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Abstract: Objective To study the role of MEK2/ERK signal transduction pathway in the development of colorectal
cancer. Methods (1) Western blot analysis was performed on cancerous tissues and adjacent colonic tissues in 45
patients with colorectal cancers. (2) Human colorectal cancer cell line SW480 was treated with MEK inhibitor, and
then MTT assay was used to measure the SW480 cells proliferation ;and the expression of MEK2, p-ERK and C-myc
in SW480 cells were measured by western blot. Results MEK2 protein level was increased in colorectal cancer
compared with adjacent mucosa ( P <0.05). The overexpression of MEK2 in cancerous tissue was related to the
Dukes stage, differentiation and lymph nodes metastasis ( P <0.05). There were significant correlation between
MEK2 expression and clinicopalhological parameters such as tumor size, serosa invasion and distant metastasis.
SW480 treated with MEK inhibitor PD98059 resulted in significant growth inhibition and downregulation of MEK2,

p-ERK and C-myc. Conclusions The increase of MEK2 may correlate with the invisive potention of colorectal canc-

er. Blocking MEK2/ERK signal transduction pathway could inhibit the growth of SW480 cells.
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A DMSO 200wl ; i A5 A0 E 540 nm W WC(E , 25 1l
AR
1.4 HHEZEEBRALAZEZEBIRINE Western

blot #

1.4.1 @mpkkaRR
SW480 4l il % H M .
1.4.2 A EEEGRK  Z M Santa Cruz 4 A &K
FHE BT B, 0 A RIPA 2% w40 0l 24k 45 B W o
HXHEBFHBEANARI AL LEA,
1.4.3 HakFEMNEF* (Bradford %) L4 I
HHEE (BSA) fE AR s, R E O E &KX &

MR Kimt Jy g 2 1
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&, T oy 6ot EE I 595 nm R O 8 BE AR, 3T 4R
WA R
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B #  MEK2 £isEHssd F (o)l P1i

Dukes 438
C,D 23 3.567 £4.172
2.352 0.023
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J 30 1.557 £0.861
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-0.402 0.690
J 25 2.634 £3.612
AR
A 7 2.677 +1.738
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0.043 0.966
<65 27 2.430 £2.928
5
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