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[ Abstract ] Objective; To explore the antitumor effects and mechanisms of bisdemethoxycurcumin
(BDMC) on K562 cells. Method: K562 cells were treated with 1, 10, 30, 50, 100 wmol -L ™' of BDMC for 48 h
or 72 h, then the anti-proliferative effect was assessed by MTT assay. K562 cells were treated with 10, 30, 50
pmol <L ™" of BDMC for 24 h or 48 h, and another blank group was also established. The apoptosis morphology was
observed by AO/EB staining using fluorescence microscope, mitochondrial membrane potential ( MMP ) was
detected by Rhodamine 123 staining using flow cytometry instrument and apoptosis rate was detected by Annexin V/
PI staining using flow cytometry instrument. The expression of Bel-2, Bax was evaluated by Western blot method.
Result: BDMC could inhibit the proliferation of K562 cells in a dose dependent manner when compared with the
blank group. BDMC at the dose of 30, 50 wmol -L. "' could induce cell apoptosis, decrease the ratio of Bel-2/Bax
and reduce mitochondrial membrane potential. Conclusion: BDMC could inhibit proliferation of K562 cells, and
its mechanism may be related with the induction of cell apoptosis via mitochondria pathway.
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Fig.1 Anti-proliferation effects of bisdemethoxycurcumin on K562

cells (x +s,n=3)

3.2 WAHARZWMEIES K562 416 T E
BEWMEE ANEWEEZYWAIENT K562 411 48 h
J5 .25 4 K 10 wmol « L™ 20 41 M I 2585 My 58 3%, 4
Mtz & ¥ 5 i s a5, oW B JE TR AR, 30, 50
pemol - L ™" S 06 21 B 2T €6, 50 Ol 41 i A% 50 H 3% i 1 £
IE B e s R 2 TN SR SRR R IR T el
Me U T AR 2. WKL 2,

B
D

A. 25 440 5B. i BDMC 10 wmol-L "4 ;C. it BDMC 30 pwmol-L ™" 4H;
D. it BDMC 50 pmol-L "4 (& 3 ~5 [d])

B2 WEASKEZHER KS62 MR SFER MLk, x200)

Fig. 2  Morphological effects of bisdemethoxycurcumin on K562
cells (IF, x200)
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thoxycurcumin on K562 cells

3.4 X KS62 i T- R Annxin V-FITC
AL AR T S0 A W S0 T 4 B, PTORT A O e O T
LT 4L, U4 X (Annxin V*/PL) £ 540 T
AR L2, U2 X (Annxin V™ /PL" ) Km0 80 08 17- 40
L LE S A0 MR T HE RO U2 F U4 20, S5 2R R

M, Fﬁ%%{ﬁ?ﬁimﬁﬁﬂ,éﬂiﬂﬁﬁtz W, &5
W*ﬁ‘io Jb
10°57 oz 10°Yo1Ju2
1021 2.87% 10 4.18%
101] 1011
E 100 1001
a U4 5399 g U4 704%
10° 100 10’ _10° 10° 100 10 10°
Annxin V-FITC o
A B
10§61 oz 10’5570z
- 1 22.98% 10 58.67%
101i 101] - ‘g"
-3 % - )
10° el 10°f—t22
12.52% 8.97%
10° 100 10> 10° 10° 10" 10 10°
c D

B4 WERASEZHEERI KS62 HRATENHE

Fig. 4 Apoptotic rate changes of K562 cells by bisdeme-

thoxycurcumin
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Fig. 5 Bcl-2, Bax and rate Bcl-2/Bax changes of K562 cells by
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bisdemethoxycurcumin(x +s,n =3)
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