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Effects of resveratrol on the proliferation and cell cycle of lymphoma BJAB cell in vitro
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Abstract Objective: To confirm the inhibiting effects of resveratrol (Res) on the proliferation of lymphoma BJAB cell in vitro, and to
analyze the variation of the cell cycle of BJAB cell influenced by Res. Methods: Different densities of Res were used applied to BJAB cells,
and the morphologic changes of BJAB cell at 24,48,72 h were observed. The MTT assay was used to observe the inhibiting effects of Res on
the cell proliferation. The flow cytometry (FCM) was adopted to investigate the influence of Res on the cell cycle. Results: Conspicuous
inhibiting effects of Res on the proliferation of BJAB cell were observed. The effect was positively correlated with the density and action time
of Res. The cell cycle of BJAB cell changed, it showed the retardant of stage G1, and the quantity of cell decreased in stage S and G2.
Conclusion: Res can significantly inhibit the proliferation of BJAB cell caused by retardant of stage G1 and the cell cycle of BJAB cell is

intervened by Res.
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Tab 1 OD value of different durations and densities of Res on
BJAB (xs,n=6)

24 h 48 h 72 h
e
ODfi IR/%  OD{H IR'%  ODfH  IR/%
X R4 0.613+0.009 0.682+0.010 0.701+0.009
SRR

5 pg/ml 0.579:0.006 1.50 0.522+0.005% 2.28 0.461+0.008% 3.67
10 pg/mL 0.511+0.007% 2.49 0.468+0.008% 3.11 0.410+0.014* 13.63
25 pe/ml. 0.432+0.007* 4.99 0.401:0.009% 16.98 0.328+0.008* 28.67
50 pe/ml. 0.378+0.007* 8.23 0.344x0.010% 30.85 0.242+0.008* 47.20
75 pg/ml 0.351£0.008* 12.47 0.301£0.008% 37.68 0.199+0.008* 54.02
100 pg/ml, 0.324£0.005* 19.20 0.272+0.010% 43.69 0.141+0.008* 65.21

[ —HsFR] , AS ) e 41 5 00 BB 40 L 48, #P<0.05,2P<0.01 5[] — ¥k
B OR[EIIRIZ 5 24 h 2] 04, #P<0.05,7P<0.01

B 2 50 pg/mL Res Ef 24 h J5 BJAB
PRERLSF M (x200)

Fig2 Morphology change of BJAB cell
affected by 50 pg/mL Res for 24 h
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IR HE(x200)
Fig3 Morphology change of BJAB cell
affected by 50 pg/mL Res for 48 h
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23 R X e R Res 2 BJAB 20 e 2 28 49 %
e LAWIE R 0.25.50.100 pg/mL &b BN 24 h
J& PR {SURGI BIAB 20t JR1 40 , 45 51 W32,
A ULFEE Res Wk EEHG K, G1 AL A /3 80 2, i
S.G2 WA A gl g /b, TG TE AR RAT UL
B FH 259 FE 3 KT BJAB 034 5s 5 50 TRk
#(P<0.05).

%2 AERE Res /EA 24 h 31 BJAB 4R AR 220
Tab 2 Influence of cell cycle of BJAB which affected by different

densities of Res for 24 h
Res M/
Q =]
2H 5 (pg/mL) G1/% S/% G2/% Pl/%
ZHA 0 26.52+1.03 53.28+2.13 15.31+1.72 71.01+1.08

LA 25 40.83:0.91% 44.24+1.76% 11.30+1.24* 56.96+0.99*
50 59.61+2.02° 34.95:0.97° 9.54+0.93* 40.03x1.23
100 73.25+1.88° 28.19+1.03* 3.67+0.41° 29.02+1.58"

SR IRZE LA, #P<0.05,%P<0.01

H 50 we/mL Res 43 5| &b P BJAB 4 g 0.24
48 .72 h, A ARG 25 R B 7R B Res 4EFHRS
[ ZE, G1 A A 480G 2, 1 S G2 W 24l
A5 s> (K 3)

%3 50 pg/mL Res ZEAREEFETEX BJAB 4056 E HA R 500
Tab 3 Influence of cell cycle of BJAB which affected by different
durations of 50 pg/mL Res
) WEMm Gl% S1% G2/% PL/%

ZHHA 0 30.01£1.56 52.43+1.05 13.07+£2.01 67.02+1.02

SR 24 43.08+2.35% 40.99+1.75% 10.82+0.54% 52.98+1.72%
48  45.43£3.08* 32.34+2.01* 9.89+0.95% 46.73+£2.00*
72 60.12+0.53* 27.01£1.99* 3.92+0.55* 32.63%2.65"

5% R L, #P<0.05,4P<0.01
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