o 1454 - ERRESF2RE 20224 6 A% 43%5% 12 Int J Lab Med,June 2022, Vol. 43,No, 12

HMMR il fF A ER G ENERFETH

2R ELW, xR
BRARER:L.EBA 2. ABEF PO, AL 51202553 sk KFEFR, S &bk 515041

W OE.HN RITERAABRNFHEHZARHMMR EF @B PHEAXR LG ARG FPHER, A
O AR A X (TCGA) fo B BRI 2 A& B A8 A4k (ICGC) 3 3 & P T 8T 4 M 5% 55 e 5038 |
HMMR #9 & 542 & v B 609 4] % % 69 Ve SR FH, K B Wilcoxon # #2435 Kruskal-Wallis 4 % #= Logistic &
V2 A le A2 HMMR RiAZ 96 £ &2, B 4 A Kaplan-Meier £ 55 . £ B &A% H 4% COX &2 4
Hr#f4E HMMR 0 AT 20 Je 5 T3 a9 48, A AR B g & 2 47 (GSEA) fiml HMMR SR eH £ &% £6 4
MF e Ad %, BR A& TCGA # ICGC B3 & P44 HMMR £ e Ban s i, ALk
BAKFEERIBAE—FhrER, A5, HE T, HMMR A2 85 A AN T4, 280 /% H % COX
)2 5 #r &, HMMR T AR 4 B 28 e J5 69 4k 576 B F . GSEA 27, HMMR & R a4 2 &5 £ 8% 616
DNA £ 4 P53 42 5@ % Jamdx BATi@%%¥, &if HMMR EF@iiE ¥ S %k, B HMMR A 7T 48 5%
AT EIRE e A AR E M BB T IR b,

KR B RMAFHEH TR, HalFE; A2WEELEF; AWHEIH

DOI:10. 3969/j. issn. 1673-4130. 2022. 12. 010 FEZESES:R318.0

NEHRS:1673-4130(2022)12-1454-04 MHktRERD:A

Bioinformatics analysis of HMMR in predicting the prognosis of hepatocellular carcinoma”
WU Liangyin' LI Wenli* ,LIU Jun™*
1. Department of Clinical Laboratory ;2. Reproductive Center s Northern Guangdong
People’s Hospital s Shaoguan sGuangdong 512025 ,China ;3. Shantou University Medical
College s Shantou sGuangdong 515041 ,China

Abstract:Objective To investigate the expression of hyaluronan mediated motility receptor(HMMR) in
hepatocellular carcinoma and its role in clinical prognosis. Methods Hepatocellular carcinoma transcriptome
data, HMMR expression information and patient clinical data were download the from the Cancer Genome At-
las Program (TCGA) and International Cancer Genome Consortium (ICGC) database. We used Wilcoxon rank
sum test, Kruskal-Wallis test,and Logistic regression to analyze the relationship between clinical features and
HMMR expression. We also used Kaplan-Meier survival analysis,univariate survival analysis,and multivariate
COX analysis to evaluate HMMR as independent hepatocellular carcinoma prognostic genes. Gene Set Enrich-
ment Analysis (GSEA) was used to predict the main enrichment biological functions and pathways of the
HMMR high-risk group. Results Both TCGA and ICGC data showed that HMMR is highly expressed in hep-
atocellular carcinoma,and its expression had a certain correlation with the clinical stage. Survival analysis in
TCGA and ICGC data showed that patients with high expression of HMMR had shorter survival time. Univa-
riate survival analysis and multivariate COX regression analysis showed that HMMR could be used as an inde-
pendent prognostic factor for hepatocellular carcinoma. GSEA showed that the main enrichment pathways in
the high-risk group of HMMR including DNA replication, P53 signaling pathway,cancer pathway,and apopto-
sis pathway. Conclusion HMMR is highly expressed in hepatocellular carcinoma,and HMMR may become a
prognostic biomarker and therapeutic target for hepatocellular carcinoma.
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