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[ Abstract | Objective: To observe the effect of beta-asarone on adriamycin-induced cardiomyocyte injury
in suckling mouse. Method: Cardiomyocytes of neonate rat were cultivated for 72 hours and randomly divided into
normal control group, adriamycin (ADR, 2 mg ‘L") model group, and beta-asarone (10, 20, 40 mg LY
dose groups. MTT colorimetric method was deployed to detect cardiocyte survival rate, activities of medium lactate
dehydrogenase (LDH), superoxide dismutase (SOD) and malondialdehyde ( MDA) were detected, and protein
expression of B cell lymphoma/lewkmia-2 ( Bel-2) and Bel-2 associated X protein ( Bax) were detected by
immune histochemical method. Result; Compared with normal control group, model group ADR cardiomyocyte
shrinkage deformation, irregular, beat rhythm irregularities, frequency obviously slow down, numbers of survival
cells were decreased, the leakage of LDH was increased; SOD activity was decreased; the contents of MDA were
increased ; protein expressions of Bel-2 were reduce, protein expressions of Bax were increased (P <0.01 or P <
0.05). And compared with ADR model groupand ADR model group, each dose group of heta-asarone had no
changes in cardiomyocytes cell pulsation frequency, present centrality synchronization pulsing; cardiomyocytes

survival rate was increased; the leakages of LDH was decreased; and the activity of SOD was increased; contents
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of LDH and MDA were decreased; protein expression of Bel-2 was increased, protein expression of Bax were

reduced (P <0.01 or P <0.05). Conclusion; Beta-asarone protects mice from adriamycin-induced cardio-

toxicity by reduction of oxygen free radicals and apoptosis in mouse cardiac tissues.

[ Key words ]

Pi 2 T8 IR 26 Bt Bb R 25 W g AR R, BT R
(adriamycin, ADR ) A H 5 200 35 09 45 s 0k 2 v
T2 R0 I B0IR YT, th T ADR 5.0 ILAH 2L S5 F
W T A2 20, BAT ™ A0 U T O BLR A
A | DT ™ S BR A L0 R R . 8- Bk (-
asarone) 2 K R R 2 4E A4 REAAE W) 40 & il (Acorus
tatarinouii Schott) £ & f &5 [0 48 & 0w 4y =2 — ",
WFE B < p-A.0 it X5 O L0 M 2L B 4 DR 4 4
R LA Pt HEE A A ot /0B B A ) 2Rk
AT 3 25 22 o 24 B3 1, AL mT BB S5 40 A el B
=R & T R e S B <1 SR NS g D
ADR i #8C ILAR M52 455 20, WL %6 B- 240 = ik X0 L
20 45 43 B R 3P 1 R, O 400 20 4R AR R AL o
1 #a
L1 250 Andon  p-4u-r ik (h2h 1 B3l A 5% 5%
MR s ml 254k R T K AR S 2 ), 4855 55 A
IRBE e i 2 2R M58 R A1 Bl TR AR ZE . TR AR
R Qe ] 24 it ) — 0 B o 9 2 i B VR /) T O
PR R, ok V8 UR 45 f ik i &5 B-4i = ik, TH
AR — 7k 00 5 2 B 3K 98% DL 1) . ADR (¥ VT 11
25l By A BR 2 ] it 5 200902018 ) 5 3L 2 i & il
(LDH) , #4 fL ¥y B AL g (SOD) , N 8% (MDA ) i
A (Bt d s A Y TR 55 i, it 5 20091105) 5
DMEM #5 3¢ B ( Gibeo 28 ] ) ; e 2 11 i ( Gibeo 23
A) ) G4 L7 (Gibeo 28 1)) s St Bl B 40 MLk 1298/
FIIL-2 (Bel-2) (Bel-2 #H5¢ X 4 1 ( Bax) 558 BEHT
f& DBA a3 & (BRI LAY TREARA
Al
1.2 {Y4A% 550 ABUREEARAL (3£ [ Blo-Rad A W]) , Hy
TRV (AL BTEZHIAASRGEAR A A]) ,CO, K
F2H ( HAS Sanyo A H]) {8 # B /58 ( H A Olympus
] R AR B0 AL (36 [ Beckman 4 H] ), 721
IOEC R (RS B R AR A R A F]) , 4 A 3
B2 2HAAL ( 5[5 Dakocyomstion 23 1] ) 4
1.3 ¥ SPF 2 1 ~3 d Wistar 3LEL, W B 5%
FEIR IR BE 22 BE SE I S ) oL, B AR IE S 5F R B A
0218-03,

2 FHik
2.1 FAERBONME SR WAL ~3d1

beta-asarone; adriamycin; cardiomyocyte; apoptosis

Wistar |, BLUC JIE , 28 0. 25% Jg & FI B4 3 I Ak Bl
B LR, B0 BRI TR A& 10% I A 10T Y
DMEM #5555 vpr | 22 9 BE 5 T 37 °C 5% CO, W46
RREFE 2 ho B E 0 WLAE Y B IR R R B R T
F10% Jif 45 Mg 1 wmol - L7 B B M AY RS
DMEM 1 4l % E 29 5 x 10° /L, 24 h #u, %
BB E M, 72 h 5 40 B Akl GOIR A U RORES
EF Ty, &4 n =8,
2.2 pHRERZ) SIER Sy NIRRT B A E
10% fia 4 1L i) DMEM $% 55 5 ADR BAU 4 . in A
ADR (DA JR e ), Rk R 2 mg- L") ;8-
ASF R, P, R 41 (10,20,40 mg- L7, 4k&E
F 37 C,5%CO, EFHRFEPE SR,
2.3 febrtai
2.3.1 WEEObE EE BMEUEAES &4
MG 72 b JE SO EE, BE B OEE T OULER A
JH ) A RS W T B B A
2.3.2 MTT fi40 ff7 s % 53R T 96 fLak iy
AN, ADR 45145 4 A 24 h, 5% FIEW, BALINA MTT
VW20 wWL,37 CURZEMEH 4 h, 5 B, AL A
150 pL DMSO, ¥z 10 min, ffi 45 Y 56 20 % . &
$£ 490 nm P, AR ORI & FLIOEBE (A) o
FEIR % = (SCEd A/ HRZE A) x 100%
2.3.3 SEFWP AR E R R SR
KW LDH,SOD , MDA Jif iy % PR 5 % 12, I 4% 1k
) G Ud ] A AT AR DU AN
2.3.4 4NN Bel2,Bax R (£ s B 24 1L
M BE B ,0. 1 mol-L ™" PBS ¥ 2 min x3 ¥k, £ %
FH 1[5 2 30 min, PBS #%%, Triton /E ] 15 min, 281
KT B 3% H,0,, F IR 5 ~ 10 min, DL K% TR T
SHEAYE,0.1 mol-L™' PBS ¥ 2 min x3 &, &
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