WACK B B 2e s B40% 54 2025457 A T Mod Lab Med, Vol. 40, No. 4, Jul. 2025 43

TR 4181 LGALS3BP mRNA, G3BP1 mRNA ik
5 Wnt/ B -catenin i 5 JE PR I A 3 BREZREAE R AH JEPEESE

IR, kO, RFR, RER, B4 GeMTTROERER, WdbitH 061000 )

W E. B Wi F o ARE (EC) ARr v Fslmmi £ -3446% 9 (LGALS3BP) . GTP B i& % & SH3 #h 7t
R 44%%8 1 (G3BP1) &AL Wnt/ B -catenin i@ % 3L B o9 48 % M &G R TG &L, Fik 42016 52 A ~2019 52
A MmO BRS04 138 4] EC &4, KA 585 % € PCR(QRT-PCR) 44 % Fr J 5 41 22 LGALS3BP mRNA,
G3BP1 mRNA % Wnt/ 8 -catenin i@ 5 3 ) Wnt5a mRNA, B -catenin mRNA, X 4 &% &8 -9 (MMP-9) mRNA &
ik, SRR SRS R (THC) #2055 A2 9% 4 2127 LGALS3BP & @ . G3BP1 % & & ik, Pearson 48 % % # LGALS3BP
mRNA, G3BP1 mRNA % Wnt/§ -catenin il 343§ 6948 X M. #] A Kaplan-Meier ¥ 2% % #7 LGALS3BP mRNA, G3BP1
mRNA *F EC & % £ ARG 0%, COX ®MPAH A S HmEC BEFMEHE &, SR ECHE4L F LGALS3BP
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Abstract: Objective To investigate the correlation between the expression of lectin galactoside binding soluble-3 binding protein
(LGALS3BP), GTP enzyme activating protein SH3 functional region binding protein 1( G3BP1 ) and Wnt / 3 -catenin pathway
genes in endometrial cancer ( EC ) tissues and its clinical prognostic significance. Methods 138 patients with EC treated in
Cangzhou Central Hospital from February 2016 to February 2019 were selected. qRT-PCR was used to detect the expression of
LGALS3BP mRNA, G3BP1 mRNA and Wnt / (3 -catenin pathway genes Wnt5a mRNA, B -catenin mRNA and matrix
metalloproteinase-9 ( MMP-9 ) mRNA in cancer and adjacent tissues.The expression of LGALS3BP protein and G3BP1 protein
in cancer and adjacent tissues was detected by immunohistochemistry.Pearson correlation analysis was used to analyze the
correlation between LGALS3BP mRNA, G3BP1 mRNA and Wnt / ( -catenin pathway genes.Kaplan-Meier curve was used to
analyze the effect of LGALS3BP mRNA and G3BP1 mRNA on the survival and prognosis of EC patients. COX regression model
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was used to analyze the factors affecting the prognosis of EC patients. Results The expression of LGALS3BP mRNA( 3.01 =
0.34), G3BP1 mRNA(2.87 + 0.33), Wnt5a mRNA(2.29 + 0.26), B -catenin mRNA(3.25 + 0.41) and MMP-9 mRNA(2.68 + 0.36)
in EC cancer tissues were higher than those in adjacent tissues(1.10 + 0.23, 1.06 £ 0.24, 0.84 +0.17, 0.88 £0.26, 0.69 +0.17),
and the differences were statistically significant ( # = 52.109 ~ 58.719, all P < 0.001 ).The expression of LGALS3BP mRNA and
G3BP1 mRNA in EC was positively correlated with the expression of Wnt5a mRNA, 3 -catenin mRNA and MMP-9 mRNA ( r
=0.675~0.781, all P < 0.001 ).The expression of LGALS3BP protein ( 3.54 + 0.47 vs 0.51 + 0.16 ) and G3BP1 protein ( 2.84
+ 0.44 vs 0.42 + 0.13 ) in EC cancer tissues were higher than that in adjacent tissues, and the differences were statistically
significant ( 7= 71.692,61.962, all P <0.001 ).The expression of LGALS3BP mRNA and G3BP1 mRNA in cancer tissues of EC
patients with FIGO stage III and lymph node metastasis were higher than that of FIGO stage I ~ I and no lymph node metastasis,
and the differences were statistically significant ( t = 40.279 ~ 557.671, all P < 0.001 ).The 5-year survival rate of LGALS3BP
mRNA high expression group was 58.82 % ( 40 / 68 ), which was lower than that of low expression group 94.29 % ( 66 / 70 ),
and the difference was statistically significant ( Log-rank y° = 24.970, P < 0.001 ).The 5-year survival rate of G3BP1 mRNA high
expression group was 62.12 % ( 41 / 66 ), which was lower than that of low expression group 90.28 % ( 65 / 72 ), and the
difference was statistically significant ( Log-rank y’= 15.960, P < 0.001 ).FIGO stage III, lymph node metastasis, high expression
of LGALS3BP mRNA and high expression of G3BP1 mRNA were risk factors for poor prognosis of EC patients (Wald
2’=7.847~12.054, all P < 0.001 ). Conclusion The expression of LGALS3BP and G3BP1 mRNA is elevated in EC, both of
which are associated with Wnt/ B - catenin pathway genes, promoting the malignant progression of EC tumors, and are new
tumor markers for evaluating the prognosis of EC patients.
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SH3 functional region binding protein 1; Wnt/ 3 - Catenin pathway
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5min, HU W, % Trizol #2558 RNA, ¥ RNA
JUi% 5k R cDNA, SR 5 #E4T SE I 98 28 it PCR X
. MAKZ: SYBR Green Master Mix 10ul, T
5194 0.5u1, ¢cDNA 1pl, DEPC /K 8ul. F2/¥:

94 °C Smin, 94 °C 30s, 62°C 30s, 70°C 15s, 40 4>
¥R, BIHFRSNILE 1, Ll B-actin NS, KM
24 4% % % 78k LGALS3BP mRNA, G3BP1 mRNA

J Wnt/ B -catenin il L K Wnt5a mRNA, B -catenin
mRNA, HF4JEH A -9 (MMP-9 ) mRNA %Kik,
L LGALS3BP mRNA,G3BP1 mRNA ) F2%13.01,
2.87 Ml FE, 43N LGALS3BP mRNA ik 4

(>3.01, n=68) FRFEILA (< 3.01, n=70)
G3BP1 mRNA = £ A4 (> 2.87, n=66) FIKFE
R4l (> 287, n=72) .

*x1 51475
oA LS9 |4
LGALS3BP mRNA 5’-AGGTACTTCTACTCCCGAAGGA-3’ 5’-GGCCACTGCATAGGCATACA-3’
G3BP1 mRNA 5’-GTTGCTGGCCCGGTACAAA-3’ 5’-CCAGGAACTGTCTGTCACAAAG-3’
Wnt5a mRNA 5’-CACAACTGGTCTATCAGTCCAGA-3’ 5’-AAGCCGTAGTTCCAGCAGC-3’
B-catenin mRNA 5’-ATTCTTGGTGGTCGCTAGGTA-3’ 5’-CGCCTTCTCCGATGTACTGC-3’
MMP-9 mRNA 5’-GCCAGTATCAATTCCGACATCG-3’ 5-TCACCGCGTATGTGAAGGC-3’
p-actin mRNA 5’-TCGACTATGGCTACCGCTTTG-3 5’-CACTCTCGTAGGAGCCCTTG-3
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P < 0.05 MR RAGHFEN.

2 HR
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4, ERBAGH R (B P <0001) .

E) EC H1 LGALS3BP mRNA, G3BPI mRNA K Wnt/ -catenin B EREERIE (xts)
iH AL (n=138) B (n=138) t P
LGALS3BP mRNA 301034 110023 54660 < 0.001
G3BP1 mRNA 2.87£0.33 106024 52.109 < 0.001
Wit5a mRNA 2.29+0.26 0.84£0.17 54.833 < 0.001
P-catenin mRNA 3254041 0.88+0.26 57347 < 0.001
MMP-9 mRNA 2.68+0.36 0.69+0.17 58719 < 0.001
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B -catenin 1@ 34 L ) & ik w94 %2 EC "' LGALS3BP
mRNA, G3BPl mRNA 5 WntSa mRNA, B -catenin
mRNA, MMP-9 mRNA Fik 2 IEAE (1=0.675, 0.681,
0.732; 0.715, 0.690, 0.781, ¥J P < 0.001) .

2.3 EC 41 % ' LGALS3BP % &1. G3BPl % & &

i UL 1. LGALS3BP # . G3BP1 &L T
MO AR, EC JE4H 4 LGALS3BP & %
A (3.54+0.47 ), G3BP1 £k m(2.84 +0.44)
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F 4 I EC BEMENSEE COX BIAR
W % W fE SE Wald P HR 95%CI
FIGO 734 1= M4, 0= 1 ~ I 0.119 9.720 <0001 1449 1.148 ~ 1.830
AR 1=4, 0=J% 0.127 8.305 <0001 1442 1124 ~ 1.850
LGALS3BP mRNA 1= @ik, 0= L&k 0.142 12054 <0001  1.637 1239 ~ 2.163
G3BP1 mRNA 1= J#R, 0= L&k 0.161 7.847 <0.001 1570 1145 ~ 2.152
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