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EXPRESSION OF TEFM GENE IN DIFFUSE LARGE B CELL LYMPHOMA

BASED ON BIOINFORMATICS DATABASE

HE Bing', MEI Wen', SUN Xiao-mei', SUN Ru-li', ZHAO Nan', WEN Yin- xuan', XIONG Wei?, “ZHAO Yi'
(1.Department of Pathology, Chuxiong People’s Hospital, Chuxiong, Yunnan 675000, China;

2.College of Basic Medical Sciences, Dali University, Dali, Yunnan 671000, China)

Abstrac : To explore the expression of (Mitochondrial transcription elongation factor (TEFM) in diffuse large B
cell lymphoma (DLBCL) based on the cancer genome atlas (TCGA) and Oncomine datasets. Furthermore, to
elucidate the correlation between the expression of TEFM mRNA and the clinicopathological parameters of
DLBCL. The expression data of TEFM and its clinical information in DLBCL were downloaded from TCGA and
Oncomine database. Then the relationship between the expression of TEFM and clinicopathological
characteristics and the prognostic value of TEFM were analyzed. The TEFM mRNA expression level in DLBCL
was higher than that in normal tissues. Moreover, the survival rate of DLBCL patients in GEPIA database was
analyzed. There were no differences about the survival time between the patients with low TEFM expression and
high TEFM expression. There also were no significant differences about the mRNA expression levels of TEFM in
different pathological stages in DLBCL patients (P>>0.05). Multi-factor analysis showed that TEFM expression
levels and ethnicity were independent factor to the prognosis of DLBCL patients. The mRNA expression levels of
TEFM were positively associated with the SUZI2P1, SNHG10, METTL17 and BCS1L. The database contained

ks H 1. 2021-08-06; &2 H HI: 2021-10-16

HEEeWH: EBXARRFEESTHE (No.81560458); = /A E /TR #WF 7t 3£ 4 15 H (2021J0376)

TEZFAN: T 9K(1987-), &, mEGHEMEMA, FWREEIH, 32 H 570 B 320 58 (B-mai:329881525@qq.com);
R —(1975-), 55, mEEMEMN, BIFAREIN, FZNF TR 20T (E-mail:yinlihua930@163.com).


mailto:何冰，女，主治医师，(1987-)，(E-mail)329881525@qq.com；

R CHIRBEE RO 49

information on the expression of TEFM gene in DLBCL, confirming that TEFM gene was highly expressed in

DLBCL tissues. However, the expression of TEFM mRNA was not significantly associated with the prognosis of

patients with DLBCL.

Key words: TEFM; DLBCL; ONCOMINE; GEPIA; TCGA; database
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L.1.1  #) A Oncomine ¥ % % #7 TEFM A W &
DLBCL ¥ &9 %A

£ Oncomine ¥4 FE v AR4E B O 7 250€
skt . Anted, WATBCEMmLERM N O

“Gene: C170rf42”; @ “ Analysis Type: Cancer vs.

Normal Analysis 75 ©)
Neoplasm Diffuse Large B-cell Lymphoma”; @“Date
Type: mRNA 7 ;
Specimen”; ® i FHE 1 € A+ (P value<<1E-4, fold
change 2, gene rank=top 10%).
112 #1JA TCGA H ¥ B #4738 0 i 55 16 R 4
HIATH XA R

Fl I R4.02 % 14 M TCGA % ¥ FE (https:/
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mRNA 1A & (¥ 49 5] DLBCL ZH 2V A% (1115 PR 3
BORMEE o R0 I PR BEAT IR, A3 3B S A 5E
Bl AR B S BN A A7 R B, FH R4.0.2 B
73BT DLBCL I RUCHEREA TEFM mRNA RiE & K
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EY SR NP i
1.1.3 A GEPIA (4% & 4% B3 35

1t GEPIA #(## % 7 (http://gepia.cancer-pku.cn/)
WCE Fi e A2 48 Bl 1O 56 F 8. DGene: TEFM; @
Cancer name: DLBC; 3 “Expression on Box Polts”
HE A % B 2% 1 [LogoFC| Cutoff : 1, P-value Cutoff:
0.01 ; @ “Pathological Stage Plot” #ii X\ TEFM; &

“ Expression on Box Plots ” # & 4% ff: Datasets

Selection: DLBC; |LogoFC| Cutoff : 1; P-value Cutoft:

“ Cancer Type: Lymphoid

® “ Sample Type: Clinical

0.01 ; Log Scale:yes; lJitter Size:0.4.
1.1.4 #)# cBioprotal #(#& % 5 # TEFM 5 % A~
4k A B {2 DLBCL ¥ #4948 % 1

cBioprotal #(#5/% (http://www.cbioportal.org/)
WE NS H % N: Select studies: Diffuse Large
B-cell Lymphoma (TCGA, PanCancer Atlas), ; Select
Genomic Profiles: mRNA Expression z-Scores (RNA

Seq V2 RSEM); Select Patient/Case Set: All samples
(48); Enter Genes: TEFM. %3 #1 TEFM 1t DLBCL %{
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Fak 7 7 S RS B SHOM G4 #r, ZHIA) LR
H x> K46 J% Fisher #i V)35, Kaplan-Meier 4217
MK F Log-rank #5035, BRI A2 K&k
i Cox [l HAAY, 47K itEa=0.05. LL P <0.05
NZEFA G R L

2 HRMOH

2.1 TEFM E[F mRNA #57k £ 5 DLBCL B+
X

Oncomine % J1 #0472 ¢ T DLBCL (12 [A 3¢5
RWFFA 4 TP K TEFM R [H, AHICSCHR A 3 R 3=
T Nature. J Exp Med. J Invest. Dermatology!’'1,
ZERCIIHT 4 T FU R S5 R, 5 IEE W E A O
f8Z0) ML, TEFM mRNA 7f DLBCL 285 %
= 2RIk, A R BB N 4299.5, P=0.002 (& 1),

Comparison of C17orf42 Across 4 Analyses
Over-expression

Median Rank  p-Value Gene

4299.5 0.002
[1]2]3]4]

Legend

1. Diffuse Large B-Cell Lymphoma ws. 3. Diffuse Large B-Cell Lymphoma vs.
Mormal Mormal
Brune Lymphoma, J Exp Med, 2008 Compagno Lymphoma, Nature, 2009
2. Activated B-Cell-Like Diffuse Large 4. Diffuse Large B-Cell Lymphoma vs.
B-Cell Lymphoma vs. Hormal Hormal
LCompagno Lymphoma, Nature, 2009 Storz Lymphoma, J Invest
Dermatol, 2003

1 5 10 25 25 10 5 1
.-UDDUDE. [ not measured
- e —

The rank for a gleﬂe is the median rank for that gene across
each of the analyses.

The p-Yalue for a gene is its p-Value for the median-ranked
analysis.
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Fig.1 Difference of TEFM mRNA expression between DLBC
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Table 1 Relationship between the expression of TEFM and
clinical pathological characteristics in DLBCL
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> 60 9 12
51

5 12 10
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Table 2 The single-factor and multi-factor analysis of survival

prognosis in DLBCL patient
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PR TIRE: )
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Fig. 7 Relationship between TEFM mRNA expression levels
and the prognosis of DLBCL
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RS AH NI LA B ARG 73 T4 M98 9T, % DLBCL
BAT BB A EE ISR L. TEFM 28Rtk
BRI EEEARE T, ISRk
R VIFR, (HEAT KT TEFM £ DLBCL HY
(R ZEIE e H P05 i SO AR WARE o ASHIE 72 b 3141 1
T & T bR AR A BB A B R LS TR
HA (R ML, TEFM mRNA 76 DLBCL
SR E M mRIE. R)E, B TCGA #iEsE
H DLBCL &35 19U s Wi DA 28 ik Gt v 23 i Bkt nl
M1, TCGA %¥¥54+ DLBCL £# TEFM mRNA %
RS ER RE, MR BT MR,
MSIMANTIS $¥43 K MSISENSOR ¥4 #4) Jo AH < 1
(P>0.05); TEFM 1K /K- FMp ik 2 %5 DLBCL
BE TR FIMSL N R (P < 0.05). TEFM JERFEIEK

V5 SUZI2P1. SNHGI10. METTLI17 ! BCSIL #&
R ik K F £ IEM % . GEPIA $U¥E 0 TEFM
mRNA #FIA/KFAE DLBCL 3 AN [F)9 B4 11+ 1)
FKIETLREER (P>0.05); TEFM mRNA FiL&
5 DLBCL &#1¢) OS Al RES BB E A (P>0.05)
(OS: Logrank P =0.79; RFS: Logrank P =0.99).

T I X & b R A S B S BN I S A T
KIL, TEFM #: N7 DLBCL H %Kit Fifl; 5 TEFM
BN Rk AL, TEFM MK H) DLBCL
SR SR A A I )R T A A7) () JE B B 22 57 o 4
P20 25 R Rt — AR 9t TEFM 1£ DLBCL K4 K
JE () 2 T AL SR AERE 127 SR 6t T BRI
H2 T & Hds 2 b 45 R R PR T mRNA FRIAK
FHIWETT, WRETCIE 8RR TEFM 1E 5 A UK
BTG, 5 2ERE I h AT Rl i S e 2H 2k
27 520G A1 Western blot #F— UG AE TEFM & A {E1E
kLR DLBCL H3RIA7K . (H T SL50
KEAMR, ERFEAR TR EAEAEIXFE I A ERR R K
HALENHIE Rt — DR AN BRD . &0 LA
R TEFM B35S0, Jy DLBCL #%# F#08
1RIT T RSB ESARAR AT TR — P AL
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