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shRNA %, %) F# PTK7 & 2 tm ie 8 2 )& , MTT A 55 5T %, 4 R 27 , shRNA 52 3520 4 3 JE 40 2 ML 75 76 40 . 25 8, W (P<0.05) , 1%
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Abstract Objective: To explore the expression of PTK7 in pancreatic ductal adenocarcinoma and its clinical significance. Methods: The
clinical and follow-up data of 85 patients with pancreatic ductal adenocarcinoma who underwent radical surgery at Tianjin Medical University
Cancer Institute and Hospital from May 2011 to January 2016 were analyzed. The expression of PTK7 in 85 pancreatic cancer tissues and
the corresponding para-cancer tissues was detected by immunohistochemistry, and the relationship between PTK7 expression level and
the clinical pathological features and prognosis was analyzed. Results: Positive expression of PTK7 was observed mainly in the cytoplasm,
presenting as brownish yellow granules. It was noted that expression of PTK7 in pancreatic ductal adenocarcinoma tissues and para-carcinoma
tissues was 70.6% (60/85) and 52.9% (45/85), respectively, and the positive rate in pancreatic ductal adenocarcinoma tissues was significantly
higher than that in para-carcinoma tissues; the difference was statistically significant (P<0.05). The abnormal expression of PTK7 was
correlated with the tumor stage, lymph node metastasis, and the vascular tumor embolus (P<0.05). The survival analysis suggested that
the survival time or recurrence-free time of patients with PTK7 high expression in pancreatic duct adenocarcinoma was significantly shorter
than in those with low expression (P<0.05, respectively). ShRNA interference of PTK7 was successfully established in the cell stabilizing system,
verified by MTT and clone formation. Results indicated that cell survival was significantly lower in the shRNA experimental group compared
to the control group (P<0.05), the number of colonies formed was significantly smaller in the shRNA experimental group compared to the
control group (P<0.05), and the expression of proliferation-related proteins Ki-67 and PCNA was significantly lower in the shRNA experimental
group compared to the control group (P<0.05, respectively). Conclusions: The up-regulation of PTK7 expression in pancreatic ductal ad-
enocarcinoma tissues was associated with the tumor stage, lymph node metastasis, and the vascular tumor thrombus, suggesting poor
prognosis. It was also found that in pancreatic cancer cell lines, PTK7 could promote the proliferation of pancreatic cancer cells by regulating
the levels of proliferative factors Ki-67 and PCNA.
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H S A A7 RN 5% 2247 s IR & Kk
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S50 85% LA L1 AR R U5 AR 45 L R A
PR M AP 5 5 A i X B s )18 R SR 5 iR
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WIXE DL & B ARG 5y 52 & LR Z A 3R YT
A, MR B2 IR AR I 10 A 7E T IR AR T I AR
S R R SR R At X A SR A T SR YT o

1% % iR 25 11 13 1§ — 7 (protein tyrosine kinase—7,
PTK7) 8% B R 45 1 9 1% Biti — 4 (colon carcinoma ki-
nase—4,CCK4) , & —FPFE MR N HH PTK7 5E 1K Gifith i)
FLAT (A0 6 1 109 32 1R T S R VR, 95 - 20 L A
o E bR AR A RE LS R, — A B5 EIX ak , —Fh B (LI IX
SR — R A P 0 L P i R T BRI . PTK7
FA ZM AP ohhe , W iE Y B W A il 2
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1.2 2 A
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10% 34 13 , 100 pL/mL 75 8 2 FSE R R , 76 37°C
5% A AR AN B AR TP R SR AL . PTK7 1
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5, R LU A Y S5 R LI VR E 2, R
W 5 R 55 UM L 8 (X°=5.604, P=0.018<
0.05), HEE 2T HAGIHFE L,

A:PTK7 1&%%1& ;
1 PTK7 fEJRR S5 Bl 28U i ik

12 PTK7 7E R 45 i s 2l 28U i ek
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60 B3 shRNA 2

0 PANC-14iffi  BxPC-3 41}t

K167
B-actin

1.5 BxPC—3 4fiffy
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TR R R A R X IR . Jin 25 IE R Y
RHGE L LSUE R XT IR, A T PR PTKT 78 i & A i
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Y AR 22 AT RS . HET, PTKT 76 AN [5] i Hh 05
SERTE D RE AL A i . A 98 25 1 R, 78
ik % 5 20 B 22 L PTKT7 RE 38 3 91 15 184 4 AH OG-
Ki—67 F1 PCNA F 7K -2 11 £ 22 J5R A 98 200 B 1 185 7
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