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Different expressions of WntSa in pancreatic cancer and precancerous lesions
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[Abstract] Objective To observe the expression of Wnt5a protein in different pancreatic tissues and to evaluate the role
of Wnt5a in the carcinogenesis of pancreatic ductal adenocarcinoma (PDAC),so as to provide new clues for the diagnosis and
treatment of pancreatic cancer. Methods  Immunohistochemical SP method was used to examine the expressions of Wnt5a
protein in 21 normal pancreatic duct tissues, 73 pancreatic intraepithelial neoplasia(PanIN)-1 tissues,29 PanIN-2,16 PanIN-3
tissues, 20 intraductal papillary mucinous neoplasm (IPMN) adenoma (IPMA) tissues, 13 IPMN-borderline (IPMB) tissues, 19
IPMN-carcinoma (IPMC) tissues and 50 PDAC tissues. The correlation of Wnt5a expression with clinicopathologic
characteristics and postoperative survival of PDAC patients was analyzed. Results Wnt5a expression increased with the
progression of the lesions in the following order: NP(0)—>PanIN-1(1.9041. 192)—>PanIN-2(3. 03+ 1. 322)—~>PanIN-3(4, 88+
1.455) or NP(0)—~IPMA(1.40+0. 940)—IPMB (2. 624 1. 502) >~ IPMC (3. 004 1. 374) ,and PDAC(3. 11+2. 635). Wnt5a
expression was significantly correlated with tumor proliferation activity, distant metastasis, TNM staging and postoperative
survival (P<C0.05). The median survival periods of PDAC patients with high and low Wnt5 expression were 15 months and 21
months, respectively(P=0. 015). Conclusion Wnt5a is involved in the development and progression of PDAC. Enhancement of
Wnt5a expression is an early event in PDAC; sustained or over-expression of Wnt5a may affect the proliferation, invasion and

metastases of pancreatic cancer cells, and may indicate a poor prognosis.
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Fig 1 Expression of Wnt5a protein in different pancreatic tissues

A: Normal pancreatic duct; B: Pancreatic intraepithelial neoplasia(PanIN) 1A; C: PanIN-1B; D: PanIN-2; E: PanIN-3; F. Intraductal papilla-

ry mucinous neopasm(IPMN)-adenoma; G: IPMN-borderline; H: IPMN-carcinoma; 1. Pancreatic ductal adenocarcinoma. Original magnifica-

tion: X400 (A); X200 (B-D
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Tab 1 Correlation of WntSa expression

with clinicopathologic features of pancreatic cancer

Wntb5a expression®

Characteristics N Low High P
(n=37) (n=13)
Age(year)® 0. 904
<60 18 14 4
=60 32 23 9
Gender 0.424
Male 26 18 8
Female 24 19 5
Tumor location 0.298
Head 38 30 8
Body and tail 12 7 5
Tumor size d/cm 1
<4 18 13 5
=4 32 24 8
Nerve infiltration 0. 856
Yes 28 21 7
No 22 16 6
Vessel infiltration 0.424
Yes 24 19 5
No 26 18 8
Differentiation 0.769
Well 11 9 2
Moderate 31 22 9
Poor 8 6 2
Proliferative activity 0. 029
High 18 10 8
Moderate 16 12 4
Low 16 15 1
Tumor stage® 0. 835
T2 11 8 3
T3 30 23 7
T4 9 6 3
Lymphatic metastasis 0.351
No 44 34 10
Yes 6 3 3
Distant metastasis 0.031
No 46 36 10
Yes 4 1 3
TNM stage 0. 04
T+1 39 32 7
I+ 1v 11 5 6

2, The 75th percentile of Wnt5a THCS was the cut-off point for
high or low expression; ": Age was (60. 78 £ 11. 872) years old,
ranging 18-74 years old; ¢: Union for International Cancer Control

(UICC) 2002. THCS: Immunohistochemistry score

fE R Wnt Z % 0L, Wntba BEBE TG fL & 80 1Y)
Wnt/B-catenin i f# X eI AL AE L MY Wnt/Ca®" i
L ZHT 28 A EMEN LA kR, B H
B G WntSa 76 i o A= 9 2% 4F 1 0 i A2 7E
BRITEL,

P=0.015

Overall survival

H Low-level expression
"7 1 High-level expression _

20 40 60 80 100 120

Time after surgery #/month

B2 WintSaIRESEBBEEERBEFHRNXER
Fig 2 Correlation between WntSa
expression levels and patient survival
The 75th percentile of Wnt5a THCS was the cut-off point for high or

low expression. THCS: Immunohistochemistry score

AR, Wnt5a HAT i S B 477 , Wntba
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AWFFERH THC kK Wnt5a 8 78 1E 5 B
Jig Ji g 21 23 B e Mg B30 72 PanIN A IPMN &
BRI, I T Wntda 235K 5 BRI Ik
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