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T Y4180 IGF2BPImRNA, PEGIOmRNA #ik K 5
S DR 305 (R G PRI e F S

BEE, Fmi®, M 75 [ aatiaghise COJeE T 2B R D4R ) a. IOt dRt; b, afk;
c. PEEF, #IALE A 435000]

W E. BW AT AR (endometrial carcinoma, EC) AL P e B A4 £ K HAF 2 mRNA £4% % 1| (insulin-
like growth factor 2 mRNA binding protein 1, IGF2BP1) mRNA, % % % ik 3% 4% ¥7 92 2L B 10 ( patrilineal expression of
genetic imprinting gene 10, PEG10) mRNA & ik & L5385 K W Ak g X ARG . ik I 2017 % 1 A ~2019
1 A#abs T2 WG4 SR Te 56 49 100 ) BC %4, 528 & &2 % PCR 4 EC & 40 8 4= 5 5 4122 IGF2BPI1
mRNA, PEG10 mRNA % ¥ 74 m féL 4% 4 )& ( proliferating cell nuclear antigen, PCNA ) mRNA, 4a 8 J{ 41 & D1(cyclin
D1) mRNA, a8 H& & #1%8 4 ( cyclin dependent kinase 4, CDK4 ) mRNA &k, %% 202715460 IGF2BPI,
PEGI0 % & & ik, 48 K A Pearson 48 % 5 #7, Kaplan-Meier ¥ £ 2 #7 R F] IGF2BP1, PEGI0 % ik 20 EC & % #)
B E 5, COX @)a4p# EC BF TG mE &, R ECHE4L ¥ IGF2BP1 mRNA (1.84+0.33) , PEGI0 mRNA
(2.12+£0.40) , PCNA mRNA (3.14+0.42) , cyclinDl mRNA (2.81+0.36) , CDK4 mRNA (2.37+0.34) & FJ%& 5
20 4% (0.78+0.21, 0.914+0.25, 0.74£0.13, 0.67+£0.21, 059+0.18) , £ 7F B A % it 5 & L (£=25.652 ~ 54.588,
¥ P<0.05) . %142 IGF2BP1 (70.00% ) , PEG10 (72.00% ) & & Mtk & & T & 54042 (100%, 9.00%) , %5
AA it FE& L (=75.000, 82363, ¥ P < 0.05) . EC * IGF2BP1 mRNA, PEG10 mRNA #% ik 5 PCNA mRNA,
cyclinDl mRNA, CDK4 mRNA 4% i £ E 48 % (r=0.562 ~ 0.625, 3 P<0.05) ., EC ¥ IGF2BPl mRNA 5 PEGI10
mRNA £ix 2 2 F EH % (1=0.663, P<0.05) ., FIGO 5 # I H. Jt A K@ L4 BEC &2 F IGF2BP1 (86.49%,
87.50% ) , PEG10 (89.19%, 90.63% ) a2 & F FIGO 481 1 ~ 18 (60.32%, 61.90% ) . T ELHH (61.77%,
63.24% ) , 2 BEA %3 EL (1=6.863 ~ 8.608, 3 P<0.05) ., IGF2BP1 M40 & & = 4 ¥R & A % 70.00% (49/70)
AT A HE2869 90.00% (27/30 ) ; PEGL0 FAE4a & 4 = 5 S AR £ A5 H 69.44% (50/72) , A& T M HE2869 92.86% (26/28 ) ,
£ BA %t 3% 3 (Log-rank y’=4.133, 5491, P=0.042, 0.019) , FIGO % l #1 ( OR=1.449, 95%CI: 1.148~1.830) .
A ML EF (OR=1.442, 95%CI:1.124~1.850) , IGF2BPI fatt (OR=1.637, 95%CI:1.239~2.163 ) % PEGI0 a1+
(OR=1.576, 95%CI:1.136~1.187 ) # & EC £ 4 A HFMG ek 2 &k B E (39 P<0.05) . £ EC F IGF2BPI,
PEGI0 kA H &, HE LA R AL EME, £ EC FUSIHE NI BATEY.
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Expression of IGF2BP1 mRNA and PEG10 mRNA in Endometrial Carcinoma
and Their correlation with Proliferation Gene Expression and Prognosis
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Abstract: Objective To investigate the expression of insulin-like growth factor 2 mRNA binding protein 1 (IGF2BP1) mRNA
and patrilineal expression of genetic imprinting gene 10 (PEG10) mRNA in endometrial carcinoma (EC) tissues and their
correlation with proliferation gene expression and prognosis. Methods A total of 100 EC patients diagnosed and treated in
Hubei Institute of Technology Affiliated Maternal and Child Health Hospital from January 2017 to January 2019 were selected.
The expression of IGF2BP1 mRNA, PEG10 mRNA, proliferating cell nuclear antigen (PCNA), cyclin D1, and cyclin dependent
kinase 4 (CDK4) mRNA were examined by real-time fluorescence quantitative PCR. The expressions of IGF2BP1 and PEG10 in
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tissues were detected by immunochemistry, and their correlation were analyzed by Pearson correlation analysis. Kaplan-Meier
curve analysis were used to analyze the prognostic differences in EC patients with different IGF2BP1 and PEG10 expression
groups. COX regression was used to analyze the prognostic factors of EC patients. Results The expression levels of IGF2BP1
mRNA (1.84 +£0.33), PEG10 mRNA (2.12 + 0.40), PCNA mRNA(3.14 + 0.42), cyclinDl mRNA(2.81 +0.36) and CDK4
mRNA(2.37 £ 0.34) in EC cancer tissues were higher than those in adjacent tissues(0.78 +0.21, 0.91 £ 0.25, 0.74 = 0.13,
0.67 £0.21, 0.59 + 0.18), and the differences were significant (r=25.652 ~ 54.588, all P<0.05). The positive rates of IGF2BP1
(70.00%) and PEG10 (72.00%) in cancer tissues were higher than those in adjacent tissues (10.00%, 9.00%), and the differences
were statistically significant(y’=75.000, 82.363, all P<0.05). The expressions of IGF2BP1 mRNA and PEG10 mRNA in EC
tissues were positively correlated with PCNA mRNA, cyclinD1 mRNA, and CDK4 mRNA (r=0.562 ~ 0.625, all P<0.05). There
was a significant positive correlation between IGF2BP1 mRNA and PEG10 mRNA expression in EC tissues (7=0.663, P<0.05).
The positive rates of IGF2BP1 (86.49%, 87.50%) and PEG10 (89.19%, 90.63%) protein expression in EC cancer tissues with
FIGO stage III and combined lymph node metastasis were higher than those in FIGO stage I-11(60.321%, 61.90%) and without
lymph node metastasis (61.77%, 63.24%), and the differences were sttistically significant(y’=6.863~8.608, all P<0.05). The
overall 3-year survival rate of IGF2BP1 positive patients[70.00%(49/70)] was lower than that of IGF2BP1 negative patients
[90.00%(27/30)], the overall 3-year survival rate of patients in PEG10 positive patients [69.40(50/72)] was lower than that in
PEG10 negative patients [92.86% (26/28)], and the differences were statistically significant (Log ranky’=4.133, 5.491, P=0.042,
0.019). FIGO stage IIT (OR=1.449, 95%CI: 1.148~1.830), combined lymph node metastasis (OR=1.442, 95%CI:1.124~1.850),
IGF2BP1 positive (OR=1.637, 95%CI: 1.239~2.163), and PEG10 positive (OR=1.576, 95%CI: 1.136~1.187) were independent
risk factors affecting the survival and prognosis of EC patients (all P<0.05). Conclusion The expressions of IGF2BP1 and
PEG10 in EC were increased, and they were positively correlated with the proliferation gene expression. They may be potential
tumor markers for prognostic evaluation of EC.

Keywords: endometrial carcinoma; insulin-like growth factor 2 mRNA binding protein 1; patrilineal expression of genetic

imprinting gene 10; proliferation; clinical pathological characteristics
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1R 1VAMERR, 94°CHIZEYE 4 min; ¥ 2 3 354>
IR, G145 94°C7AEME: 30s, 60°CiE K 40 s, 70°CHE
ff130s. L GAPDH AW Z, HIE2 25 “%kit#
IGF2BP1 mRNA, PEG10 mRNA, PCNA mRNA,
cyclin D1 mRNA, CDK4 mRNA AYAHN 5

13 7%

1.3.1 %6 E & PCR K. B4 B EC Jig 41 41 f1
Joi 57 4L 4L, Trizol $EHL 4 41 RNA, HEAT 6 55 5%,
L cDNA SH i #4726 Bt PCR . SRR
201, £ 5 2xSYBR Green 101, cDNA 11,
IER G 05w, WK Tl RVERF: P

*x1 51475
# NABELY) St |4

IGF2BP1 mRNA 5’-GCGGCCAGTTCTTGGTCAA-3 5-TTGGGCACCGAATGTTCAATC-3’
PEG10 mRNA 5’-CAAAGGAGCCGGAAAATTCAAAT-3 5°-CGTCTCACTCTCGGTGTTCA-3
PCNA mRNA 5’-GGCCATCGAGAATTGTTGCAG-3 5°-CCAGGGATCAGGTGAGACTG-3

Cyclin DI mRNA 5°-AGCAGTCGGAGGAGAACAAC-3 5’-CACTGGGCCATGAAAGGAG-3’
CDK4 mRNA 5’-GAGCACCAGGGATTTCTCAGT-3’ 5’-GGTAGTTGTGCATCAGGTAGTG-3’
GAPDH mRNA 5’-AACGCAAGATCAGACGCCTG-3 5’-GGGCAATCATCTGGAAAGCAT-3

1.3.2 RSB . B BOR sp o e AR
WS R SR 2L, W 12h, A1 5
JEYIR, HH AR S A e 0 L IR T e (A
IGF2BP1, PEGI0 —#HTFBEEL A 1: 1 000, Wik
A BEAKCE B . SR AU Y (o
FYER. Yenm it h. 043 LY, 147
RE A, 20 WA, RamATEs R 047
< 25%, 173: 25% ~ 50%, 275%: = 50%. MPE
AR R ALY ATy, < 24 MR, =240 h
PH .

133 Fvirik: BC B#H BRI E e
B, 2R BHENARE=AHWNEH 1K, U
FR=AA TRERE 24, ZEHEANTH 1R
AR B F PR, mR s . ERMAK: . B
8 M A CT 8¢ MRI &5, FETI#IE 2 2022452 H
Bl 724 R R B AT B BE A R

1.4 it o4 K SPSS 26.0 84 0 Mk .
B 2R OB DAE + PR (X £5)
LR, RAPIIST AR K5, THECRRIIER (%)
Fon, dRIELEHR TR, E55 0ok
B AHIEAE TR Pearson A5G0 HT. Kaplan-Meier
LI AAF IR, RIF IGF2BP1, PEGI10 3k
EC B#H A A B Log-rank 1 K%, COX [f]
IR EC A G R R . P<0.05 AZERH
GiitrE .

2 H#R

2.1 41 %2 ¥ IGF2BP1 mRNA, PEG10 mRNA %
¥ A B ey Rk UL 2. JE 4140 P IGF2BPI
mRNA, PEGI0 mRNA, PCNA mRNA, cyclinD1
mRNA fll CDK4 mRNA Fik 35 TR o7 4141, %
SHEAGE L (¥ P<0.001)

2.2 EC #4022 A= 5% 5 #4822 'F IGF2BP1, PEGI10 &
& 4% 2 IGF2BP1, PEGI0 & [ FH 1 e o 17 T 41

M FAnp i, S0 TanpEs. WK 1. a8l
v IGF2BP1 & M FH ¥ % 70.00% (70/100) , & T
T 57 44U 10.00% (10/100) , 2R HAS =
X (,=75.000, P < 0.001) ., 9 21 41 PEG10 %%
H BHAE R 72.00% (72/100) , & T34
9.00% (9/100) , 2= HAFIT+3 X (=75.000,
82363, P < 0.001) .
&2 A48 IGF2BP1 mRNA, PEG10 mRNA &
EREEERIE (n=100, x+5)
i H p i L t P

IGF2BP1 mRNA  0.78 £0.21 1.84+£033 27355  0.001
PEG10 mRNA 091+0.25 212+040  25.652  0.001
PCNA mRNA 0.74+0.13 314042 54588  0.001

cyclinDI mRNA ~ 0.67+0.21 281036 51347 0.001
CDK4 mRNA 0.59+0.18 237+034 46269  0.001

IGF2BP1 /&

B 1 E5EEHELKH IGF2BP1, PEGI0 EARIE
(Fyditk, 20x )
23 MXHEH WE3, 4 4P IGF2BPI

mRNA, PEGI0 mRNA # ik 5 PCNA mRNA,
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cyclinDl mRNA, CDK4 mRNA #ik S IEM X (2

(4558 BEC a2 2 IGF2BP1, PEGI10 FHMER

P<0.05) . & 40 41 p IGF2BP1 mRNA 5 PEG10 FFIGO 71 1 ~ T, kg5, 29 HA
mRNA FikEIEMRE (7=0.663, P=0.000) . it L (1 P<0.05).
=3 IGF2BP1 mRNA, PEG10 mRNA 5154 2.5 IGF2BP1, PEGI0 &k 5 EC &% A 5FJE M
EREFREHEEME * % UK 1. 100 %] EC &b, Jokkil, 46
5 IGF2BP1 mRNA PEG10 mRNA T2 24 9], =4 BAREAF %N 76.00% (76/100) .
Z . P . P IGF2BP1 [ 41 A1 A 4 8 3 = AF AR A A7 R
[=A
PCNA mRNA 0.625 0.000 0579 0.000 ””2‘7 70'88% (49/70) 90'0?% (2730) , 22 57+ R
4t 1 2 = X (Log-rank y’=4.133, P=0.042) .
cyclinDl mRNA 0562 0.000 0.606 0.000 A 53T % 35 XL (Logoran )i X 3 .
PEG10 FHP:ZH A PR s =4 SR AE R 5k
CDK4 mRNA 0576 0.000 0613 0.000 69.44% (50/72) . 92.86% (26/28 ) . oS ELAT ST
2.4 EC J&#84% IGF2BP1, PEGI0 & & £k 56 Kk 2% ¥ (Log- -rank ¥’=5.491, P=0.019) .
FRILAFAER R WK 4. FIGO 71 M. If & ik
x4 EC #E4H4H IGF2BP1, PEG10 EARIESIGERFIEIFMENXR (%))
% 5 n IGF2BP1 itk 7 P PEGI0 it 4 r
(%) <60 48 30 (62.50) 31 (64.58)
2473 0.116 2519 0.113
> 60 52 40 (76.92) 41 (78.85)
s o) 64 42 (65.63) 45 (7031)
1.620 0.203 0251 0.616
T 36 28 (71.78) 27 (75.00)
WUZ R R <11 61 41 (6721) 41 (6721)
0578 0447 1.778 0.182
=11 39 29 (74.36) 31 (7949)
[ AR (em) =5 37 30 (81.08) 30 (81.08)
3434 0.064 2402 0.121
<5 63 40 (6349) 42 (66.67)
W AL R P Mk 27 7(62.96) 18 (66.67)
Hiorik 30 20 (66.67) 1727 0.422 22 (7333) 0.532 0.766
55k 43 33 (76.74) 32 (7442)
FIGO 43441 [~1 63 38 (60.32) 39 (61.90)
7.601 0.006 8.608 0.003
m 37 32 (86.49) 33 (89.19)
i\ skrtig 4 X 68 42 (61.77) 43 (63.24)
6.863 0.009 8.097 0.004
H 32 28 (87.50) 29 (90.63)
100 p— 100 -
80 = 80 |-
= £
:"é 60 i 60 |
;2 40 F ';2 40 |-
B —— [GF2BP1 e e — PEGI10M M4
20 -t IGF2BP1FA P28 20 F -t PEGTOM 48
0 1 1 1 0 1 1 1
0 12 24 36 0 12 24 36

A+ A (A)

B 1 Kaplan-Meier k4> 47 IGF2BPI,
26 FRERSHEEZCOX®EASH WFES,
# 6, LUEBC B EME HHAE (1=3ET>, 0=1F
W, =), DA I RS BRI K IGF2BP1 K&
PEG10 & A0 A A7 A4, 258 Wos,
FIGO 4 AT . Jf &k L4556 4 . IGF2BP1 BH %

A AR (A)

PEG10 EARIEXT EC BEAEGFH/ERIZ N

K PEG10 PR 25200 EC 5 15 Bymh 7 G5 2%
(3 P<0.05) .
3 itig
EC J& 3 [F % UL 0 2 PE A 5 R G,
E EC KMFN 10.28/10 71, FET-3N 1.9/10 77 M,
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BIRTAR B ATT 5835 T EC MG RIGITROR
HERERGI S RAEE R, HIABERA
WF5E EC WP L, SHBT EC M brak
T8l RIZ IR 120 e 1 JC R4 58 2 e 114 Bk A
FRAE. ARBFFE ., BC 4140 rh 3 5 3 [ PCNA
mRNA, cyclin DI mRNA } CDK4 mRNA #3575,

SIRAERFFE AR 2 BC M A0 A B RE R
Fik LI RENS (e ot A 20 0 S S R AT, 5 S A
MR B e, BEmife Rt EC MR A KRR . B
FRTHR S BC R B M4 G A LR i AT A, 4K
9Kz EC iR B g s ) SR Y, Bss EC Y1l
RiZ TR M8 WG HA R L

5 BEZE COX @IFHH
F JiyE] B SE Wald P HR 95%(CI
L3 > 60 % vs <60 % 0.155 0.147 1112 0.643 1168 0.875 ~ 1.558
#zip Hovs I 0.189 0.177 1.140 0.542 1208 0.854 ~ 1.709
WUZ BB = 12vs < 112 0.269 0.193 1.943 0309 1309 0.896 ~ 1.910
[ > Semvs < Sem 0.252 0.203 1541 0419 1287 0.864 ~ 1915
SRR (M vs F ML 0.270 0.152 3.155 0.106 1310 0972 ~ 1.765
FIGO 43481 M3 vs 1 ~ 149 0.567 0.197 8.283 0.000 1763 1.198 ~ 2594
NRE sk 0.642 0.182 12.443 0.000 1.900 1330 ~ 2.715
IGF2BP1 P vs B 0.718 0215 11.152 0.000 2.050 1.345 ~ 3.125
PEGI0 P vs B 0.157 0.047 11.158 0.000 1.170 1.067 ~ 1.283
*®6 ZEZ COX EAS#H A Y G R A U SR AE BC AU P IIESE,
% B SE Wald/ P OR  95%CI IGF2BP1 mRNA 53k 5 5 b 56 5L 0 22 35 B TF A
FIGO /M 0370 0119 9720 0000 1449 1.148 ~ 1.830 X%, WFFEFH, IGF2BP1 AEf% il it N6 H LR &
WEZEEER 0366 0127 8305 0000 1442 1124 ~ 1.850 W)y X e 240 S UG A A DR 4
IGFBPI 0493 0.142 12054 0000 1637 1239 ~ 2163 FARH G 4 mRNA RRENE, fEHE GL/S 40
PEGI0 0455 0.167 7423 0000 1576 1136 ~ 1.187 Wpeds U AL R Y AT,
IGF2BP1 & — it RNA 4 4 % [1. f£ 5 IGF2 IGF2BP1 FHM:RY EC A TR #4022, #2725 IGF2BP1

mRNA 11 5> JE4afB X 454, K IGF2 mRNA 58
B EVis R M, 4ERF IGF2 mRNA [Wf etk
IHRIEILEIRE, S5 MEARE . i = 55
At R U AR R & B, IGF2BP1 RS 45
A C-myc %5 M8 AHC mRNA B FE 14 SR
VR, EUERR AN A E . AR IR AR RS,

S8 bR gk U, AR BESE , EC H IGF2BP1 #
ST E, $8 IGF2BP1 2 5 EC W i &, X
5 RE A 2R AR R N 20 g 2k R —3 1Y, BC R
IGF2BP1 {31k i HH SR MA 5. A¥E M
W, FUMR R S5 A iR e Nemyc 01 B ik BE A%
254 IGFBP1 2 i ) X35k, i IGFBP1 )4
ik, IGFBP1 fi& # K fif 4 4 i3 RNA MIR210HG 1Y
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ABFsEH, IGF2BP1 5 FIGO 73, KB 45564
X, $#&/~8 IGF2BP1 ByFRAME U EC Mg ki e
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HH 2 mRNA H 3" JEGiASIX ) N6 H IL AR 81,
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—J7 T2 IGF2BP1 FH A4 235 114 i 98 200 it £ 448 8 A
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I 250, BRIRAR S BRI AR, F3L
ANRAAFH)E 2,

PEG10 J& TR RFBENCERNEIE R, &5
A AW R TS 2 R A A RE A T s
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Feik, (EHEANME R G1/S BHFEAS A2 iR 40
R ARG . ARDFSET, EC h PEG10 RisTHi
278 PEG10 2 5 EC i 1) k. BEAEA 34 Fl
FHvE R AR FIESZ, PEG10 mRNA J& EC 4l
AUk Bl BERIEN Z —, S5ARMITAE R
—3, AR UETL T AR K AR K
PEG10 kT, 4590 AA4E » EC #1 PEG10
Bk Z AE A% RNA fESY . AR R B, KaEdE
4ty RNA NEAT1 RBISAE N 0 Fl4s, 456 I
/N RNA-574-5p 1) %3k, 33 PEG10 mRNA &
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EC " PEG10 f3% 155 FIGO 20 Mo itk U 45 e s A7
X, KW PEG10 fiEdk EC MR ek . 43 b7 H:
JRH, PEG10 FRINREMS (L BC Ihg i g
SRR PR, T PEG10 3k
FIE A0 100 1) 200 it R0 O AR5 2 S8l 0 ) R p21, p27
fyZeik, I8 cyclinD1 FZHAE DI A E1 iUk,
% S ik 95 20 e R 30 N GO/G L i) S M EE 4, S S0
it s Y AR AE EC 4181IESE PEG10
mMRNA FiK 5 HEFE A OCHE kB IEA DG, A,
PEG10 iR REME LA K N7 B 45 & R anie %
m ALK T B 2K 1, {28 T SMAD &
SR 172 WBERAL, 15 SR 4 i & A T iz a]
Seqk, {RUERPE AN R BRI LS R RS B ARIIFSR
KL, PEGI0 PHIERY EC BFHUG B22, HIFEHE AT
i PEG10 BHYE 5 EC R 4 Mtk vt 2545
Jibea i/ INe RS kb X A e AT PR TS B, MR R
FERS SN B9 S B R, AR R A B e B
YR ] PEG10 J2 L SERZ AT R UEAT 4 BB YT
Ji R S e 3 A R AR 28 TR R e 4
FOXH A7 BB, SN T SEES s A R
K, PEG10 &—F#iy EC HJa M mbr &4,
BRI R

5L, EC H IGF2BP1 mRNA 5 PEG10 mRNA
FINEIEM G, R H1E BEC Mg & 4k g it
FErh R EVE . AT HiAE, EC g 4i i v
IGF2BP1 A] Lk 35 %I PEG10 mRNA 19 3° JE 8 i% X
T moA 7 o5, JFSEERMRITIRES &4 1 HY5s
PEG10 mRNA e, {2 PEG10 & H KR,
PEG10 #1115 pl6, pl8 EH G s FIFsI4s &, W
il p16, pl8 ik, fE ik /ihye 4n M2 e Rl A A 7
SRR BB S P ARBEST T, IR IR GERERS |
FIGO 4331 T 1t & 52 0 EC B 25 F A4k <7 fs 6
K2, KL EC T2 AN 1Y T B AR
&, SEEMRES Y, NZRIEBIRERE VI,
JER BEC A WA i B2 % . FIGO /it &
WUZ I | B 2] SR Sk L4 e A S5 &2 i,
AH HE T L — g B R R B O A AR, 7EPRAL EC iR
H UG BARyT i HAA B L.

gk LFrik, EC #4141 IGF2BP1, PEGI10
RixFHEr, 5 RIG IR ERHEA &, IGF2BPI,
PEG10 AJ BB 2 o {2 1 38 7 A OC 36 [H i 3k, 12
PE EC R B S U e . EC % 41 21 IGF2BPI,
PEG10 BHM:J& EC B A B A A7 T J5 0 37 e 16
K, A BT 5B K 5 4= 45 & 14 58 FIGO 4 1)
Mk EE B AN E, A B TRk EC BE 1 T
&, fBRIERIGIT . 2R AANE, KX ECH
IGF2BP1, PEG10 X 45 AH OG5 R 2 8 I 44 B ML il

PATRA RIS TE, AR5 R AT RANIF .

SE 3k

[1] SUNDSTROM K, ELFSTROM K M. Advances in
cervical cancer prevention: efficacy, effectiveness,
elimination?[J].PLoS Medicine, 2020, 17(1): e1003035.

[2] BRmide, Al X ERC, 55 7R N R

M RIKER (1-7) B LR 20 2 Z AR KPR35 S i
PRGBS AE A AR DG (7] BACAG B0 e 2 2438, 2021,
36(2): 24-27.
CHEN Lihua, ZHU Jieman, LIU Yufeng, et al.
Correlation between the expression of angiotensin
(1-7) and mitochondrial assembled receptors and
clinicopathological characteristics in endometrial
cancer[J]. Journal of Modern Laboratory Medicine,
2021, 36(2): 24-27.

[3] MU Hongbei, CAI Siying, WANG Xiaofei, et al.
Corrigendum to RNA binding protein IGF2BP1
meditates oxidative stress-induced granulosa
cell dysfunction by regulating MDM2 mRNA
stability in an m6A-dependent manner[Redox
Bi0l.57(2022)102492/102492] [J]. Redox Biology,
2023.67: 102880.

[4] BLEY N, SCHOTT A, MULLER S, et al. IGF2BP1 is
a targetable SRC/MAPK-dependent driver of invasive
growth in ovarian cancer[J]. RNA Biology, 2021, 18(3):
391-403.

[5] SHI Hongying, SHI Caixia, YAN Zhipeng, et al.
LRRC,5A-AS, drives the epithelial-mesenchymal
transition in cervical cancer by binding IGF2BP1 and
inhibiting SYVN1-mediated NLRP3 ubiquitination[J].
Molecular Cancer Research, 2024. DOI: 10.1158/1541-
7786. MCR-23-0478. Epub ahead of print. PMID:
38180377.

[6] BLACK H H, HANSON J L, ROBERTS J E, et al.
UBQLN?2 restrains the domesticated retrotransposon
PEGI10 to maintain neuronal health in ALS[J]. eLife,
2023, 12: €79452.

[71 KAWAILY, IMADA K, AKAMATSU S, et al. Paternally
expressed gene 10 (PEG10) promotes growth, invasion,
and survival of bladder cancer[J]. Molecular Cancer
Therapeutics, 2020, 19(10): 2210-2220.

[8] YOSHIDA A, PHILLIPS-MASON P, TARALLO V, et
al. Non-phosphorylatable cyclin D1 mutant potentiates
endometrial hyperplasia and drives carcinoma with
Pten loss[J]. Oncogene, 2022, 41(15): 2187-2195.

[9] sKFR, BREIF, KI5, % . miR-25-3p 0] J5 75
PTEN X 5~ NN 5 . IR T AT RS (R R A5
W [J). WP E A S sy | 2022, 30(11): 1920-1926.
ZHANG Xiujun, CHEN Yufen, ZHU Fang, et al. The
impacts of miR-25-3p on the proliferation, apoptosis,
migration and invasion of endometrial cancer cells by
targeting and regulating PTEN[J]. Chinese Journal of
Birth Health & Heredity, 2022, 30(11): 1920-1926.

[10] SOSLOW R A, TORNOS C, PARK K J, et al.
Endometrial carcinoma diagnosis: use of FIGO
grading and genomic subcategories in clinical practice:
recommendations of the international society of
gynecological pathologists[J]. International Journal of



22

BLACHE 96 2 27 2% 35

i 39 %

4 202457 A

J Mod Lab Med, Vol. 39, No. 4, Jul. 2024

[11]

Gynecological Pathology, 2019, 38 Suppl 1 (Iss 1 Suppl
1): S64-S74.

SIEGEL R L, MILLER K D, FUCHS H E, et al. Cancer
statistics, 2022[J]. CA: A Cancer Journal for Clinicians,
2022, 72(1): 7-33.

predictive, preventive, and personalized medicine[J].
EPMA Journal, 2020, 11(3): 485-504.

LAN Q, LIU P Y, BELL J L, et al. The emerging
roles of RNA m6A methylation and demethylation as
critical regulators of tumorigenesis,drug sensitivity,and

[12] SELENOU C, BRIOUDE F, GIABICANI E, et resistance[J]. Cancer Research, 2021, 81(13): 3431-3440.
al. IGF2: development, genetic and epigenetic [20] XI Yufeng, WANG Yujia. IGF2BP1, a new target to
abnormalities[J]. Cells, 2022, 11(12): 1886. overcome drug resistance in melanoma?[J]. Frontiers in

[13] HUANG Huilin, WENG Hengyou, SUN Wenju, et al. Pharmacology, 2022, 13: 947363.

Recognition of RNA N6-methyladenosine by IGF2BP [21] ZHANG Bin, LIU Zhiyi, WU Rui, et al. Transcriptional
proteins enhances mRNA stability and translation[J]. regulator CTR9 promotes hepatocellular carcinoma
Nature Cell Biology, 2018, 20(3): 285-295. progression and metastasis via increasing PEG10

[14] HUANG Xinwei, ZHANG Hong, GUO Xiaoran, et al. transcriptional activity[J]. Acta Pharmacologica Sinica,
Insulin-like growth factor 2 mRNA-binding protein 2022, 43(8): 2109-2118.

1 (IGF2BP1) in cancer[J]. Journal of Hematology & [22] TANG F H, CHANG WA TSAI E M, et al. Investigating
Oncology, 2018, 11(1): 88. novel genes potentially involved in endometrial

[15] SHI Wenjing, TANG Yongzhe, LU Jing, et al. adenocarcinoma using next-generation sequencing and
MIR210HG promotes breast cancer progression by bioinformatic approaches[J]. International Journal of
IGF2BP1 mediated m6A modification[J]. Cell and Medical Sciences, 2019, 16(10): 1338-1348.
Bioscience, 2022, 12(1): 38. [23] YE Mengling, ZHAO Lu, ZHANG Lu, et al. LncRNA

[16] XUE Teng, LIU Xiaoqiu, ZHANG Mei, et al. PADI2- NALT1 promotes colorectal cancer progression via
catalyzed MEKI1 citrullination activates ERK1/2 and targeting PEG10 by sponging microRNA-574-5p[J].
promotes IGF2BP1-mediated SOX2 mRNA stability in Cell Death & Disease, 2022, 13(11): 960.
endometrial cancer[J]. Advanced Science (Weinheim, [24] SINHA A, ZOU Yong, PATEL A S, et al. Early-stage
Baden-Wurttemberg, Germany), 2021, 8(6): 2002831. lung adenocarcinoma MDM?2 genomic amplification

[17] MULLER S, BLEY N, BUSCH B, et al. The oncofetal predicts clinical outcome and response to targeted
RNA-binding protein IGF2BP1 is a druggable, post- therapy[J]. Cancers, 2022, 14(3): 708.
transcriptional super-enhancer of E2F-driven gene [25] ZHANG Lin, WAN Yicong, ZHANG Zihan, et al.
expression in cancer[J]. Nucleic Acids Research, 2020, IGF2BP1 overexpression stabilizes PEG10 mRNA in an
48(15): 8576-8590. m6A-dependent manner and promotes endometrial cancer

[18] LI Na, ZHAN Xianquan. Identification of pathology- progression[J]. Theranostics, 2021, 11(3): 1100-1114.
specific regulators of m 6 A RNA modification to Wi B 2023-11-04
optimize lung cancer management in the context of fEEIAH: 2024-01-17

(EEFE4a4m) Bordetella pertussis in the nasopharynx in children with
The Subspecialty Group of Infectious Diseases, The whooping cough [J]. The Pediatric Infectious Disease
Society of Pediatrics, Chinese Medical Association, Journal, 2021, 40(2): 87-90.

The Editorial Board of Chinese Journal of Pediatrics. [31] ARILVE , kKB, ERAE , & . KIS WESZEZ5W1$T
Recommendation for diagnosis and treatment of BEAMEH 56 R R & R IR )] RN ER Ak,
Chinese children with pertussis[J]. Chinese Journal of 2017, 56(7):546-557.

Pediatrics, 2017, 55(8):568-572. LIN Jiangtao, ZHANG Yongming, WANG

[27] HOPPE J E. State of art in antibacterial susceptibility Changzheng, et al. Chinese expert consensus for non-
of Bordetella pertussis and antibiotic treatment of antiinfective effects and clinical use of macrolides[J].
pertussis[J].Infection, 1998, 26(4):242-246. [J]. Chinese Journal of Internal Medicine, 2017, 56(7):

[28] LI Yarong, LIU Xiaoguai, ZHANG Bei, et al. Where 546-557.
macrolide resistance is prevalent [J]. Acta Pathologica, [32] ASADI L, SLIGL W I, EURICH D T, et al. Macrolide-
Microbiologica, et Immunologica Scandinavica, 2015, based regimens and mortality in hospitalized patients
123(4): 361-363. with community-acquired pneumonia: a systematic

[29] HUA Chunzhen, WANG Hongjiao, ZHANG Zhe, et review and meta-analysis [J]. Clinical Infectious
al. In vitro activity and clinical efficacy of macrolides, Diseases, 2012, 55(3): 371-380.
cefoperazone-sulbactam and piperacillin/piperacillin- [33] LU Zhe, YIN Sha, JIANG Kaichong, et al. The
tazobactam against Bordetella pertussis and the clinical whole-cell proteome shows the characteristics of
manifestations in pertussis patients due to these isolates: a macrolides-resistant Bordetella pertussis in China
single-centre study in Zhejiang Province, China [J]. Journal linked to the biofilm formation [J]. Archives of
of Global Antimicrobial Resistance, 2019, 18: 47-51. Microbiology, 2023, 205(6): 219.

[30] MI Yumei, HUA Chunzhen, FANG Chao, et al. Yrim B 2024-01-31

Effect of macrolides and ( -lactams on clearance of

EE AH: 2024-06-11



