FRES 2026 %% 55 5% 24 Chongqing Med J,2026, Vol. 55,No. 2 307

/= o
* Ilm Fﬁﬁﬁ e doi:10. 3969/j. issn. 1671-8348. 2026. 02. 011
MK E % https://link. cnki. net/urlid/50. 1097. R. 20251017. 1953. 003(2025-10-20)

FERNRESFHEERESEBWHEXIERMES R

TF x% Lk Rhzs IHS
(HBEMHKFE-—MBEREH/ FHRAETEHARABEHEAEXELLRE, 5 FKF 830054)

(WE] BH BHAREIHH>TRESEZ(ProMisE) A FEARE(EOE X5 s8R0
Rl KRR AFAE GG D KM, B AT 4 Fr o T o BG4, Fik #®IK2019—2024 F TR FRKELZE
e H ey 91 #) EC B4 M E L6 KRB FAH I ProMisE T #HT 0 F oA . 04 R LA 5 RE L4
AN RN R AN E M, > FE., BR 45> FHrRAECEZWHARFER mE
BR) BRE IR KOS, ZF AL FEL(P<K0.05), p53 XA (p53abn &) 6y ik & 4 445
E(83.3Y) AR H T HMAF (P<0.05), £HZ logistic @A SMH B F.REERN MEZHE 5T 5% BFE
fa FHRB(FIGO) 5 MM A EC BHF#hEL#H 0 HwE £ (P<0.05); % B & logistic @ )3 54 £ 7, ILE
ZH=>=1/2.p53abn B FIGO 23 A N H 2 EC B F M@ LBk A% E £ (P<0.05, POLE £ & #
ECEXZREREM I Ao F o RIF,p53abn BFREME, it ECHrF oA LEHELEHAMEME,
p53abn A E H X AMCLEHSEAER 2 . POLE R EARCLEESERIK AERT, heLFAL L4
F oA LRI S,

[KER] FEARE;> TR ROE ;G aHiE

[FEZEHES] R737.3 [xEkERIRFEE] A [XEHS] 1671-8348(2026)02-0307-07

Correlation between molecular subtype of endometrial cancer and lymph

node metastasis and prognosis analysis”

DING Ka ,2YUAN Lin,MA Cailing sLIANG Lingyun .WANG Jing"
(Department of Gynecology , The First Affiliated Hospital of Xinjiang Medical University/
State Key Laboratory of Pathogenesis , Prevention and Treatment of High Incidence
Diseases in Central Asia \Urumgqi » Xinjiang 830054 ,China)

[Abstract] Objective To explore the correlation between endometrial cancer patients classified by Pro-
active Molecular Risk Classifier for Endometrial Cancer (ProMisE) and lymph node metastasis as well as oth-
er clinicopathological characteristics,and to conduct prognostic analyses of the four molecular classifications.
Methods A total of 91 patients with endometrial cancer who underwent surgery at the First Affiliated Hospi-
tal of Xinjiang Medical University from 2019 to 2024 and met strict inclusion and exclusion criteria were se-
lected. Their general clinical and pathological data were collected. Molecular typing was performed according
to the ProMisE method to analyze the correlations between the four subtypes and lymph node metastasis and
other clinicopathological characteristics. At the same time,close follow-up was conducted to analyze the prog-
nosis. Results The histological types, pathological grades,lymphovascular space infiltration and lymph node
metastasis of EC patients with the four molecular subtypes were compared respectively, and the differences
were statistically significant (P<Z0. 05). Univariate analysis showed that pathological grade,depth of myome-
trial invasion, molecular typing,and International Federation of Gynecology and Obstetrics (FIGO) stage were
all factors significantly affecting lymph node metastasis in patients with EC (P<C0. 05). Multivariate analysis
showed that deep myometrial invasion, FIGO stage [V ,and molecular classifications of p53abn were independ-
ent risk factors of lymph node metastasis in patients with EC (P <C0. 05). The prognosis of patients with
POLE mutant EC was better than that of the other three classifications, while the prognosis of p53abn was ex-
tremely poor. Conclusion The molecular classification of endometrial cancer is closely related to lymph node

metastasis and prognosis. The p53abn subtype is more prone to lymph node metastasis and has a poorer prog-
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nosis than the other three subtypes. The lymph node metastasis rate of patients with POLE mutant EC is the

lowest and the prognosis is better. Lymph node dissection should be comprehensively analyzed in combination

with molecular typing and pathological characteristics.
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