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reduce the apoptosis of cadiocytes
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1.1 L. A5 F

HAE 12~ 72 h By & SpragueDav ley FL . 180
R amEARFZRAMAFHEME. BT RER
B (Signa /A &, USA). DMEM ( Dubecco § modified
Eagle’ smedim ) EHEEE 7 3 (G beo/A ], USA). A6 4
WiE (M EF PR ARAE ). RAEHER A
(polmerase chain reacton PCR)5| 4 F 7|: Bax i
GACACCTGAGCTGACCTTGG, T # GAGAAGTCCAGT-
GTCCAGG Bcl2 k% GCTACGAGTGGGATACTGGA-
GA, T AGTCATCCACAGAGCGATGIT (L A& 4 T
BEARSAE ).
1.2 EEMHEIESS4A

HREEHAEARS R 34, 84 36 1. a4
EHA(AHENEL) REAEAaR AR T, L &
Ho BLARILILR, 388 ) 5= TR 4 M el Bk,
T f, BUH 0, B T BUOE A0 B R 2R 4% P R
( phosphate buffered solition PBS) # E Z 3k, 5 &
GERL R0, 125 fREEHE AL, K Smin F 12~ 18
Ko WERE 1AL EE BNEHFHEML &
M 1hikd 1k FARKERBKE, FENE
HIAERE AR LA 1000 rimin B Smin A4 150 f6
4 1 EH B AE DMEM "X 8 40 B, R 5 R AR P, A
N NP6 fe 4 MEH EHE DMEM 3% 5+ % 6~ 8ml, #
EF 37CHAEBE. T CO, BHFEHF SK. &
F SRIERBARNATEN: BAF EEBUN, QM
HURSG %D, HF L7, 8 RAETKRIL, 44K
ER RAEY¥NERLECHARENRAEAT
90K /min HLJE4 LK, AR B R AL - 80 X7
mV, S EEALBEAE 96 £5 mV. FIE 5 &L
HLAEFE 3~ 5mg 2 Bl im A3t A B RA, FTAE
RARML 0.9 £ EH AFE, LHA 1A
0.9 £ & A MR R AL ERA 250 BL, B A
HATHEAEATH; THE 2N 0.9 £ HEH K
DLBER R B A AR A 250 UL, AR B #ATHEALE
SR I 3 8 mol/LBY T, " LLER
BB R AR 250 UL, HFEE#HATH AL ALK,
T4 I B A E QMBS IREFIATEF 5t
fTHREA AR K, JIICHAENGEARTE AR,
KRB L B AR TR 9% Ny + T CO, HY
B @, 9% Ny + Fo CO, N E RN EBFREHR 3 h
BRGAM QNS RTE 9% 0,+ Fo CO, Y

GHEREAW, FE 99 0,0+ T CO,INF R & F
BR2hANETHRERGER,
1.3 gtRta

RO L4 B K RNA By 32 B BUG AL 240 i & 0k
0.1mL fr A\ 0.6 mL TrizolIM reagent "X 3T .47, =
BREE SmonlEZEERTLSE, B 0.2
mLEM, B 1min BT K EKAE 10min RAFE
ETAW 1.SmL EPZ, B4, B4 (12000 r/min
4C)10min NORBM EELEKMEANF— EPE
O mERRTANFHE, Zo R, EERFF 10
min B (12 000 r/min 4C) 15min 7 L&, A
0.5 mLEB B — Z.Es ( diethyl pyrocatbonate DEPC)
AIEH 79 B A& 3K, ML, BlE EP
T, THREBHEXLR, ME & DEPC K, 56'CA B
10min/G - 70CA K& F. & RNAWRE K E R
M5 ARt £4 %k E+ EA 0.1% DEPC K E,
B 2 UL RNA #£&%, /m 98 BLK E A 0. 1% DEPC &
B 501, 4 Al RNA # % 4 260, 280 mm % K By
OD &, OD 260 mm /OD 280 mm tLE 4 1.8~ 2.Q i
Bl RNA 4 E & 5. Bl 5~ 10 UL RNA # 47 & M 3¢
e A Bk, Bk A 100V x20 m iy E AT T A&
EREEHFETELFMALA, UL RNA WK E &K H
FrE B AR #ATAF. RNA 1 5 F . PCR ¥ # . &, 3%k
B B AR AT o
1.4 GitERE

FEAHULE BrEE (v T %R, XAL
T SPSS 12. 0# 4T 7 £ 5t/ I, 4 18] LR A
Bzt ok (A3, P< 0.05 48 it ¥ & X

2 4 R

T, %o L4H A Bax mRNA. Bel-2 mRNA /KF %
ISP TRAL R S LR R A GO LA fE, T, 4
Bel2 mRNA RiA LI, SBRERAHF R IR L
(P<0.0L & 1,3 1), HALREJE L R B0 ML
YRS, T, 41 Bax mRNA £i5 T, SHhE S A A
BB (P<0.0L B 2% 1),

* L FLEEEER Bax mRNA & Bel2 mRNA A X &iA
Table 1. Bax mRNA and Bclk2 mRNA relative expression
after pretreatment

o A Bel2 Bax

IEEA 0.86 0. 04 0.74 *0.07
A EA 0.68 £0.07 0.95 £0.09
T, 4 0. 87 £0.05 0. 81 $0. 06
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Figure 1. Bcl-2 mRNA agarose gel electrophoresis
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Figure 2. Bax mRNA agarose gel electrophoresis
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