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[Abstract] Objective: To explore whether expressions of Bcl ~ 2 mRNA and Bax mRNA in the hippo-
campus induced after ischemia can be modulated by chemistry pretreatment. Methods: The rat cerebral
ischemia models were made by middle cerebral artery occlusion (MCAO) using improvement methods
introduced by Nagasaway and Zea Longa. The rats were pretreated with Yinxingye (48 27 M) for 7 days before
ischemian in Yinxingye pretreatment group. The changes of Bcl - 2 mRNA and Bax mRNA expressions in the
hippocampus of rats were measured by reverse transcription — polymerase chain reaction (RT ~PCR) method in
shame operation group, model group and Yinxingye pretreatment group at 6, 12, 24 and 48 hours after
ischemia. Results; After MCAQO, Bcl -2 mRNA and Bax mRNA were both induced to express. Level of
Bcl - 2 mRNA persistently increased at each time point, while the level of Bax mRNA increased gradually,
reached a peak at 24 hours, and then decreased slowly. In comparison with the model group, after Yinxingye
pretreatment for 7 days, Bcl - 2 mRNA in the hippocampus was up-regulated at 6 and 24 hours after ischemia
while Bax mRNA was down-regulated at 24 hours after ischemia. Conclusion: Yinxingye can efficiently
regulate Bcl - 2 mRNA and Bax mRNA expressions in hippocampus to protect the nerves after cerebral
ischemic injury of rats.
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1.1 Z@REERH BAEHA B EELXR
MY HI A R AR A P4 58 ;RT - PCR 7]
4 Sigma A ] =&,

1.2 SHYERGI&E RS H  Wistar KR 120 R (1
PR ERERFEERSIYWERERM  KkE
250~300 g, MERER Y VLB FRE S ABFAR
40 MR AU 4H FAR AT - B AL 3 A, 45 40 3 ik I B ) 43
H6.12.24 f148 h 4 4~ BFE &S, B BRI E R
10 H kK . &8 Nagasaway 5 Zea Longa Z A4 1
28 # BE bt K % 0 3 K (MC A 5 55 il £ figi 6k 1ML 5 4y
MR, BRI K R EMY B 8 , BIE 80 0, 45 3L
FEEAMES s K E T, EMEER LA —/AO,
B Lk (K 0. 25 mm) B FE bk Xab# A
BN BBk, AMZE MCA Bigkk  REBAREL N
(18.5+0.5mm, BFERABFARLEKAL cm, H
KA HEAA

1.3 THEH - BEFTHARAKRRFLRITER
BAMHR(FEEEET 4 mg/kg), B H 2 K, #E
Z74EMHANBFRAAARTIRAERSEERD
RN, EH 2K, &L 7d.

1.4 ¥ H4HZ Bel - 2 1 Bax #) mRNA AR

1.4.1 3543t .Bel -2 E#5I4:5' - AGCGTC-
TTCAGAGACTGCCAG - 3, F##31%.5 - CAC-
CCCTGGCATCTTCTCCTT - 3';Bax L ¥ 5I9:
5'- TCAGCCCATCTTCTTCCAGATGGT -3, F
i 8] #: 5~ CCACCAGCTCTGAACAGTTCAT-
GA - 3';8-actin F#5{4:5 - ATCATGTTTGA-
GACCTTCAAC - 3', F #3514 :5~-TTCATCTT-
CATGGTGCTAGGA -3 . B3 E& R T LiEEE
EYEARBERAA.

1.4.2 RT -PCR 4 #7: F MCAO J5 & & i [d] &
Wik AL FES BN 15 SHRBMAFHFE  RAP
{#7%. % Fi TRI REAGENT &7 #1324 RNA , #E
BEEFAERAL. ARBEHRIUYE RNA B#
F 40 pul WA AR Z K (DEPC) 4t 3 ) A& K
. BUR RNA B 2 ol ERRE IR H R
[Oligo(dT)12 - 18(1 mg/L)2 ul,5X Bufferl5 ul,

4 FdNTP BA W (3 10 mmol/L)2 ul, E¥E R
BE M5 5% 8 M -MLV) i # 53 & (200 U/ul)
1 1, RNA B $(7 1 pl, in A2 DEPC &b 5 i %
FKEBER 25 pu , BHIBERMBSTBSGE 37 C
BE1h, REMHME 95 C.5 min, KiFHHE ZE;
B RKIREY 3 pl, 4 BB B - actin #1 Bel - 2 8¢
Bax () L ¥ T #ESI & 2. 5 p1(10 pmol/L),
10X Buffer 5 pl,4 # ANTP & & ¥ (33 10 mmol /L)
1.5 pl, EALEE B ¥ (750 mmol /L) 3 pl, Taqg DNA B
A8G U/pDO0.5 pl , MK ESEEN 50 pl,
1.4.3 PCR ¥ # % :94 C.1 min,60 C.1 min,
72 C.1 min,30 MFE¥ (Bcl -2 il B —actin);94 C,
455,55 ‘C.1 min, 72 C.1 min, 27 ME ¥ (Bax Ml
B-actin); A B —actin NS M, A Bcl - 2 5 Bax
5B - actin MR WO i B L YIS R BUE R,
BREEAL.

1. 4.4 ¥4 Bcl -2 #1 Bax i) mRNA FiEME B
PCR =¥ 17 B IR W BEE B 3K , 3 0 F DNA 334
S R0 AH B 4 7 3K 44 5 DNA %43 (UVP grab - it,
British), Bel - 2 #1 Bax #] mRNA #AXFRE B
Bel - 2/B — actingf, Bax/B — actin i+ 8.,

1.5 FEREHRE:-OIYHITHERLOEBD
404 Bel - 2 1 Bax i) mRNA ik,

1.6 GEit2:4 7. % SPSS10. 0 i3t 8 44 #4780
B, LR EIR U B TR EE (et RBR . #HAT
FHESH,P<0.05 HEREBELGIT¥E L.

2 &% R

2.1 FHYITHHE - ERAHYAERRETEE2H
7 1] 72 B 0% FR) R o ke o % B, A 3 R S 0 R ICR
BB B I X {000 5 5% MR AT B 1) — D B4 % .

2.2 34WLHM Bcl -2 mRNA REBHHE
(£ D311 MCAO 5,8 544 Bcl - 2 mRNA
Fik B W6 E B 06 R BB TR 183 I ; Fkmic h
24 h, BEH LA Bel - 2 mRNA FABH
BETHEAYM, ZRHYEBEFEEEP ¥<0.05),

£1 3EABOSEHABc -2 mRNA B REB (x+s,n=10)
Table 1 Comparison of Bcl - 2 mRNA expression level in

hippocampus in three groups(x+s,n=10)

a4 6h 12h 24h 48 h

- E S| 0.2140.02  0.23+0.19 0.194+0.07  0.2030.11
B4 0.301:0.428 0.3740.282 0.4640.385 0.5940.438
SN HAHA 0.4840.014* 0.5740. 082 0.73+0.164* 0. 78+0. 122

B S5EFRALE .AP<0.05; SHEBHH L. - P<0.05
2.3 34BS4Y Bax mRNA RERHEHRGE 2.
L4 4 Bax mRNA ik B 76 Ik i %039 R 45, B
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o 5 g L ] ) SEE K TG 2 7 38 A, R UL 24 b A B
H,F/EZ# TR Tkl 24 h, BAEMBAEA

Bax mRNA %A B BHETHEUMA . Z2REBEH
(P<<0.05),
%2 3EKHOHESN Bax mRNA BiAREBEGts,n=10)

Table 2 Comparison of Bax mRNA expression level in

hippocampus in three groups (x+s,n=10)

H5 6h 12h 24h 48 h.

BFER4A 0.174£0.06 0.19+0.04 0.20+0.11  0.16+0.03
BHHH 0.1840.12 0.49+0.152 0.8840.072 0, 4540.018
BEMHAAEE 0.104£0.13  0.2740. 142 0.49+0.092* 0, 37+0. 202

¥ SEFARM K. AP<0.05; SHBH K. * P<0. 05
3 it i

bR R R, AT TR MRS
A0 M 98 T B RR R R B O 2 B TT IR A s AR R i
O R LA M Z IR 3 £, 7E SR i B B X (B )
DAt 2o T, BB R L A IR RE K, e 2 40 g
FETHE M E B, 0 AT 8K 5 R S AL VAR A
20 8 PR FE B AR R L 4 46 )5 IR IT B R L o

Bel -2 fi Bax R Bel -2 £EEFHKEFCMSH
MATXERFEIHNRHRERBEQARETY EHPEK
WERGHAFE. Bl -2 FERiG N/ FHEE IR
BAWH Ca® BRGHIER T EBES A3 0H
BHERKIEAERAMMH ARA T RES;
Bax EHYS Bl -2 RE S3NMRIEME, A+ B
Bax EHHRETMEHAMBW T, Bel -2 W3 &
REAME B HEENMEMELEKETFREZFLH
EEFBAHZH M T ;W Bax BIEMAS Bel -2
M, FHE S Bal -2 WHE R RHEDRE, B
A RB@ if Bel -2 -Bax R —REEAMH Bl -2 B
YE TR M T, Bt Bel - 2 5 Bax B B
EEMMAGSRNDSREFERTL,Bcl - 2/Bax #
AR G g0 AR

WERETCHRKA, KRAT MCAO 2h. B3
¥ 30 min BP AT 8 BRA T 40, P OR o B R R B
BEN 3K dUTP 8k Ok Stric ik (TUNEL) 7T I
DNA #% (DNA Laddering) F 24~48 h ix 8| 5§ &,
DNA BEREMARATHERRE . AURERE
7~ >MCAO J5 Bel - 2 #1 Bax #) mRNA JLF [F] i) #
BIRREL . REBSRB OB GEEF ML, HE
ZHIEFFTRIE, Bl -2 mRNA RXBE8 EFH,
i Bax mRNA ik &7 MCAO 12 h/g 4 B 8 1%
m,24 h Z2 3K W{H,48 h £ 5 B BREAK.,

Bel -2 REEARMBRBT-HEERAEEF,
EHER AR ARE T OERLRDBARERE.

Xt FREN 29 000 ) Bel -2 EHELFWRE
H, FEM TRREAB . EEANFEMNESS, i
S BRE Bel -2 BH SR AR MYEE R
(ROS) T YA %, i ROS B 8 iE 3 2 41 fu 7
THREMNEERFY . ELHMEA ROS KA HHEH
SYHEMAER,Bd -2 ERARERBEERT
MEARBA T, B R EF-«B(NF -«B) E—F
S04k R R P F R T K R 2 R Bk ) BE B0
SR ,Bel -2 BHBHEMEIEE NF -«B WER &
RERE BT ,Bax mRNAREHEE . ZSHE
B3SO DL R E AR S5 DNA B 5% 6% i i At 8]
ZE 8% R EB B, Bax 7 (3 7T BB 7 BRI #4133 45 4
ERMEEeTRTAEITENREER,FED
Bax 5 Bcl -2 B R R B _RETRFHBWAT.

HHERT-RAELAARSEWAESR, ¥u
25 Yy AT DAl A 9 5T O oA e Bt IR A 2 kK Sk 4R Bt
EWHARATHRE . BEMFIREEMEEL
FENMATRLEDEHEEPRNZ — BFEL
P EEGEER . BENBRIESHERYY
FERS RILFE"HREH BEABETEE
B K Bk . / P O 5 S LR B AT M EE R, R
495 00 Boa 7K P, 48 /) i 4% BE 4 B, AT R BI R B 4E
A. MBREFYHRERN,. BN B BRI RKB
PR R K R B SIS . A0 H
B EAY BN AT BEK, A BB BRAR
ZUARRE BLOARBT-HEER EAHRER
BN, £ 7 ok 58 BAL 3 A K B Bel - 2 mRNA
REEBEARLEKBRIBFAR, M Bax mRNA FKik
B0 B B R AR, 3R B 8 A5 o 1 7R BT B A2 o 4 A gk
mMXAWBETHERNLFREZEXRERTER,
BPER ZAr mt I A AT AR W oA R R B Rk K F
i Bel - 2 mRNA # Bax mRNA., Rk mH 4G5,
Bel - 2 mRNA#E R RIX, HREB XD —FKF
BEtRIEGE , AR UBRP RS TR/ ; s A
BE{2f Bcl -2 mRNA WRAXBHEA R, HRHE
EP—EKE, R Bax mRNA WRZEBER
%, T Bel - 2/Bax fH.{8H , T Bel - 2/Bax M H.
{E38 5 CBHE CREPBH L W -4 e T

5 :MCAO 57 ¥ B4 4 Bel - 2 fl Bax i
mRNA HFEFRE, REAB S OBGREH TN
Ko BAMHIRA{LEERME Bel - 2 mRNA RiE &
MBS AR, et R E R, F6f 4 Bax mRNA £ik
B 8 3 MK, Bel - 2/Bax 30 7T 882 42 27 - il 70 4
WARET, #MAERERFEROIHNZ—.
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o5 8B, & 2 ;M 40~66 %, ¥y
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EREEEA, RE.BL Rt kB
HATEAREL . % K, 33
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W R HE G R AR RIT . 10 4
BEVHAERIdEEANBE.
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