Med ] Chin PLA, Vol. 49, No. 6, June 28, 2024

I PR EFF

JEL S5 B 175 SRR AT 40 AR T B

IR, B, REED, BRSO, B0, BRES, RERS, 2407

VB E R R AR 307 IR IR 2E R /5 AR IR R 220, AN 230032; 2R EERFR2EEE IR IRE AR, T AT M
5105185 AL R2E 302 I IREE 4B, dbat  100191; *fRACA SR BESS H B A B Guis Be 223, b 1000395 SHRAK
ZE R BE B T E A TR BE2AER, LT 1000395 SRS MBS s H B 2ErhU R ELRL, JERT 100039

[FESTZES] RS12.62 [XEkFRERL] A [DOI] 10.11855/j.issn.0577-7402.1243.2024.0205

[FRE] AT AR IO 25 o

[BIAA]  FERIK, Bk, BEEF5E, 45 08B0 28 N DI 1 e 2k X 20 i T0US AR ()], 042 B 2 2%, 2024, 49(6): 643-650.
[FsEHEI] 2023-09-15 [REHBEH] 2024-02-01 [EZ&HH] 2024-02-05

(FEE] BRI Ui 1(EMEL) A i 2880 FFAI IR (HCC) BUR IR IR X o Ak FIFHEAE AR 2
[H 3 (TCGA) B 2 K i it et 3[R 2658 (GEO) B 28, 4 HCC g 5 Ak g 20 4025 53 ek i (X A 3 0 e b A 7 AR 4740
Bro MUBLEISAE 2010 4F 1 7 —20144F 12 F TR S B B 56 1 B 25 PO AT IR DIBR A 19 80 441 £ 5 i BREH SUREAS, R
G REH UL EIL R IN EMEL FIAEOL, FATAEAE 0T, PPA EMEL XS BB ARG S AEAESRAm ; SRASEE & E 57
It EMEL 76 HCC I LIfE . R TCGA R it 371 1 HCC FE 414U K 50 FIERM R 2URE A, W1 7R EME]
mRNA7E HCC U I i 33k . 0 16 GEO KUl 2 P G 107 BIRRAR (035 70 I HCC IR ZHSY, 37 HERMR41LR), gl
A EMEI mRNA 2k 5 g & FAE MR 414 (P<0.05) o 4475347 /R EMEL S A4 ARG § 4 VAR 7R A AR PR R A4
(44.1% vs. 53.0%, P<0.05). A g B2 i Hr B5, EMEL i 26 1K 28 A4 A 1R AR A7 S A A T 10 5% 15 2 (32.8% vs.
45.0%, P<0.05), ZHZE COX/M iR, EMEL &AL (HR)=2.234, 95%CI 1.073~4.649, P=0.032]F0 1 [ f1i 53 10]
(CNLC) 43 (HR=4.317, 95%CI 1.799~10.359, P=0.001)/ZF M HCC BFARG SAFAAFR ML BRI FE . 418 EMEL
HEHCCHLIPEFRE, JFSHCCRFMARTUSMHIC, FIENHCCIRIT R EL .

[R8ER]  JFauirE; W RNUIEG L SepEdfl; A air

Effect of high expression of endonuclease meiotic 1 on the prognosis of hepatocellular carcinoma
Wang Ke—Xinl, Chen Chunz, He Meng—Wen3, LiLe*, Liu Yan4, Wang Hong—Bos, Wang Chun-Yan®, Zhao _]ing—Miné*,
Ji Dongl’z’s's*

'Chinese PLA 307 College/the Fifth Clinical College, Anhui Medical University, Hefei, Anhui 230032, China

*Second School of Clinical Medicine, Southern Medical University, Guangzhou, Guangdong 510518, China

*Peking University 302 Clinical Medical School, Beijing 100191, China

*Senior Department of Infectious Disease, *Senior Department of Hepatology, ‘Department of Pathology, the Fifth Medical Center of
Chinese PLA General Hospital, Beijing 100039, China

"Corresponding author, Ji Dong, E-mail: jidg302@126.com; Zhao Jing-Min, E-mail: jmzhao302@163.com

This work was supported by the Natural Science Foundation of Beijing (7222173)

[Abstract] Objective To elucidate the clinical significance of high expression levels of endonuclease meiosis 1 (EMEL) in
the prognosis of hepatocellular carcinoma (HCC). Methods The Cancer Genome Atlas (TCGA) and Gene Expression Omnibus
(GEO) databases were used to screen and analyze differential gene expression between HCC and non-tumor tissues. A retrospective
collection of liver tissue samples from 80 HCC patients who underwent hepatectomy in the Fifth Medical Center of Chinese PLA
General Hospital between January 2010 and December 2014 was performed. Immunohistochemistry analysis was employed to detect

the EME1 expression levels. Survival analysis was then conducted to assess the impact of EME1 expression on S-year postoperative
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survival rate of HCC patients. Additionally, gene enrichment analysis was applied to predict the function of EMEI in HCC. Results
A total of 371 HCC tissue samples and S0 non-tumor liver tissue samples from TCGA database were analyzed, revealing significantly
higher EME1 expression in HCC tissues. Microarray analysis of 107 samples within the GEO database (70 HCC tissues and 37 non-
tumor tissues) confirmed that EMEI mRNA expression was markedly elevated in HCC tissues compared with non-tumor tissues (P<0.05).
The S-year overall survival (OS) rate was notably lower in high EME1 expression group than that in low expression group (44.1% vs.
53.0%, P<0.0S). Semi-quantitative immunohistochemistry analysis demonstrated that patients with high EME1 expression had a
significantly lower OS rate than those with low EME1 expression (32.8% vs. 45.0%, P<0.05). Multivariate COX regression analysis
identified that high EME1 expression (HR=2.234, 95%CI 1.073-4.649, P=0.032) and advanced China liver caner (CNLC) staging
(HR=4.317, 95%CI 1.799-10.359, P=0.001) were independent risk factors for the S-year OS of post-operation patients with HCC.
Conclusion Elevated EME1 expression in HCC tissues correlates with an adverse prognosis of HCC and suggests that EME1 could

serve as a potential therapeutic target for HCC.
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Fig.1 Expression levels of EMEI mRNA in HCC tissues and non-tumor tissues
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Tab.1 Relationship between EME1 protein expression and clinicopathological features of HCC
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Tab.2 Multivariate COX regression analysis of factors affecting S-year survival of HCC patients after curative surgery
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Fig.4 Biological functions and protein interaction of EME1
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