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WFFERE R OMEEE (Fns0) « KoK ERHIEIZ I T TGF- B Tt & 2 filfimlsE « R
HERAT - s~ N U w7 ADOEA % Lovastatin NI+ 52 L AR L7, Ll EiRE
@ Lovastatin (ZIEFHMMIC HEEE 5 2 2 [REME0RIB S vz, 0. ERMERBITOMSF
ELTHORBEORE G B 2 Hivh 55, TGF- BEA FIZEB W T Rho 241 L7z v 7 F U REN &
BRBERTHDZ LR TE /-, Statin RIKF|D Lovastatin 23 HNEMNTE O-SPHEIZS
DHLWTBAELE R0 5B EEZBNT,

W R B o2 (9532) : This study showed that lovastatin inhibits TGF- B —induced
epithelial-mesenchymal transition, cellular contraction and the expression of
extracellular matrix in porcine lens epithelial cells. However, high concentration
lovastatin may affect the normal cellular activities. Moreover, as a mechanism of
epithelial-mesenchymal transition, it has confirmed that Rho pathway was an important
factor in the effect of TGF— 3, Although the other pathways may participate. This suggests
that lovastatin should be considered as a new agent to prevent postoperative complications
of cataract.
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