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Expression and clinical significance of hqnRNPAI in neoplasms of digestive system

QIAO Lu', BAI Yuru', XIE Ning', LIU Na', WANG Jinhai' (1. Department of Gastroenterology, The Second Affiliat-
ed Hospital of Xi’an Jiaotong University, Xi’an 710004, Shaanxi, China)

[Abstract] Objective: To investigate the expression patterns of hnRNPA1 mRNA in the digestive system tumors
and its clinical significance. Methods : Whole genome mRNA sequencing data of TCGA databases were used to ana-
lyze the different expression of hnRNPA1 in tumor and normal tissues and to study its correlation to clinical patho-
logical data; and survival analysis was performed to determine its prognostic value. Results: 1. The expressions of
hnRNPA1 were significantly higher in digestive system tumor tissues than that in normal tissues (P<0.001) , espe-
cially in colorectal cancer, hepatocellular carcinoma, pancreatic cancer and cholangiocarcinoma. 2. In hepatocellular
carcinoma, hnRNPA1 expression was correlated with tumor differentiation, TNM stage and the depth of invasion
(all P<0.05), but not associated with age, sex, risk factors of liver cancer. In pancreatic cancer and cholangiocarcino-
ma, the expression of hnRNPA1 was not significantly associated with age, sex, TNM stage and infiltration depth etc.
3. The expression of hnRNPA1 was correlated with overall survival in pancreatic cancer patients (P<0.05), which is
a risk factor for the prognosis that independent of TNM stage, degree of differentiation; the expression of hnRNPA 1
was not significantly associated with overall survival in colorectal cancer, hepatocellular carcinoma and cholangio-
carcinoma. Conclusion: The expression of hnRNPA1 mRNA was increased in tumor tissues of different digestive
system cancers; its over-expression is an independent risk factor for the prognosis of pancreatic cancer, which might
be served as a potential biomarker for predicting prognosis.
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ESCA: Esophageal carcinoma ESCA; STAD: Stomach adenocarcinoma STAD; CCAD: Colon adenocarcinoma COAD; READ:
Rectum adenocarcinoma READ; LIHC: Liver hepatocellular carcinoma LIHC; PAAD: Pancreatic adenocarcinoma PAAD;
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Fig.1 Expression patterns of snRNPA1 mRNA in different digestive system tumors
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Tab.1 Expression patterns of hnRNPAI mRNA in different

digestive system tumors

Median Median

Project (tumor) (normal) LogFC P

ESCA 706.18 646.41 0.13 P<0.05
STAD 640.25 404.61 0.66 P<0.05
COAD 1252.59 589.07 1.09 P<0.05
READ 1242.95 576.91 1.11 P<0.05
LIHC 363.70 146.57 1.31 P<0.05
CHOL 951.08 143.83 1.16 P<0.05
PAAD 781.39 351.72 1.15 P<0.05

ESCA: Esophageal carcinoma ESCA; STAD: Stomach adeno-
carcinoma STAD; CCAD: Colon adenocarcinoma COAD;
READ: Rectum adenocarcinoma READ; LIHC: Liver hepato-
cellular carcinoma LIHC; PAAD: Pancreatic adenocarcinoma
PAAD; CHO: Cholangiocarcinoma CHOL

32 hnRNPAIFERHEFHIFROESIGRREES 2 B8 X % (n)
Tab.2 Relationship between hinRNPAI expression and
clinicopathological characteristics of hepatocarcinoma

patients (n)

hnRNPAI
Item P
Low High
Age(t/a) 0.16
<60 79 63
=60 107 94
Gender 0.238
Female 55 66
Male 131 121
TNM stage 0.012
I 98 75
I 40 47
I 31 54
v 4 2
Grade 0.000065
Gl 32 23
G2 105 73
G3 45 78
G4 2 10
Risk factor 0.9
None 43 48
Alcoholconsumption 58 59
Hepatitis B 42 40
Hepatitis C 20 14
Nonalcoholic fatty
liver disease 6 6
Other 17 20

33 hnRNPAI ERRBRERHORILS
IRARRERZERL Z BRI K R (n)
Tab.3 Relationship between hnRNPAI expression and clini-

copathological characteristics of pancreatic cancer patients(n)

hnRNPA1
Item P
Low High
Age(t/a) 0.37
<65 44 37
=65 45 52
Gender 0.05
Female 47 33
Male 42 56
TNM stage 0.91
I 9 12
I 74 72
I 2 2
v 3 2
Grade 0.14
Gl 11 20
G2 51 44
G3 25 23
G4 0 2
Tumor invasion 0.61
Tl 5 2
T2 13 11
T3 9 73
T4 1 2
Lymph node metastasis 0.40
Negative 22 28
Positive 64 59
Chronic pancreatitis 0.16
No 61 67
Yes 9 4

2.3 hnRNPAI #2510 & S 98 4R 48 % 69 716 & 3L

2.3.1 hnRNPAI #3385 08 B TR Bt b TR
Jeti HH s hnRNPA T /KF5 15 2 3 A0 98 [ P<0.02517, HR=
1.592169, CI(1.06,2.40), K 2]; hnRNPA 1 = 3EIA /KT
SEF AT R, SRR R 1A R T R &
hnRNPA1 ik 5 25 19 e e IR e S5 10
Z 4 IR B B TS TG BB AH 0% (P>0.05, 1 3D .
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Tab.4 Relationship between inRNPAI expressions and clini-

copathological characteristics of cholangiocarcinoma patients

IS TNM 73 A R IE TR FE RS 6 78 rFR R S
S AR AR A 2% (P<0.05, £ 5) . #E— K
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Kl 2% Cox 9] H 23 7, 45 B B 78 hnRNPAI Rz & 5 R
Ji5 S A AE N B A 56 hnRNPAT 15 352 7K1 10D Ji Bt 9
B, AR5 B E AR T SEJE , BT T TNM 43 1 & 43
FEREE (P<0.01,%5),
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Fig.2 Influence of 7inRNPAI expression on overall survival

of pancreatic cancer patients
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Fig.3 Influence of /inRNPAI expression on overall survival of patients with COAD,READ and CHOL cancers
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Tab.5 Association between clinicopathological characteris-
tics, hnRNPAI expression and overall survival of pancreatic

cancer patients

Ttem n HR  95%CI P
Univariate cox model
Gender
Female 80
Mmale 98  0.809 0.537-1.219 0.31
Age(t/a)
<65 81
=65 97 1396 0.918-2.121 0.12
TNM stage
I 21
i 146 2333 1.069-5.090 0.03
I 4 1046 0.128-8.576 0.97
v 5 1564 0.321-7.629 0.58
T
T1/2 31
T3/4 145  2.022 1.072-3.815 0.03
Grade
Gl 31
G2 95 1956 1.006-3.803 0.05
G3 48 2.622 1303-5279  0.0069
G4 2 1.650 0211-12.885  0.63
N
NO 50
N1 123 2.154 1.282-3.618  0.0038
Chronic pancreatitis
No 128
Yes 13 1177 0.562-2.464 0.67
hnRNPA1 expression
Low 89
High 89  1.597 1.056-2.414 0.03
Multivariate cox model
TNM stage
I 21
I 146 2548 1.088-5.967 0.03
1 4 1057 0.125-8915 0.96
v 5 1670 0.328-8.494 0.54
Grade
Gl 31
G2 95 1644 0.843-3.208 015
G3 48 2128 1.047-4.326 0.04
G4 20909 0.116-7.141 0.93
hnRNPA1 expression
Low 89
High 89 1.847 1.209-2.823  0.0046

hnRNP Fiki i & . hnRNPA1 & A 45 H N AR 6, &
P /> RNA 531 48 (RN A-recognition motif, RPM) ; C
ity & o H &R, & — > RNA R — M e AL
JF 3, C KuifEH 2 4, 638 RNA 456 20 i e 47 &
HEAZEFHELER.
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WA O 9% . hnRNPAT AE fifiges v 28 55 58 1E 7 41243
A S 48 w5y, A EE 40 H AS49 T hnRNPAT 3R 1A BE
5] 90 35 775 B R R R 4 400 i 345 i T Go/
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T3 I hnRNPAT 52 715 31 40 i HER 34 (1) 5%
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SFH K FE , (i 3k 4 1G5
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1%, I hnRNPA 1 0] LAE Ry 1B J A2 e (b 25400
{2 mRNA 7K “F- 7 il 988 Al IE 3 3 2 [ L 48 it 2 %
o AW FEF FH TCGA $48 5 #1 & I hnRNPA1
mRNA 7K 7 7£ B Ji A 45 g s h 3 3 & (R S TS 6
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Kde B E M hnRNPAL 153X =R b g b
(1) 2325 5 11 PR s B 9% B8} 1Y) OC 28 K B, hnRNPALT 7£ it
T T I ZRIE S TNM 43 A R TR FE R A R B 2%
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b Al R R BB 125
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SRR LS, PEAN IR R & X iRE R D . R0
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hnRNPAT 15 [F) 78 A6 2 e s o i Tl s 3 80, 45
R I hnRNPA1 5 i i 96 1F) 70 f5 AH O, hnRNPAT 153
TIPS e B R TR A . B2 N
B4 HT & B, hrnRNPAT 323500 57 T TNM 43 # %
IIACFEFE , $E 78 hnRNPAT 2 JB IR Je M N7 A BT S
. AR R B hnRNPAL 7] 1 55 KRAS-E2F1-
ILK [ i , {12 i3k Jok Mg e 41 o s 26 5] KRAS IR IA ,
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