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Effect of transforming growth factor-g, and extracellular signal-regulated Kinase 1/2 on growth of human pan-

creatic cancer

DONG Chun-yan, LIU Tie-fu, LI Zhao-shen® , TU Zheng-xing, MAN Xiao-hua, ZHAO Lan, ZHANG Xiao-feng ( Depart-
ment of Gastroenterology, Changhai Hospital,Second Military Medical University,Shanghai 200433, China)

[ABSTRACT] Objective; To observe the effect of TGF-B, and ERK, /ERK; on the growth of human pancreatic carcinoma and
to study their relationship and the possible mechanisms by which they affect the carcinoma. Methods: The immunohistochemis-
try method was used to detect the expression of TGF-; .ERK, and ERK, in 45 case of pancreatic cancer and 20 patients with
benign pancreas diseases. The MTT method was used to study the effect of TGF-B, on the Panc-1 cell proliferation; Western
blot method was used to detect the effects of TGF-8, on the expression of ERK, /ERK, proteins. Results: Immunohistochemis-
try showed that the positive rates of TGF-8; » ERK, and ERK, in 45 pancreatic cancer tissues were 06. 67 % (30/45), 86.70%
(39/45)and 84. 44 % (38/45), respectively, whereas the positive rate of these proteins in 20 case matched benign pancreas dis-
case were 30%(6/20), 30% (6/20)and 20% (4/20), respectively. The expression of TGF-3, was closely related with carcino-
a metastasis. The MTT showed that the growth of Panc-1 was inhibited by TGF-8; 1n the earlier period and the inhibitory

rates for growth of Panc-1 was positively correlated with the dose of TGF-B,. Western blot showed that TGI8, did not change

the expression of ERK, and ERK; proteins. Conclusion: The expression of TGF-8, and ERK, /ERK, in pancreatic cancer tissue

is significantly increased. TGF-; inhibits the growth of human pancreatic cancer cell Panc-1 in the earlier period but TGEF-8,

does not change the expression of ERK, and ERK,; proteins. The high expression of ERK; /ERK; proteins may inhibit the TGE-

3 induced inhibition of carcinoma cell growth.
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Tab 1 Correlation between protein expression and clinical pathology in human pancreatic cacinoma(TGF-§, ,ERK, and ERK, )

Clinical pathology " === TCTFHBI — E%{Kl = E}.{KE
Positive o7 P Positive o P Positive e P
Group 7.534 <0. 05 31. 104 =C0.09 25. 151 <0, 05
Pancreatic carcinoma 45 30 39 38
Control 20 6 6 |
Sex 0, 000 —0. 05 0. 000 >0, 005 0. 000 >0, 05
Male 21 14 18 18
Female 24 16 21 20
Age 0,044 >0, 05 0. 000 =0, 05 0.576 >0, 05
<60 22 15 19 20
=60 20 1o 20 18
Differentiation 0. 000 >0, 05 0. 000 =>0. 05 0. 363 >0.00
Well, moderately 31 21 26 29
Poorly 14 9 13 13
TNM 2. 178 =0, Ub 0. 000 =0, 05 I, 191 =>0.05
[ -1l 18 13 16 17
M-V 27 17 23 2
Metastasis 6. 667 < 0. 05 0. 649 =0, 05 AR =>0.05
Metastasis 18 8 17 13
No metastasis 27 2.2 22 25
| TGF-p, (A) ERK, (B) 1 ERK, (C)ZE A B B 78 4 40 rh ) 5 3%
Fig 1 Expression of TGF-B, (A) ,ERK, (B) and ERK, (C) in pancreatic carcinoma tissue(S-P, X200)
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Tab 2 Relationship among expression of
TGF-p, ,ERK, and ERK;
ERRK:® ERK:"
el =1 (1) (—)
TGF-g1  (+) 30 29 1 28 2
(=2 15 10 0 10 5
Total 45 34 6 28 Li
e e e ——— e e
*, y? =5, 409 (P<C0. 05), Kappa = 0. 551(P<C0.05);": x° =
4. 083( P<20.05), Kappa = 0. 308(P<C0.05)

Tab 3 Relationship between expression

of ERK, and ERK,

ERK:
{ =+ o
ERK (+) 38 36 2
(—) 7 3 1
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»?=9. 644, P<C0. 05;Kappa=0. 55 1.P<0.00
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Fig 2 Growth curve of Panc-1 cells inhibited by TGF-§,
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Fig 3 ERK, /ERK, expression in TGF-B, treated cells
1:5 min,0. 1 ng/ml group;2:30 min,0. 1 ng/ml group;3:24 h,0. 1

ng/ml group;4:Control group;5:5 min, 10 ng/ml group; 6:30 min,

10 ng/ml group;7:24 h,10 ng/ml group
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