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Abstract: Objective To explore the expression and clinical significance of gene KPNA2 in lung adenocar-
cinoma by bioinformatics. Methods The data on KPNA2 stored in Oncomine and TCGA databases were used
comprehensively for secondary Meta-analysis and clinical information correlation analysis.  Results Meta-a-
nalysis showed that the mRNA expression of KPNA2 in lung adenocarcinoma tissues was higher than that in
normal tissues ( P <C0. 001). Comprehensive analysis of the database showed that KPNA2 expression was
higher in lung adenocarcinoma tissues than normal tissues ( P <{0. 001). Immunohistochemistry revealed that
KPNA2 was highly expressed in lung adenocarcinoma ( P <{0.05). The expressions of KPNA2 were different
between different tumor stages and genders ( P <Z0.001). Patients with high expression of KPNA2 had a poor
prognosis. The expression of KPNA2 was associated with the infiltration of CD8" T cells, CD4" T cells, B
cells, macrophages and neutrophils.  Conclusion The analysis of the tumor data included in public database
suggested that the mRNA and protein expressions of KPNA2 are higher in lung adenocarcinoma tissues than
those in normal tissues. They are related to patients’ gender, stage of lung adenocarcinoma, prognosis and im-
mune cell infiltration and involves complex biological pathways as well. Therefore, the expression of KPNAZ2 is
expected to be a target for prevention and treatment of lung adenocarcinoma.

Key words: gene KPNAZ2; bioinformatics; lung adenocarcinoma

EeUW B :HEHAREIEEIHE (81560461)
F—EE® N ERA991—), B 0+, K 5 B I WF 5T 5 1]« g 2 A e RE 2% , E-mail : rongwang50@163. com
BREERE N THRAA979—), B 8+, ## w458 A4 50, 8558 05 17 - iR % . E-mail : baisewangjunli@163. com



2020 4F A T R I 27 g 2 4l %5
FA AT R — P AR AR ANSE TR AR A R PR Rk WA 1,

PR ™ o B NS BB . S /0N 200 i R AR R T
iRy s sl I o VTR | AN N R Sl NG 1
3 It R R S R S IS ) R XS 4, W R R T R A
KW Keigs 22 5L PR RIS 2% 1 5 50l % #9878 1% 0 A 2

AT EEAR TSRS TR Z BE 2 Wi E B
1L il B R B 5 AR AR AR T 15 Y0 5 R R T A
Ws It B B 36 AT 2 Y. KPNA2 AR
—MERIEEN . SA N i, C i M EHE 1N ARM 7
GBS AR A, AR R O A as AR
RS, SR MOk B 2 i R B KPNA2 78 8 oh 4
T L A € RN R Y R R TS AR DA G AR
532 H A B I A E 43 B Oncomine %04

V45 R M L B W] KPNLA2 7 i i g8 vh 2 3K 1% 00 1 Ilfs
1 #Ept5H%
1.1 MFE RS Oncomine /F i 23k K ALY

a7 RLES 1 0000 P B R 4 B 7 65 O 5 40 T ogs A i
FEPRUE T EE RS AR AR B Y
TERCHR P B AR R A . UALCAN F 54 & K
R R E B 5 B R ST TCGA B 4 0 17 98 i 5K
PR AT KPNA2 78 fili B 9 vh 6 3k, BF 5%
S B3 43 3 R AN TR A 8 BER R L AR SR T Kaplan-
Meier Plotter 23 #t KPNA2 &3k 7K 3 5 i i 988 52 3 19
WAk &, NHEAFEYE % (Human Protein Atlas.
HPA) &4 26000 Fit A\ 35 45 H 5T 7 41 2LF0 20 JL 43 A
A 2RI A 2h e dl e B ol . e, R AR
FHECHE 20 B KPNA2 5E K AE IF 5 2H 200 il J 966 21 21
() e Ak e 7 A549 4l il SR IE1E L. cBioPortal
RIS I8 i 1) F R 2 2 1) 43 753 R PR 7915 AH G
P BEAS R X 28 = 6 0 B 4 ARy A= W 2 A B RLING JR
NH] . TIMER #4202 B i 45 2 00F 58 55 3 A i
JeA G J2E 240 M R W 2 () YOG R A £ A . TIMER 42 fit
ZA M, b B 480, CDA™ T 4H i, CD8™ T 4
L A5 R N . RO FRATT AR R b A B P AT
KPNA2 Z 2RI EYEBF=BE 7.

1.2 St 81 SPSS 23. 0 AR ¢ K56 Xt
LU IE B 20 20 R0 il R g 41 21 2 i) KPNA2 Rk 2% R,
Kaplan-Meier 4t 11+ KPNA2 3 ik 5 it 962 755 22 18] 1)
KR, P<0.05 A RZEFAGI¥E L,

2 H#R

2.1 KPNA2 7EAR[EZERI i h %35 Oncomine 43
Mr s 3Lk 45 445 T KPNA2 78 i BF 9% 45 3% . 6038 79
WA 25 A R R 74 WL RERGK 5 W, A
10 Tt fifi Jig 9 BIF 5% 45 S o, KPNA2 35 2 3 ) £ k.
TIMER %4 8 43 #7 th % 3 KPNA2 7£ VF £ il 8 60 4%
— 564 —

mpi o om om

J 5
" Igi &%é $| i'i

i

Mo 2
hysis Type by Cancer F
a
_3
4 =l : g
o EUH !
3
He .
.
1 {
e
. B
: :

1 KPNA2 % Oncomine X 4 & & F [5 it 8 th & &

2.2 KPNA2 fEfi s b3R5 AT IRAE UAL-
CAN FEH 30, &I KPNA2 78 i i 9 th iy 22 3% K F
B EE T IE#H AL P <<0.00D), LK 2, it
ST & KPNA2 & H 78 2 DA A o 5 1 vk, D0 &
3A il B 4 2R Y 2R UK OF T IE W 414, L
3B 3C, i EEE N T HAZ MM, WK 3D,
TE A549 A il b S 9B 50 56 s , KPNA2 78 i 3% Fi

iz, WA 4, Oncomine ﬁ(ﬁ?%* Lf 9 T 5T &
T KPNA2 7EJili i 88 A1 IE 3 41210 mRNA £k, &

BoE e B Meta 43 #F /E — {k A3 M, AN HE 40 AH L,
KPNA2 7 i fif 488 H 22 35 FH s ¢ P <<0.001) . 1L 5,

—

KPNA2EEImRNAKIE
L 1

1IF=4E BEa

B 2 UALCAN # 4% E o KPNA2 #
mRNA 7 fff B 8 B % 3%

2.3 KPNA2 EHFEKELHHIKFFMERICR @
UALCAN V438 KPNA2 %3575 TCGA %di [ th
$%E’Jl PRI IR IE ) R . S5 R A, KPNA2 £

K5 MR A IR . & R IE B 4124 R] 1Y)
KRR FELEF (P <<0.00D), WK 6A, A
0B it g KPNA2 B[R Rk KRR e B & 2 F
(P <C0.001), LK 6B,



2020 4F VERANENY R Y R

5505 4

[ 1ot astectea
A brbmemity

[ strong
[CImoderate
Clweak

L regative

& Guantty
[1=75%
Cl75%-25%

H AR A S RGBT R E

B 3 KPNA2 & & 7 HPA 3% 4F B o & 3k 4 47

A:KPNA2 fl & K HArit . Az A 6
WHAFIEB:ER 6 h H &, B e &
HEEC. (A 5B A&FEEL,

B4 KPNA2 EBE&E ASMI AR T4 ETLLEE

Comparison of KPNA2 Across 9 Analyses
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The rank for a gene is the median rank for that gene across each of
the analyses. = ) i
The p-Value for a gene is its p-Value for the median-ranked analysis.
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GO:0007018 microtubule-based movement BP 8 3.56E-08
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7 : BP, biological process; CC,cellular component; GO,gene ontology; KP,KEGG pathway; MF.molecular function.
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