
& T HPV RIS 17.07% (7/41) R 55 1F 5%
H817.32%( 6/82 ), 2= AA G2 U =31.582,
69.290, 4 P<0.05) .

% A S

.
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PG KRR AN A R W 1. I FIGO 4
WM A, FEMRELEE RS HPV PHE S 50 41 21
IGF2BP2, RPRDIB &H MR & T I A ~ 1 B
. EE g B, 2R EAGIEE X (Y
P <005) .

x1 IGF2BP2, RPRDIB EARIESIGKKFESHMAER 1 (%) ]
% n IGF2BP2 ik 7 P RPRDIB [ 7 P

(%) <60 50 30(60.000) 2523 0.112 32(64.00) 2.805 0.094
=60 k) 25(78.13) 26(81.25)

i ] fife i 48 33(68.75) 0.147 0.701 36(75.00) 1.019 0313
[ 34 22(64.71) 22(64.71)

FIGO /M8 TA~TBE 36 17(47.22) 11.450 0.001 18(50.00) 13.324 0.000
A 46 38(82.61) 40(86.95)

MR Bk 39 24(61.54) 1.032 0310 26(66.67) 0.594 0441
il 43 31(72.09) 32(74.4)

Nl HALZ 41 28(68.29) 0.055 0.814 26(63.41) 2121 0.145
NI 41 27(65.85) 32(78.05)

A ) kY] 29(90.63) 13.181 0.000 30(93.75) 13432 0.000
T 50 26(52.00) 28(56.00)

2.4 IGF2BP2, RPRDIB % & & ik 5 HPV [t g
HEEHFAEATGH X Z WK 2, BEUH, BT
2265, R 1, ZARAAERR 73.17% (60/82)
IGF2BP2 FH % 41 A1 B M 41 28 3 1 = 4 A A7 53 3
H 65.45% (36/55) , 88.89% (24/27) . RPRDIB
B 1 4 R B P 2 6 2 A = AR AR A7 R A3 51 R 65.52%
(38/58) , 91.67% (22/24) ., IGF2BP2 B £ 41
1 RPRDIB FHYEAL 2 —4F BRUA AR 0 HIMET
IGF2BP2 [J] 1 20 #1 RPRDI1B M4, %% H A4S

i12# 7% X (Log Rank ¥’=6.487, 5.192, P<0.05) .
25 FRERZ S EE COX sl R )2 5%
HPV [T HEEHFAATEHRE k2, 3,
PLHPV BRPE S St (e P VR AR B (0= 415,
1=46T, =HfE) , REREKZEE COX AR
SRR T Z5 5, FIGO 433 1T A #. JF &k 4s
¥ . IGF2BP2 [H¥E. RPRDIB FH 1 /& 5 il HPV
FEF I e 20008 £ U TSGR TR 2R
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& 80 - 80
E 60 - E 60 |
52 40 | g 40 |
% —— IGF2BP2RI 41 B&% —— RPRD1BFH4:4A
20 F L GR2BP2BHEAL 20 F . RPRDIBRA 4L
0 L L 1 0 I 1 |
0 12 24 36 0 12 24 36
AR CHD AEAFIN T CHD
B 2 Kaplan-Meier 77 BT HPV PRIEE FEEHLR IGF2BP2, RPRDIB EARIESTREMX R
*2 BREZE COX LhFI R sy
Sl e B SE Wald P OR 95%C1
SRR = 60 % vs <60 % 0445 0376 1.401 0359 1560 0.747 ~ 3.261
Pl B9 vs N 0.582 0.556 1.096 0.597 1.790 0.602 ~ 5322
WUz ILZ vs BNLZ 0.279 0.237 1.386 0412 1322 0.831 ~ 2.103
I &k vs 1 R 0.386 0.221 3.051 0.064 1471 0.954 ~ 2.269
FIGO 43481 TAfvs TA~TBH 0.584 0.260 5.045 0.000 1.793 1.077 ~ 2.985
R Bk 0.632 0273 5359 0.000 1.881 1.102 ~ 3213
IGF2BP2 B vs B 0.582 0.206 7.982 0.000 1.790 1.195 ~ 2.680
RPRDIB B vs B 0.386 0.181 4.548 0.000 1471 1.032 ~ 2.098
=3 £ EZE COX Lbfil XU R
%l B SE Wald P OR 95%CI
FIGO /M8 0457 0212 4.647 0.000 1579 1.042 ~ 2393
HELERET 0.673 0.259 6.752 0.000 1.960 1.180 ~ 3.256
IGF2BP2 0.580 0.192 9.125 0.000 1.786 1226 ~ 2.602
RPRDIB 0471 0.183 6.624 0.000 1.602 1.119 ~ 2293
3 g 3K, IGF2BP2 fiE # Ll MYC mRNA [ N6 H!

B SR TR LM DL, ARk
AR B S, R @R . HPV

Y B B A P BRI 3R, B ok HPY

BRI N 16, 18, 52 F1 537, R4 ny v fa A
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i & E AR A K T 2 454 8 H 2(IGF2BP2) J&
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RS F R B EA GGC A, Lk,
PEIEPPREE VR . ARWFSE R, HPV B E St
IGF2BP2 ik THE, 5 FIGO 73], 45 A
X%, 4875 IGF2BP2 2 5 HPV FH 1 #5095 (0 305 &
Ak . IGF2BP2 Hy ik iS5 HPV i d R YA
X, HU 46 M 2224558, HPV DNA %i i) E6/E7 &
1 BERS 76 5 K F b R F 508 41 i h IGF2BP2 /Y
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T R R 7 R I R R I 2 mRNA ) N6 H LR
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g, SECRE AR PG . JIANG % " HHE,
IGF2BP2 figf% [ i e 40 i v 4 S I F c-mye 1936
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JEANMG Z PE 38 . AN T 25T 25 M R, i
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T 40 A S Ik A i 1 s 2 288, W IGF2BP2
/NG TR 5R) IX5 SRR iR 40 i IGFBP2 (1)
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S BT RE s 25, s B IR IR TS, 2
TERHT PR IGy7 r 26 1.
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JEh &3, RPRDI1B e 5 M 240 %) 75 PG fib i
LAIF AR 250, SEURE R 2N BRI
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