— 520 — ERERKSSI 2011 £ 36 5% 54 ( Journal of Chongqing Medical University 2011.Vol.36 No.5 )

BN BESRIT  cams.0253-3626(2011)05-0520-04
B HeLa SN & B FBW7 WHEPLRIDESR

o, =,RERE OE
(ERERARFEMERR TARSHATEIIRE, EX  400016)

[# =) a5, WE MAPK {558 BEPHNTH U0-126 X AKE SUR MMM HeLa ZHHIEMAZE E(cyclin E) & F- & HEH 7
B WD EE 4 FBW7 BRI, F k. KA RT-PCR.Western blot #:1] UO-126 BHIT MAPK {5 5B RI/S cyclin E F0
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M FBW7 B ik 5 MAPK {5 5B BE0E B YIAHE , UO-126 FHBT MAPK {Z 5@ T T cyclin E 33k, Hi# FBW7 ik,
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[ Abstract ] Objective: To investigate the effects of UO-126,a MAPK inhibitor, on the expression of cyclin E and F-box and WD repeat
domain—containing protein 7 ( FBW7 ) of human cervical cancer cell line { HeLa cells ). Methods:The mRNA and protein expression of
cyclin E and FBW7 were detected by RT-PCR and Western blot before and after MAPK signal was blocked by U0O-126,a MAPK
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inhibitor. Results;RT-PCR and Western blot exhibited that cyclin E mRNA
expression had no significant changes and cyclin E protein had significantly
decreased after HeLa cells were treated with UO-126,and FBW7 mRNA and

protein expression had significantly increased after Hela cells were treated
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with UO-126. Conclusion: The abnormal expression of FBW7 is closely related to the activation of MAPK signaling pathway in cervical
cancer Hela cells. Cyclin E is decreased and FBW7 is increased after UO-126 blocks the MAPK signaling pathway.
[ Key words ]UO-126; MAPK ; cervical cancer HeLa cells; cyclin E; FBW7
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FERBELFBWT N FHZ R E BB R R HITHRES,
FBW7 B B SR AR BN AIg & A & Jt B . FBW7 X cyclin
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1.1 ##

U0-126, 4t Marker, Bt A\ GAPDH Hiif, RIR R Z
#% (PVDF ) [, 40 R 2% W% RIPA, 75 I BL i BE 4 (PMSF ),
Bradford 2 FYREM RN & (B Z REYHEARTRIT ) ;i
¥R & (TOYOBO & 8] ) s BA st 5Bl (PCR) § 31
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FBW7 #H F 5|4 5°-GTGGGACATACAGGTGGA-3", F
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AT W RN A TREFHE R N o cyclin E 3055 3 R I 4%
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B+ RfERE (x 2 s) FR, ITH B AN X BRI T E 5
B, P<0.05 A ERAFITHEE L.
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