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_ Pdb £ 4 Zi5He
RS R s D (Kcal/mol )

MMP1 & Quercetin Hsp 966¢ -10.0
AR&DFV Hsp le3g -94
PPARG & Quercetin Hsp 1fm6 -8.5
CASPS8 & Beta_sitosterol Hsp 119¢ -8.4
ESR1 & Quercetin Hsp 1a52 -8.3
AR & Beta_sitosterol Hsp le3g -7.9
RUNX2 & Quercetin Hsp 6vg8 -7.8
AR & Ginsenoside—Rh2 Hsp le3g -7.6
COL3A1&Quercetin Hsp 2v53 =75
PTEN & Quercetin Hsp 7juk -7.3
SCNSA & Quercetin Hsp 4djc =-7.1
SCN5A & Beta_sitosterol ~ Hsp 4djc =7.1
MAOA & Stigmasterol Hsp 225y -6.9
IFNG & Quercetin Hsp leku -6.9
IFNG & Ginsenoside—-Rh  Hsp leku -6.9
SCN5A & Stigmasterol Hsp 4djc -6.8
AKT1 & Quercetin Hsp 2uzr -6.6
CHUK & Quercetin Hsp 3brt -6.4
GJA1& Quercetin Hsp 2112 -6.2
SCN5A & Diop Hsp 4djc -6.0
MYC & Quercetin Hsp 1a93 =55
ESR1 & Quercetin Hsp la52 -8.3

a.MMP1 5 Quercetin XF 4% [§] ; b. AR 5 DFV % 4% [#] ; . PPARG 5
Quercetin X142 E ; d.CASP8 5 Beta—sitosterol X428 ;e.ESR1 5 Quercetin
Y42 # ;L. AR 5 Beta—sitosterol X2 [%]
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