§19 % 454 AW 1R B Vol.19 No.4
2021412 4 Chinese Journal of Bioinformatics Dec. 2021

DOI:10.12113/202005003

MAML2 BEEARIEZRIGKRSESRENRERE(LGG)
EENZCHIATENE

P W J e B3GR N

(EEMRE22BE MR R B MZAMEE, 1778 Ak 541001)

W E. R A8 (Glioma) 25 ¥ WL oy F 4K 7 48 % W BF 8, MAML2 & NOTCH 15 5 3 B oy £ 0% B 7, 8 3008 2L B 40 3 de &
(TCGA) 2T 363 MAML2 2 % 3k B X e R 5 8 5K A A IR U8 (LGG) By 2 W B e 18, A& 2 H 3038 JE LGG # 4
B THEFEARAEREREZERKE, RS EF R MAMI2 2R Z R ZR R GRS R G R RBWLE 5 F
JE & %, # TCGA LGG AZ| %, X3 LGC AR 87 MAML2 £ F R EH AL W E LF(P<0.001), H 2 7 &K 3k 7 1F H K AA
IR L B AR R, R B MAMI2 (AR R 40 LGGC A F KR EFFRRTEELL(P=0.0052), Wi, ERELHZ
MR TR G W R R B R E R MAMI2 Rk R R A B R EEF R L AR E £, K% E R MAML2 %
H A T HE R R TR R R S oy — N B FARIR

SRR - (K R A I T s MAML2 35 B TCGA #0454 o7 Tl a

hE 4K S .S857.14+1 XHEAARERRD A XEHE1672-5565(2021)04-276-05

Diagnostic and prognostic value of MAML?2 gene expression and
clinical parameters in low-grade gliomas
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Abstract : Gliomas are the most common malignant tumors of the central system. MAML2 is a co-activator of the
NOTCH signaling pathway. This study aimed to verify the diagnostic and prognostic value of MAML2 gene
expression and clinical parameters in low-grade glioma( LGG). First, the gene expression data and clinical data of
patients were downloaded from TCGA LGG database, and statistical methods were used to verify the difference of
MAML?2 gene expression as well as the relationship between clinical parameters and the diagnosis and prognosis of
LGGs. In the TCGA LGG cohort, it was found that the expression of MAML2 gene in LGG was significantly higher
than that in the normal tissues (P <0.001), whose differential expression could be used as potential diagnostic
marker for LGG. Meanwhile, the overall survival rate of LGG patients in the low expression group of MAML2 was
lower than that in the high expression group (P = 0.005 2). In addition, univariate and multivariate analyses
suggested that tumor grade, recurrence, and low expression of MAML2 were independent risk factors for LGGs. The
results of this study suggest that MAML2 gene may be a potential molecular marker for the diagnosis and prediction
of LGGs, but further experiments are needed.
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Fig.1 MAML2 gene expression in LGG and normal tissues
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Fig.4 Survival analysis of high and low expression
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Table 2 Univariate and multivariate analyses of clinical parameters affecting the overall survival rate of patients with LGG
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