5545 B 3 1 W BB k¥ % R Vol.45  No.3
2024 4 3 A JOURNAL OF HEBEI MEDICAL UNIVERSITY Mar. 2024 ¢ 271 »

- BT -

T TCGA Bt Hr moA V875 R -1~ H JE AR % Hibt
il Yot 92 02 s 119 325 Vi)

xBR.K AT
P 5 17 B A2 Sk 2 B 585 — I B R B P W J s T L P 32 3k 014010)

[(HE] BH ELAYEREMNET m6A P H FEM RS h W RELHE. A @il TCGA
B 22 R AR 516 41 1 8RR R 1 2 SR 2 A B FL I R ABRCHE A T R BR AR 3 T L I L A 2H SR 55 L b 20 A
m6A HIEAL TN HF R RE2ZES @ B & Cox BT #4747 #Hr . 3 Consensus Cluster Plus R JE
WEB I T AT m6A B AAENT, R 16 D m6A P IEALTET F F7E Mg b 22 2k, A 5 4 m6A
M 3L 4E 3 %5 W F (IGF2BP1. IGF2BP3, HNRNPC, RBMX, YTHDC2) 5 it 8 23 #1.7 4 m6A W 4k 38 35 ;A 7
(IGF2BP1,IGF2BP3,HNRNPC,RBMX, METTL3, YTHDF2 , METTL14) 5 T ## 2 4 m6A 54k ¥4 B+
(IGF2BP3.YTHDC2) 5 N I A X, Cox FIHAHI 45 R FEW 6 > m6A H 54k 57 K F (IGF2BP1.1GF2BP2,
IGF2BP3.HNRNPA2B1 . HNRNPC ,RBM15) J2& 5% i fifi J 55 28 % WG A9 A7 fa e IR . 4518 m6A H B AL 835 A
F 5 il g a2 A 56,6 1> m6 A LA R T IR T DAAE A 00 il R g AR TS T AE AR W R

[EgR] iR s m6A 34k ; TCGA B % doi:10.3969/].issn.1007-3205.2024.03.004

[(hESES] R734.2 [x#trERL] A [XEHS] 1007-3205(2024)03-0271-07

Analysis of the effect of m6A methylation regulatory factors on the prognosis of
lung adenocarcinoma based on TCGA database
WU Qi-fei, ZHANG Dong”
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Inner Mongolia University of Science and Technology s Baotou 014040, China)

[Abstract] Objective To investigate the expression and prognosis of m6A methylation
regulatory factors in lung adenocarcinoma by bioinformatics analysis. Methods The
transcriptome data and clinical data of 516 cases of lung adenocarcinoma were downloaded from
TCGA database. The expression differences of 20 m6A methylation regulatory factors in lung
adenocarcinoma tissues and paracancerous tissues were compared using R software analysis, and
survival analysis was performed by univariate Cox regression analysis. Consensus Cluster Plus R
method was used to perform m6A cluster survival analysis. Results Sixteen m6A methylation
regulatory factors were differentially expressed in lung adenocarcinoma, of which 5 m6A
methylation regulatory factors (IGF2BP1, IGF2BP3, HNRNPC, RBMX, YTHDC2) were
significantly associated with tumor stage, 7 m6A methylation regulatory factors (IGF2BP1,
IGF2BP3, HNRNPC, RBMX, METTL3, YTHDF2, METTL14) were significantly associated
with T stage, and 2 m6A methylation regulatory factors (IGF2BP3, YTHDC2) were
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significantly associated with N stage. Cox regression analysis showed that 6 m6A methylation
regulatory factors (IGF2BP1, IGF2BP2, 1IGF2BP3, HNRNPA2B1, HNRNPC, RBM15) were

independent prognostic factors of lung adenocarcinoma. Conclusion m6A methylation regulatory

factors are associated with the progression of lung adenocarcinoma. In addition, the 6 m6A

methylation regulatory factors can be used as potential biomarkers to predict the prognosis of

lung adenocarcinoma patients.
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Figure 2 Relationship between m6A methylation regulatory factors and clinicopathological features of lung adenocarcinoma
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