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[Abstract] Objective To compare the different expressions of transforming growth factor betal (TGFg1)
and its type one receptor ( TGFBR1) between primary pancreatic cancer cell line AsPC-1 and metastatic
Methods The mRNA expressions of TGFg1 and TGFSR1 in AsPC-1

and BxPC-3 pancreatic carcer cell lines were quantatitived by real-time RT-PCR. The protein levels of

pancreatic cancer cell line BxPC-3.

TGFg1 and TGFBR1 in these two cell lines were measured by Western blot assay.  Results Compared

with the primary pancreatic cancer cell AsPC-1, the mRNA and protein expressions of TGFB1 and
TGFBR1 were much higher in BxPC-3 pancreatic cancer cells(P<C0. 05).

Conclusions Upregulations

of TGFB1 and TGFBR1 might be a pivotal incidence in the procedure of malignant progressing and

metastasis in pancreatic cancer cells.
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Tab 1 Quantitive RT-PCR results of TGFf1 and

TGFBR1 mRNAs in two pancreatic cancer cell lines

Actin TGFpI TGFpR1

Ct Ct  Quantitive value ~ Ct  Quantitive value

AsPC-1 14.9 15.6 0.92£0.06 11.2 15.49+1.03

BxPC-3 16.2  20.8 0.07£0.00" 25,5 0.10+0.01®

Mys AsPC-1, P<C0. 01
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Fig 1 The amplification curve of real-time PCR
of TGFB1(A) and TGFBR1(B)
A:Green and red lines: AsPC-1; Yellow and blue lines: BxPC-3;
B:Green and red lines: BxPC-3; Yellow and blue lines: AsPC-1
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Fig 2 The TGFp1 protein expression in AsPC-1 and

BxPC-3 pancreatic cancer cell lines by Western blot

AsPC-1

BxPC-3

TGF B R1

B -actin

B3 mHMEREAEP TGFPRI HEAKRIZ
Fig 3 The TGFBR1 protein expression in AsPC-1 and

BxPC-3 pancreatic cancer cell lines by Western blot
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Fig 4 TGFp1 and TGFBR1 protein levels inAsPC-1 and
BxPC-3 pancreatic cancer cell lines
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