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Fig. 1 Effect of curcumin treatment at various doses for 48 h on cell survival rate of
A375 cells
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Fig.2 Morphological changes of curcumin—treated A375 cells undergoing apoptosis
observed by inversed microscopy (Original magnification: X200)
A: Curcumin group; B: Control group
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Fig.3 Morphology of curcumin—treated A375 cells showing apoptotic changes under
transmission electron microscopy (Original magnification: X8000)
A: Curcumin group; B: Control group
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Fig.4 Curcumin—induced DNA fragmentation in A375 cells
M: Marker; 1-6: Curcumin concentration of 0, 10, 20, 30, 40, 50 pmol/L, respectively
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G R AR S5 R o, SRR IR 02238 HAEHIAST5 41 48 h , A37540fic—myce & ARIEK T
BN TR 2 PRI, iCaspase—3W & by, JF SIS IR FEAMCH: . P AP EE 11 I 308 2 5 00 IR LU i i
F 25 (P<0. 05, E1).

* | B AR NEREEZEHET c-myc, Caspage-3
I FHIF N
Tab.1 Effect of curcumin at various concentrations
on ¢-Mye and caspase-3 expressions detected by
immunochistochemistry (Mean+S)

Group C-ImYGC Caspage-3
Control 0.38+0.04 0.07+0.06
10 pumol/L 0.33+0.05% 0.18+0.03*
20 pmol/L 0.31+0.07* 0.21+0.07*
30 pinelL 0.26+0.00* (.25+0.06%
40 pmol/L 0.24+0.00* (.34 +0.08*
50 pmelT 0.21+0.06* 0.37+0.09*

*P<0.05 compared with control group
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