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[ ZE] B8 85 2% 5 0 R0 52 50 30 M 8 2 BRI B 32 4K o5 WA (CHRNAS) Xt
JBE AR A R (PDAC) RZBRIGIE A, I o B U 45 Oy 348080 i B B 3 7 S B A4
Wi FHe: BMIERNAERE (TCGA) MIENBALI LI (GTEx) B 5 A B8 1% T 832 i
JoE FVIE 5 AL e s 21 . R DR/ S AN PR RS, 1] Wilcoxon #5558 CHRNAS mRNA 7632 i &
G R R  FR A KOl FE R RIA LR BRI (GEO) v i B A #E — 25 LU B R A 5
AL CHRNAS mRNA 1R IKIKF, IR =73 4% B CHRNAS mRNA 1Y AN ] 3% 3k 1 5 8l 73 A
CHRNAS w35, WRIBMEF XA, X CHRNAS 5 £k AR £ B AR AT A 00, VA4S
CHRNAS5 X i B 68 T0J5 04 5% W o R H 32 B %€ % 8 7 PCR (RT-qPCR) il % % 41 214k 2% 5 4 D)
CHRNAS TE M 21 . 55 A2 e 40 M A0 OE 5 40 i b mRNA FIE (1281 00 o % 4% sk 4 580 iF
T2 m M B LR (Hallmark) 5 /04804 2 (Reactome) & 8 0 871 o & T 4% 5% 41 B ds X
PDAC #4759 40 I 32 118 43 Bt . IRl BS AT I 22 2 G fif (TMB) 4381 . SRS R (SNV) g
NEHZES (CNV) 487, /N T3 RNA(s)-NC Hl si-CHRNAS 5 4t & MIA PaCa-2 l Capan-2 41l il ,
ERNCH | siRNA-TZ4L A siRNA-2 41, KA HELH &8 (CCK-8) LK M7E Z B (ACh)
(10 pmol-L™") FIdE ACh 44 T 45 41 40 it (4 3% 5 36 # . R FH Western blotting % 46 I % 20 48 g v c-Myc
BEHRIAEN ., S8 SIEFHASLE, 65 WA £ N 28 B i 41 41 h CHRNAS mRNA 3£
KA (KRIEJE P<<0.05). RT-qPCR A4 48Uk 243/, 5598 55 41 21 RN 1E & IR 545 40 i
I, CHRNASTEME AL M PDAC 4l b m &b . AAF 0T, & ik CHRNAS B PDAC 835 B
FIRBETG 2 . £ PDAC FIXF BEEA P % E H 994N 2 J KK IERN (DEGs), Hr EJEKER 38114,
TR 6134, HEEFEST (GSEA), CHRNAS 5EALWEMR AL . 40 . 42 353 0 40 it J4
Wi B G LS, R IE CHRNAS M FE AR BRI CHRNAS W HEA s B 22 . 5§
CHRNAS R R B W, CHRNAS (5 2% 35 41 MR 9 32F R AH DG HE I KRAS . TP53 Fl SMA D4 3 PR 58 7%
R ML, 5NCHAch4l H#, siRNA-1+4 Ach 2 Fl siRNA-2-+ Ach 20 g 38 78 7% 1 B 5 B A%
(P<C0.05). Western blotting 4l , 5 NC 44, siRNA-1Z0H1 siRNA-2 41 4 it c-Myc 8 H & i
HIEAK. W CHRNAS L BEA0 MR B 5 0 (MY C) SRR IR 45 40 M J&1 0, AT 552 o f e fe 723
ML I 5, (L PDAC I RE, R CHRNAS ZA0Y7 R i W 7ERE A
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Effect of CHRNAS in occurrence and development of pancreas
cancer and its mechanism

DAI Dayou, ZHANG Zhigang, LI Hui
(State Key Laboratory of Systems Medicine for Cancer, Shanghai Cancer Institute, Renji Hospital, School
of Medicine, Shanghai Jiao Tong University, Shanghai 200240, China)

ABSTRACT Objective: To investigate the effects of cholinergic receptor nicotinic alpha 5 subunit
(CHRNAS5) on the invasion and proliferation of pancreatic ductal adenocarcinoma (PDAC) using
bioinformatics approaches and cellular experiments, and to analyze its regulatory pathways and provide
foundation for the identification of novel therapeutic targets for pancreatic cancer. Methods: Transcriptome,
gene variation, and clinical data of pan-tumor and normal tissues were downloaded from public databases
including The Cancer Genome Atlas (TCGA) and Genotype-Tissue Expression (GTEx). The expression
levels of CHRNAS mRNA between pan-tumor patients and healthy individuals were compared using
Wilcoxon test. The expression levels of CHRNAS mRNA between PDAC and para-cancer tissues were
further compared using datasets from the Gene Expression Omnibus (GEQO) database. The data were
divided into three groups according to the different expression levels of CHRNAS mRNA using tertile
method: CHRNAYS high expression group, CHRNAS medium expression group, and CHRNAS low
expression group. Survival analysis was performed in CHRNAS5 high expression and low expression groups
to assess the impact of CHRNAS in prognosis of pancreas cancer. Real-time fluorescence quantitative PCR
(RT-qPCR) and immunohistochemistry methods were used to detect the expressions of CHRNA5 mRNA
and protein in tumor tissue, paracancer tissue, tumor cells and normal cells. Differential analysis of the
transcriptome data and enrichment analysis of Hallmark genes and Reactome pathways were then conducted.
Immune cell infiltration analysis was performed on PDAC based on transcriptome data. Tumor mutation
burden (TMB) analysis, single nucleotide variation (SNV), and copy number variation (CNV) analysis
were also conducted. The small interfering RNA (si)-NC and si-CHRNAS were transfected into the MIA
PaCa-2 and Capan-2 cells, and the samples were divided into NC, siRNA-1 and siRNA-2 groups according
to the transfected siIRNA. The proliferation activities of the cells in various groups under acetylcholine
(Ach) and non-ACh conditions were detected using cell counting kit-8 (CCK-8) method, and the
expression of c-Myc protein in the cells in various groups were detected using Western blotting method.
Results: Compared with normal tissue, the expression levels of CHRNAS mRNA were elevated in
28 types of tumor tissues, including pancreatic cancer (adjusted P<C0.05). The results of RT-qPCR and
immunohistochemistry revealed that CHRNAS was highly expressed in tumor tissue and pancreatic ductal
adenocarcinoma (PDAC) cells compared with paracancer tissue and normal pancreatic ductal cells. The
survival analysis showed that the PDAC patients with high expression of CHRNAS had worse prognosis
compared with those with low expression of CHRNAS. A total of 994 differentially expressed genes
(DEGs ) were identified between PDAC and control samples, with 381 up-regulated genes and
613 down-regulated genes. The gene Set Enrichment Analysis (GSEA) results indicated that CHRNAS
was highly associated with oxidative phosphorylation, cell proliferation, immune infiltration, and cell cycle.
The immune analysis results showed that the samples with high expression of CHRNAS had poorer immune
infiltration compared with those with low expression of CHRNAS5. Compared with CHRNAS low
expression group, the mutation rates of pancreatic cancer progression-related genes KRAS, TP53, and
SMAD4 in CHRNAS high expression group were increased. In cell experiments, compared with NC+ Ach
group, the proliferation activities of the cells in siIRNA-1+Ach group and siRNA-2+ Ach group were
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significantly decreased (P<C0.05). The results of Western blotting revealed that the expression amounts

of c-Myc protein in siRNA-1 and siRNA-2 groups were significantly lower than those in NC group.

Conclusion: CHRNAJ5 modulates the cell cycle via myelocytomatosis viral oncogene (MYC) family,

thereby influencing the proliferation of pancreas cancer cells and promoting the progression of PDAC,

suggesting that CHRNAYS is a potential therapeutic target for pancreas cancer.
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adenocarcinoma, PDAC) & ir A I i 4 19 90 % LA
b, JERERRE R E R EEAL Y HAEGXTF PDAC
AR FZWRIT TR T AR, Hi T HER
Fa 5, 80%~85 WA EEMIZH C R LT AR
L4, A, PDAC B % % 3% 8 (tumor
microenvironment, TME) 15 B £F 4 46 A5 5 58 79
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Saf v 32 9 Y HWE IRV

A Bl 780 2, W B B 5Z /K (nicotinic acetylcholine
receptor, nAChR) J& — #5122 (1% B 48 38 o 52 1A
J& TR 145 8 -l 530, AL T4 |
V895 Z BB % (acetylcholine, ACh) (% B jit Fl{Z
AL, AN s L s . KRR A
C TR HEAE AZ 14 o5 L (cholinergic receptor nicotinic
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Pancreatic ductal adenocarcinomas;

Cholinergic receptor nicotinic alpha 5 subunit;

oS I, EZFAME P RIEEN, HIEMAE RS
HIEEZ N, WS ES % HAIA
D) BERR 2 R4 A L T CHRNAS T REAS
R T &R, HEMEERPOEMNEH &2
$ 56 1E . CHRNAS 3@ i Notchl {5 538 % fi2 #F % (4
DI AN (¢ R e ST U] o S OF R B
T I N R A K B (vascular endothelial growth
VEGFE) M A 22 5y 25036 b & 1 P i
(mitogen-activated protein kinase, MAPK) {55 i
B, (R UERPE R HER DY SRR Y kKB R
I ACh B sl 22 4% W &R BLWT CHRNAS 5 b J kK
F % K (epidermal growth factor receptor,
EGFR) MW AHEAEH], AR 1 b i 240 5 ) 4
B AN, HWRSEE T ORI N IR A i 40 R b
CHRNAS5 8 2 P84 40 il 9 Ca® 7K V- 52 i 40 i - % -
[ 4L (epithelial-mesenchymal transition, EMT)
DS S = S S
neurotrophic factor, BDNF) R, M52 0w 40
JH 1 2 28 68 3 R0 M R B 2 SO B . SR, R R
CHRNAS 1£ PDAC A I A1 AL i B4 AT 5 b AR X
AR .

AW 5% I g R 3 41 K] 3% (The Cancer
Genome Atlas, TCGA) EHl 1 5 [F 7 21 41 3% 5k
(Genotype-Tissue Expression, GTEx) £,
B CHRNAS 1837 I 92 1A 5 FE 7R i () 22 3518 O
RUP TR B X W5 £ fF . TME 58 28 R AE 1Y 52
Wi, & FEWTSE CHRNAS it 3 PDAC 2 € i 73 1L
il L Sk IR SRR B RGBS

1 MREFE

L1 2AxBERR MNTCCAHIEE (htps: //
portal. gde. cancer. gov) F#Z MR 4. K
A A AR R g . N GTEx s & (https: //
gtexportal. org/home) T 2 filt JFJ& X B AE A 1) #% 5% 20
s . N R IR 25 G Bl (Gene Expression
Omnibus, GEO) (https: //www. ncbi. nlm. nih.

factor,

(brain-derived
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gov/geo/) T # 4 4 R GEO B £ (GEO
Series, GSE) (GSE16515, GSE28735, GSE62165
M GSE71729) .

1.2 R 22 XMNARE NS AIIE AsPe-1,
BxPC-3. MIA PaCa-2,
PANC-1. Patu-8988 fl SW1990 LA K 1F # A JB it &
A hTERT-HPNE & I8 T i[5 B} 2% B 40 1 1% .
6 45 1l 7 (fetal bovine serum, FBS). Db Ifil % .
1% -4 % £ . DMEM 85 92 £ DL & RPMI 1640 £
F W B 3% [E ThermoFisher 2% #, TRIzol,
PrimeScript™ RT Master Mix #1 SYBR Green & &
3L 5 & W T H A TaKaRa 24 7], RIPA 24 fi#
W, MBECLIFIW . 3, 3- & IEBAEM (3, 3-
diaminobenzidine, DAB) . 73 K& fil 5XSDS I ¥
G2 0RO TR MO P R A MR ECA R A A, S ek
# jetPRZME Buffer il jetPRIME Ragent 14 [ 7 [+
PolyPlus-transfection A w], 4% Z R W[ | EDTA
R . Tris 28 b ) Tween-20 2% #f ¥  (Tris buffered
saline with Tween 20, TBST) . i % b &0 it 5
Wy W 3 s ZE L IR AE R A IR A WL A 34
57 £ 8 (cell counting kit-8, CCK-8) ¥ H I
2 RAEYREARAF, AChIE T E MCEXA
A, B PT CHRNAS 558 B §T 4K A1 B BE B-actin #
e RELARE TR =S AR ARAA, Rt
c-Myc g F 26 [ Abcam A &), 13t B = HUH L
P B H 35 [ Immunoway A 7 . 519 ¥ 41 Fl
/NF 3 RNA  (small interfering RNA, siRNA)
Mot () EVRHARA RS R, EH
HL UK AR AR R 5 W T 36 B8 4k 2 \), LEICA
Aperio GT450 & fig £ 5 s B 9 4 4L 8 T 78 [
LEICAZAH] .

1.3 fmpesd s A5 40 M 55 3% b o 0 1 55 [ A5
@ P PR B H 0 (American Type Culture
Collection, ATCC) ®y % K, H  AsPc-1 Al
BxPC-3 40 il & I & 1020 FBS il 1% # -55 % R 1Y
RPMI 1640 }; 7 345 5%, MIA PaCa-2 R % 2.5%
L3 . 10% FBS M 104 ¥ -5 % & i RPMI 1640
R 3 E 4, Capan-1. Capan-2, hTERT-HPNE .
PANC-1, Patu-8988 1 SW1990 4 Jitt % % 10%
FBS Ml 1% ¥ -4 % R 19 DMEM 5 32 e85 3% . i 5%
RN COMRE RS, REBE R 37 C,

1.4 £ 5 % ik X B (differentially expressed genes,
DEGs) %% X} TCGA Al GTEx 4 /& LA J¢ GEO

Capan-1. Capan-2,

R B 0y R R R BHE A ] Wilcoxon test K i
CHRNAS i AR R A A b AW W 22 55, IFXF
P 17 £ & K 3 K IE 85 3R kK B % (false
discovery rate, FDR), >R ggplot2 3. 4.2 % il 4
K, ZREH (fold change, FC) Z&4k>2 H 2=
SRR IE S P<<0. 05 i B #E S DEGs, M T A
Lo
1.5 XA B £ % £ 9 # (Gene Set Enrichment
Analysis, GSEA) ¥ TCGA % ¥ )%+ PDAC B #
W CHRNAS ik i LB 70 0 i AR R I8 4, JF
PR 2H P EAFEKEE FC, R H ClusterProfiler
4.7.1.3 F1 GseaVis 0.0. 9 # 17 GSEA 4 # & 45
ARk, 2% %4 )% A Hallmark 1 Reactome .,
1.6 AF5# HT TCGA ¥ FEH PDAC &
(5 SRR . MR CHRNAS mRNA (1 3358 5
Hotm . AR RIBH, S5 G S RIBA FRR B4R
A0 m AR BE . SR R AL survminer 0. 4. 9 47 #iUs
A3 M .
1.7 RERBHH MG A0 N LI R
R A GSVA 1.46.0%F TCGA #4z % b PDAC %% %
HEAR AT R W AT, TR A S A i A
A KN AE E 4 5 Br (Single-Sample Gene Set
Enrichment Analysis, ssGSEA) 43, FfXF CHRNAS
151 2 I8 FIIR 3R I8 4 R AT 25 S A0 00 FN 22 J K 0 A IF
1.8 % # 3# B % 5 (single nucleotide variant,
SNV) 4 # >k JiI R 42 maftools 2.16.0 &b 2 A
TCGA F# 1 PDAC B35 1 SNV ¥dls , IF #4174
Y AT AL . Bed 2 28 4 ff (tumor mutation burden,
TMB) 3k maftools 2. 16. 0 # HUE 4, JFH R4
ggplot2 3. 4. 22zl /MESE .
1.9 # W# B % & (copy number variant, CNV)
24 RAEE GISTIC2 2.0.23 40 # A TCGA
T PDAC B CNV £dls , Jf 17 804 nT M4k .
1.10 % B % & & & PCR (real-time fluorescence
quantitative PCR, RT-qPCR) # ) fi& I /& %8 it F= iE
FABRKTHF MY CHRNA5 mRNA & ik K F
it JH TRIzol 3 770 DA 2% b 200 Jfd rb 42 BUE RNA, il
A PrimeScript™ RT Master Mix & i cDNA 5 #f
— il & RT-qPCR # M CHRNAS % ik K .
L GAPDH fE B N 2 xF BB, SR A 2% &35
CHRNAS5 mRNAERRKF-. 5IFHIILE 1.
1.11 £ RLEARKFEEMNBRBERBEFTHARWA
T CHRNAS & & K& W oL B IR AU o5 41 LK
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#1 RT-qPCREIZIHFEF
Tab.1 Primer sequences of RT-gPCR

Primer Forward (5'—3") Reverse (5'—3")
CHRNAS5 CGTGTTCCTTCAGACTCTGTCTG GAGTCCAGGTGACAGTGCCATT
GAPDH GTCTTCACCACCATGGAGAA TAAGCAGTTGGTGGTGCAG

AU EE A 2021 9 A —12 A E 28 K 2F BE 2B
B JE A 5 BR BE IR T 1 6 4] PDAC H 35 11 il 98 21 21

FHR I 55 bR AS . BT A R B A R & 4. e
iR T AU S5 L SR AR 2 4% Z R W & 5, AT
AL 5 D) Ab B X A 3R A ) A D) R e
i K, pH=8.0 1 EDTA % ¥ /K i 4% 95 C
K20 minfE & o B R 0. 3% i Ak SR
15 min & P N RS ALY RS, SR TBSTIRA Y
10% W myE =/ BFM1h, BHEHERE
CHRNAS —#1 4 ‘CH;H 6 ho W H 5EUs TBST 3
A3, MW 10 min, ¥EE—Pi)E A 2ES R
FIRMFE 2h, DAB 6 2 minJ5¥E% DAB, 7K
FEY, WIS AR BK. EWEMEH

LEICA Aperio GT450 % B8 % 59 B 41 i AL 17
A, FLEICA 4 M4 LAS X Office 5 #7 &%
1.12 siRNA B & 3 % MIA PaCa-2 f= Capan-2 4@
JeF 4 CHRNAS &k 7 6 L 40 i 1% 5% A v 42 #h
X KA KW 9 MIA PaCa-2 Fll Capan-2 40 . 15 40 i
AR E 60%~70% RlE EERE, 433 FHBIMEXT IR (NC-
siRNA), CHRNAS5-siRNA-1 Hl CHRNAS5-siRNA-2
B Y MIA PaCa-2 f Capan-2 4l i (fE & NC 41 |
sIRNA-1 20 Fl siRNA-241) , F] A jetPRIME Buffer
WA B SIRNA, RS J5 INA jetPRIME Ragent,
SR BCE 15 minJ5, KRR AW A 4H A B O IR
A, 48 hJi K H RT-qPCR K I 42 % . siRNA
I e X B 5 L 2% 2,

F2 siRNA FBHHEXTIEFE3
Tab.2 Sequences of siRNA and NC-siRNA
Primer Forward (5'—3") Reverse (5'—3')
NC-siRNA CCCUGUAUUGGGCUCUCAUTT AUGAGAGCCCAAUACAGGGTT

CHRNAS5-siRNA 1
CHRNAS5-siRNAZ2

GCCUUUGGUCCGCAAGAUATT
UUCUCCGAACGUGUCACGUTT

UAUCUUGCGGACCAAAGGCTT
ACGUGACACGUUCGGAGAATT

1.13 CCK-8#%# @ F # CHRNAS % ik & B B 5
mpE A EN A% T4 48 h, 4 MIA PaCa-2 fil
Capan-2 41 il 4% 18 45 L 1< 10" /> 40 Jfd 9 25 B T
96 fLARH, B F 37 CHISUCO, M &M TR 3%,
B E 3N FATFL. FRAnM Ny REST L85 0, #%
TE A (F3) WK FREEM AChALBE 8 he Bl
i, TEREFLEIA 10 pL B9 CCK-8& W, W& 1h
Jei 2R JH AR AR 450 nm 3% K AE R G E (A) 1,
Gy ONTE 24 FTA8 h RGN, JfF il &, LLAfH
3% 4t e 348 58 0 1 o

1.14 Western blotting 3 % ® CHRNAS5 F 3.3 %
FoFH CHRNAS B RIRE A F c-Myc & & R %
WA R Y il AFE e 5 i MIA PaCa-2 il Capan-2
9 B T ok b, R ILm A 500 pl RIPA 28 #h i ,
6 FL 410 Ji 1 35 M A AL A 100 I RIPA 25 22 f# g
UK b 22 10 min Ji5 F 20 %) 0 PREGR R i i, WAk
EEPH® s, T4°C. 12000 remin ' &> 10 min,

#3 CCK-8ZHAARFR
Tab.3 Group informations for CCK-8 assay

Group Ach DMEM
NC 0 pmol-L " 100 pL
NC+ACh 10 pmol-L ' 100 pL
SiRNA-1 0 pmol-L " 100 pL
SiRNA-14+ACh 10 pmol-L 100 pL
SiRNA-2 0 pmol-L " 100 pL
SiRNA-2+ACh 10 pmol-L ! 100 pL

WefE W . A 5XSDS b REZE IR A T
100 “C/AK B4 10 min, ] 10% PAGE 8 43 257K
WIR I E ARE S, BJE UK B AE R B 200 mA B
& 70 min., 5% Mt AE W34 # W B 1 h, TBST ¥
B, —P60r-min 'FEK4CHEEF 6 h (CHRNAS,
c-Myc il B-actin) , B# 5 TBST #£ 60 r-min '#% K
W3R, B 10 min, A L, FEBEF 2h,
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B J5 7€ 60 remin 'FEIR LIEVES K, IR 5 min, fE
AL AT B 200 pL B AL ECL i i T B, A SRt
e AR A 1%, & H Image Lab #4443 47 .

1.15 %# %54 RHAR4L 2. 3IHMFHITEHITH
BT . AR B 2E 4 B 4 2R F Wilcoxon £ 55 43
BTt g 2R A i 22 5, B AGRE I SRk . e 4
MR PE 4> DL & TMB, IEXF PE#E4T FDR K IE
KIEJG P<<0. 05\ 2L B i 22 57 . SC0 840k
F Graphpad Prism 9. 0 K #E47 G2 ih 2450 Hr, it
W L ots R, ZAEREAR SRR R N R
5 2570, W RFEAR B BCR FH LSD-c ki 3 . LA
P<<0.05 A ES A ¥E L.

2 & B

2.1 33#AFBALR T CHRNA5S mRNA & & K -F
GIEH AR, 15 33 B iR, 28 Bl 4141

' CHRNAS mRNA & ik K- F+ i (adjusted P<<
0.05), f$E IR FidE (adrenocortical carcinoma,
ACC) . B Bt R B L J% ¥ (bladder urothelial
BLCA) . %L B¢ 2 @ M % (breast
invasive carcinoma, BRCA) . ‘B 58Ik 21 I & Fl e
i N IR 9 (cervical squamous cell carcinoma and
[IECEa
(cholangio carcinoma, CHOL) . 57 9% (colon
adenocarcinoma, COAD). ¥R{& V£ B 4 it bk 19
(diffuse large B-cell lymphoma, DLBC) ., & % &
(esophageal carcinoma, ESCA) . fili % Ik 40 i1 s
(lung squamous cell carcinoma, LUSC). ZJEMH
A e JE  (glioblastoma multiforme, GBM) . B
HLAR W 28 7988 (ovarian serous cystadenocarcinoma,
OV) F'EiBEMHYIMR (kidney clear cell carcinoma,
KIRC) 4. WK 1.

carcinoma,

endocervical adenocarcinoma, CESC) .

w

log, (fpkm+0.001)

Group
B Cancer
B Normal

«

O

\V

CHRNAS expression

Red: Cancers positively correlated with CHRNAS expression (P<<0.05) ; Blue: Cancers negatively correlated with CHRNAS expression (P<<

0.05). HNSC: Head and neck squamous cell carcinoma; KICH : Kidney chromophobe; KIRP: Kidney renal papillary cell carcinoma; LAML:

Acute myeloid leukemia; LGG: Brain lower grade glioma; LIHC: Liver hepatocellular carcinoma; LUAD: Lung adenocarcinoma; MESO:

Mesothelioma; PAAD: Pancreatic adenocarcinoma; PCPG: Pheochromocytoma and paraganglioma; PRAD: Prostate adenocarcinomas;

READ:Rectum adenocarcinoma; SARC:Sarcoma; SKCM: Skin cutaneous melanoma; STAD:Stomach adenocarcinoma; TGCT: Testicular

germ cell tumors ; THCA : Thyroid carcinoma; THYM : Thymoma ; UCEC : Uterine corpus endometrial carcinoma ; UCS : Uterine

carcinosarcoma; UVM :Uveal melanoma.

B 1 33FIEALH CHRNAS mRNA Rk KF
Fig. 1 Expression levels of CHRNAS5 mRNA in 33 types of tumor tissues

2.2 CHRAN5 mRNA BRI & P ¥ A &E W R
£ GSE16515., GSE28735., GSE62165 HI
GSE71729 b 43 #f CHRNAS5 mRNA [ 3 ik 58,
SIEWHL L, PDACH L b CHRNAS mRNA
FRK I B TR (adjusted P<<0.05). WK 2.

2.3 PDAC @A 22 ¥ CHRNA5 mRNA o &
B &k RT-qPCRILEZRE/R: HIEHRERSE
4 jg h\TERT-HPNE L3¢, 7€ 2 Ff PDAC 40 ffd
CHRNAS5 mRNA ik K FTF &, £ MIA PaCa-2,
Capan-2 il PANC-1 4l Jfi f CHRNA5 mRNA % ik
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P=0.003 P=0.012 P=0.029
30+ 7Lk
4t
6 -
6
3 20 2 2 2 3t
T 51
5 5 5 5
2 L
10+ 4 4t
1 \3 1F
Normal Tumor Normal Tumor Normal Tumor Normal Tumor
A B C D

A:GSE16515; B:GSE28735; C:GSE62165; D: GSE71729.

& 2

44~ GSE #t CHRNA5 mRNA #iEKE

Fig. 2 Expression levels of CHRNA5 mRNA in four GSE

KB B T (P<<0. 058 P<<0.01). WK 3.
FEH AR 0 R B R 555 4 A i,
PDAC ¢4 sf CHRNASTE HFIAEW N, WK 4,

Expression level of CHRNAS mRNA

NPV A, SN I, S S RN
&SV & T
<R O QY Sl T S

&sz* N A
-

"P<C0.05, "P<C0.01.
A3 RT-qPCR Y& B8 iR 0% F0 1K % BR AR 3 B 4 g b
CHRNAS5 mRNA 7KV
Fig. 3 Expression levels of CHRNA5 mRNA in
pancreas cancer cells and normal pancreatic ductal

cells detected by RT-qPCR method

2.4 BBEARFYEHRKZ CHRNAS 5T G 6
B AR ER: 5 CHRNASRFR LA
H# , CHRNAS & # ik 4l /B & o i & 4 17
(progression-free survival, PFS) B & FF L (P<<
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