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Chen, F.L. et al. (2008}ligxygenase induces apoptosis of human gastric cancer AGS cells via the ERK1/2 signal paitsv&yi.p3y181
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MAPKK(Mek1)

PDB:1CDK

cAMP-dependent Protein Kinase Catalytic Sub(hitC. 2.7.1.37) (Protein Kinase A)

a5

MEK1 is a tyrosine/threonine protein kin
found in the Ras/Raf/MEK/ERK
MAPK signaling pathway.

D

@i
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Ma,H. et al.(2008) Human metabolic network reconstruction and its impact on drug discovery and development, Drug Discbs; #6day
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Acetyl-CoA F ab B
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Acyl-ACP

b-hydroxy-acyl-ACP

Fabl
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FabL

y 3

Enoyl-ACP

triclosan broadspectrum

triclosan enoytACP reductase (Fabl)
L.M.McMurry, et al.(1998) Triclosan targgts lipid synthesis, Nat@8, 531-532

Fabl essential enzyme
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R.J.Heath, et al.(2000) The Enggkyl-carrierproein] reductases Fabl and FabL from Bacillus subtilis, J.Biol. CRé54012840133
D.J.Payne, et al.(2002) Discovery of a Novel and Potent Class eDiif@isted Antibacterial Agents, Antimicrob.Agents Chenoté8r 3540
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Grosser T, Fries S, FitzGerald GA.(2006) Biological basis for the cardiovascular consequences2ah@iBiXon: therapeutichallenges and opportunities.,J Clin Invest. 116, 4
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Scholich, K. et al. (2006) Is mMPGES -1 a promising target for pain therapy?,, Trends. Pharmacol. Sci., 27, 399
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