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FREAEYE SD KR 120 R BEHLA A 3 4, 5230 dh (/532 3,40 H) X A (15 Az 3sh,40 H) BT ARH (L
MmAZEZ),40 H), 455 RAR)E 7d,14d,21d,28d 3 4 ASEFAH 8, BB A 5 R FRzdleri,s LT
RT-PCR #l Western ERlipk# i, 20020 F ARG 24h FF IR B8 I 4, HAA K RAEMRHEE PN A s sh, 4R . Ofudl
28 L caspase—3 B4 200 i 2 38 S 40 6 I 35 6 A 80 €0, P 00 i =82 0 A1 T o i ) LR K i i T i 800, S IR AR
Bifi iz 2l Y R ] 3 A AP A R8BI 3 28d I KA oA R IR S (AT A T KO o X 2R e R KT RS B A
S R P A 22 5 T0 3 MR R L (P>0.05) , S B AL X BRAL S BT AR AL L 22 5 A A 3 1 RE L (P<0.01), @
Western blotting 1 RT-PCR 454t 5 s 21— 3, 518 :caspase—-3 S5 1 fiii i 1fiLJi5 20 i 03 T2 19 & 26 {HL38 Bl I ox)
caspase—3 [ M H AR (1 3R 38 R30I VR JHAS W] 5
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The exercise effects on expression of caspase-3 of neuronal cells after intracerebral hemorrhage in rats/LI
Hongling, WANG Jinxing, ZHAO Ran,et al. //Chinese Journal of Rehabilitation Medicine, 2008, 23(7): 601—
604

Abstract Objective:To investigate the exercise effects on expression of caspase—-3 of neuronal cells apoptosis after
ICH in rats. Method: A total of 120 male SD rats(weight, 270 to 300g) were divided into three groups, trial group
(ICH-induction and exercise group, n=40), control group (ICH-induction group, n=40) and sham operated group (no
ICH without exercise, n=40). The rats brains were removed at 7d,14d,21d,28d after ICH. The activation of
caspase—3 was measured by immunohistochemistry, Western blotting and RT-PCR. Result: (Dcaspase-3—positive,
appeared around the periphery of the hematoma and cortex. The number of caspase—3—positive cells was nearly
zero in the sham-operation group. Although the expression of caspase-3 had a up-regulation trend in trial group
and control group, but there was no difference between the two groups. There was a significant difference compared
with sham operated group (P<0.05). @The result of Western blotting , RT-PCR for caspase—3 mRNA showed the
continuity with that of immunohistochemistry. Conclusion:Caspase-3 participated in neural apoptosis after ICH, but
exercise training (cage-running) did not depress clearly the expression of caspase—-3 and caspase-3 mRNA.
Author’s address Dept. of Rehabilitation, the Second Hospital of Hebei Medical University, Shijiazhuang, 050000
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40B) F 7K ¥ 30 HL % 8 & 4t (b st AR IR vk A (H
A) s 5417R AR 3 B0 HL 5415D 15 2K 3 0
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Lincoln,NE) ; PVDF £ (Millipore /A i ) ;756 %4 % 4
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ST (W) ;GeneAmp 9600 % PCR Y (3£
) ; UVP B R () ; i W e (TR ) .
112 FEEGN: EARBR (WHLERIR 25
Bt ) ; 35 P IE 1L 2R 0 A FE AR il E B 1gG
BRAR il b 10 4l OF 1 ZE (S-A/HRP) \DAB & 4 57 fl
APES (db50) ; S EE (U3 ) 5 Hr i (79 =B, db 3T )
EDTA (3£ [ ) ;caspase—3 £ i FEPUAR (AL 5T ) s T A 41
S T B AR RN A B-Fi AL L (L) ; =R S
JHie 55 F e (Tris, 13§ ) ;Red TagDNA R & (db5t);
RT-PCR 519 ( 16§ ) ; i %% 5§ (AMV-RT) AZ Wi A%
R B4 77) (RNasin) (ANTP,Taq DNA R & # B
HLEI ¥ (random primers ) F1BE b (32 ) ,
1.2 ik
121 SEEshyord: fEEAEYE SD KR 120 H K
# 270—300g (Tt B Bl R A4 L Aith = 2 B 52 56 sh )
Ht) TE TR, LR S A A IE S R 605010, LhbR
HETRDRL R SE oK RS | RFR IR N KRB = £ )2
JZ A IR (20—25°C) , BEHLAT M 3 40, L4l (H
Il 532 2l n=40) % BZH (1l 5 328 3 n=40) %
FARA (L M A B n=40 H) 525240 FxF B2 X
YRR 7d,14d,21d,28d 3t 4 ASEFAH A BEAS AR
MS PR g ek, AEn A 5 HHF RT-
PCR 1 Western blotting ¥zl , SC53 40 F A J5 24h
TG B2 o KR RAEPRMEIE N A BiE 30 .
1.2.2 BRI EE T 2 I/ Rosenberg 7775, 5200 41
AT 8 2R 7 P e D e VI S A B R R A i 1 1 A
B R TR 7 WG AL (RS 1 5 e S il
T G [ 48 ) o 7 A R OK
1.3 GREA b bR AR 4

BB B A L BoF T 055, 50 40 P S R 4 Vi
(0.2ml/mg) bR B J , 0% 40 FF M, 250 E 28 32 3l ik 47
&S AR FEER K 2 100m] w ik ik, 2R 5 L 2 R
T 249 400ml S PR i 18 3547 I [ 1.5—2h, 1 i
T EC R, 22 BRI 4mm /TN 4 21, 2 %
T 25 ) B SRR VD TF AR A B ) 053 J5 24 dmm 1) 0 40
21N 4% TP R 2, WK GEW A
o e & A .
1.4 caspase-3 i illl

caspase—3  FIRG R H S e 414k SP % . ALK
A RN S UL B T, bt caspase—3 EAN S
PUiR, TAEHREE 1:100, caspase—3 £ 1 L4 4H il Jifg 2%
SRR A O M FEPLE R 5 DS RS
A RE R (400 ) 85 BH I 40 %
1.5 RT-PCR Fi1 Western blot Ut

BAEH A EAE BOE 7 FE T AR

TR ALSE R B, & Al 200°C T #5 1y 2 T T
ARG BRI i LR A 2H 20 100mgx2, i i
A ZUE T 4°C DEPC Kk LG, MAEE
WA EP & B AR A A T, SR 5 A -80°C vk
FRAr
1.6 Western EFiE K caspase-3 KA

U441 100mg 1 20 2300 1ml 24 A7 W (A )
Iml,B ¥ 10wl,C ¥ Twl) 26 AF B 2% 9 21 0 )5, vk
1h, 4°C 12000r/min %> 30min, B I3 , 266
I A AR W SRR C 12953 B K
5% 45 B, 43 BV BCRE i 100wg, IR B3 5 S, 2
5min, 12,000r/min 3 & .0 1min, LA, S HHEE
80V, #E AT HL ¥k ,30min J5 , HIHLE 100V, 17 HL K ,
FE R B, O U I A T 4 e I 7 ) IR
DNPHRF Bt S S T N Bt BB ASL 2 B FL S 100V, B[] Sy
lh, %W U5 WU PVDF B &4 5% 08 0k
K 10%BSA () TBS 5 PBS iE W & 1h, £ IR 4F
S 285 H 1:200 BPUIRIEE (em? 19 15/0. 1Tml
Poik) ,4°Cit e, —HT 1:3000 Y TRDye700(1l1 FHi e
IeG), ZEIEME 2h,0.1% PBST HJiE VY % Sminx4
K, il Odyssey ZLAMNEGIA U R G dEAT H Al
I3
1.7 RT-PCR M| %E caspase-3mRNA K ik/KF-

FH Trizol RNA $i HUiE 55 £ HCAH i & RNA, %8
AN A3 6 BE I A B RNA AW F4i i F 1%
TR AREEE 2 HRL T 48 5E B RNA BT, cDNA 55— 4
& WG 37°C I 5% 5 60min,95°C Smin K i J #% 5%
fiff , I 5% 5% 5 cDNA 1Bk PCR B, 9734 . 514
5'-gca gca gec tca aat gt tga cta =3', TFiF5I4:
5 tgc tce gge tca aac cat c—3,R-caspase-3 & [H 4"
BN . 94°C Smin, SR )5 95°C 30S,52°C 30s, (35
ANEER ), T2°C HE A Smin, §7H H B A BERK BN
144bp, [FIEH 3 B, B-actin JHIMEN S IR RIE 4K
S B AR AT e L BB B B R BEK SN 375bp.
SR G B RT-PCR 724 4pl, I EREZE shik 1l 78
1.5%3 B8 W BE % (& EB) b HL ¥k , 80V ,45min, H U-
VP BB ER AR R SR E AT ED S i 25 S | R e 1]
125 ¥1 258 (Gel-Pro Analyzer 3.0 W) 43 Hr4h
1.8 Gil2Eortr

N State 8.0 BAFHEAT 43 BT, Bdl DL BB bR
WEZEFR 25 AL BN LA AT B IR R O 25 0 B, AT
WP HES, DL P<0.05 hERA BEEE L,

2 HR
2.1 caspase-3 MIEAILEE R
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caspase—3 FH1H: 40 Jit] 2 1K S 40 i Jf 2% 6 # B £
A (0 AR A 32 B LT i e ) L R R B BT B 28 TE
S 2H Bt iz B I 2 i ) S AL T A Rk B E
A 28d A R B4 (AT AL T 85 K X BREH
WA RIS | AR R IR KV S e 4 51 WY S (H P
MR EERE X (P>0.05), L5 H 5 HBFARA
HH G 22 5 A A 35 0 L (P<0.01) (I 1, UL fiT B %
B 5,% 1),
2.2 I JE B H 4T caspase—3 85 H & &I E

H ¥t caspase -3 £ 5 % Bt 4K #F 1T Western
blotting, Odessay Western blotting 73#Hr 454 7w, 78
Sy F i A4 T 32KD M 17KD Y X IR 4 A 7E
caspase—-3 H H 7 . B-actin 7> T & AH X T 42KD X
B, SCORAH S5 X RALM LY | BLSR caspase-3 B & &
KA ARE T R, M 225500 W E R X
(P>0.05), S5 4L AXT HEZH 5 8 TR H A7 8 5 1k
7251 (P<0.05), WK 2,4 2,
2.3 caspse-3 RT-PCR *g{ll

£ 144bp Kb F1 375bp Kb 535008 capase-3 Fl B
actin [P 577 . HL capase—-3 5 B-actin A9 HLAE hy &
A SR o fEis 35 7d—28d SLH 4 5 %t
M2 B PR Gk TE B 8 X 1] P<0.05, A 7E 21d—28d
SFERP AL 2% 5 W T P<O.0S(ILIAT 3,36 3)

%1 &4 caspase-3 FHMEMBIE  (xxs,n=20)
iRl 7d 14d 21d 28d

S 162+1.307  22.8+3.117 34.8+3.07%  23.024.747
Xif B 41 15.0£1.587  26.5+£5.86" 41.2+6.07"  30.0+3.08"
RFARM  220+1.58  244x176 3342127  2.78+145
OS5 B F A L#: P<0.01
%2 &4 caspase-3FHEEZEBRIE  (ws,n=20)
2150 7d 14d 21d 28d
S A 0.7620.137  0.69+0.06°  0.72+0.13Y  0.79+0.18"
Xt HE 41 0.7620.157  0.84+0.77"  0.82+0.15” 0.860.16%
BTFARE  035£0.14  0.35:0.14  0.35+0.14  0.35+0.14
D5 T AH L P<0.01
% 3 #&4H caspase-3 RT-PCR EEH1EH (w+s,n=20)
2150 7d 14d 21d 28d
SEI AN 0.89+0.24  0.95+0.31  0.99+0.19Y 1.01+0.29%
Xt BE 41 0.86+0.17  0.90+0.21  1.01x0.45% 1.04+0.29%
WTFARE 0712014 0.71x0.14  0.71x0.14  0.7120.14
D5 T AH L P<0.01
3 itig

WFFEUESE, AP T HLHI S5 1 I s gk %
PR3 o I AR, SO BT AT I PR 9 41 4 1 552 i 4 1t
BHEAATEM I TS, A Qureshi FFU7E 12 47
L 37 B3 AR £ B £ i £ TP R B, 10 461 58 T UL
AR T, HE I 24h P AT RS I F R T 40 M, Sd
IR VEE IR e ORI E I - D i1 RS B N

B-actin
caspase—3 protein

caspase—3 protein
7d  14d  21d 28d 7d 14d 21d 28d Marker
S 2 X R 2

B 2 % %8 caspase-3 Western E[lif 43 #7 45 R
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100bp—>

Xof R 4

400bp—
200bp—
100bp—

B-actin

200bp—
100bp—

|

B 3 AR E R E caspase-3 RT-PCR ##i4ER

JHL ) LA R B A5  WIFFE 2 B U8 TR M S it s ot e
JAEIIX AN PE T FEEIE A N SO SEPE
10 91 PSR 3 11 T A8 1 7 A B A A i HE B4 fa,
caspase—3 P 4 ZU4L 2% Gt £4 Fl caspase—3 mRNA
JAALZR AT, WSS HY L A 7 B XA 22 e A 28 1k 5
caspase-3 B LR, iR kM, L CA1L X, L5
Sh A K 3] caspase—3 $t 95 2H Ak G €4 1 BH P 248 A
24—48h ik H U, caspase—3 mRNA J5ifi; 4238 Rk A
T 5h,24h AR W, ZFILE 72h J5 2R T RS
Feo i TUNEL BHEZNM T M5 24h J7 al Kl 2],
LR T2h, S GRS ST Y 4 R R A
AN AL 2 57 S a2k 45 T EL AR
FRENSE T HEITCH T I Bax, caspase-3 i
P, Bel-2, P2 I JE T

ASBIF 5 7 P T D ol 35 5 12 o) 1 DR BRI Y If A
A X HEZH (RP ICH ANz 8h4) A RJ5 7d—28d, cas-
pase-3, caspase-3 mRNA FKik ] & & T F A4
(P<0.05 =% P<0.01), i caspase-3 S5 T it I
JE A T T HARR SRR A R —

2 D 2 R ik K 4 R R S PE 2 11 Tl (cysteinyl
aspartate specific proteinase, caspase) & ICE (inter-
leukin—1 B convert enzyme )£ H B K% , 31 44N
F AT A A TR OB E R P, Hoh
I E 2 W caspase—3 B I\ b S 4 I TR H
K SN I L 28 Z 3 o IE R IE DL T caspase [l 1A TG
PE WA i O A REE R T, S R s T
RGBS R R I B A e . A VEE A
1L P19 4608 3 2 2 52 A Uit L 522 M ) A BRI 114 0L T
Pan NI DS PN L G R 1) S S e SR A e
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HEFH SN TR, 24 K, caspase KK £ /D
H A0, H caspase—3 J&7E 40 M A T2 ke ¢
SEAE TR —Fh 2P DR B 8 B, 78 T 45 S
T, i A5 caspase K% B 53 # 4% BT VI, L UiF caspase
H WKy Ho 3 Ui, JE B caspase IR S 0, K 08 T
HSEZEIRY, 1M FF caspase—3 B /23X ™ Bk
N AR AT, caspase—3 H A I T A BE F% i
Z R R, O A A S A A T
TAIE g,

Lee S5U12%5F = 10045 it 1l 760 J2 it 7 475 < 1 i
AR BIE ST SR, B IS 24h TR S B AR 2k
30min/d, 3£ 10d , &5 5 & Bz g a] DL ) i R FR ™
K, VA K caspase—3 B9 F3E , 39 o7 K [0 40 e 44 71
P AT, 422 sl T LA A IS o R 2 R
GLIRE , 1A e ORGSR AE T AN A
RERERN. caspase—3mRNA FI caspase-3 1E S0
X IR AR E N RL, HS5RFRAA
WEZES, Ui caspase-3 25 T ICH J5 i & 41 i
W1 a8 TG, oIt /& caspase—3 3 [H ik ik J&
HERIRTEL A RITA EJa R 55 X5 B4 A
Fo A e O I 3 M 0 S X AT RE AR A BN L g
VES FRER BT RIS R A, (H2 , AIEHES
I A /NER A tunel  FHE 4 M, caspase—3 12 [
PE, X ATREE A NS caspase-3 &5 T #i£
JCHYFET ., AHTFFAS 2T A IR 28 50 1 40 43 B e 42
caspase—3 [T, A B4 5L 56 3 B FE L0 0 7 T2
WA caspase-3, Al BEAH HAWEE R 2 5 | BG4t AE
7= 4 9% TUNEL #7ic 9 DNA F B . A#F5E Bos,
caspase-3 25 T ICH Ja #h & 4L 4 T, {Hiz sh il 4
XFHAMEIE AT KR TSR REA s s =
R LRSI R msh, WA ez sh il 7
caspase—-3 Z /MY H AR U bel-2 KA 5L, #
JEF M A0 P T — R S A AR, as sl
253 X HAT 2 K 2 WREe ] ¥~ 2 5 Hodh o /R
KANGE A T Tk — 2B 0HoE

4 it
AHIE TR P I S 75 %) 1 B A | 3 i P
Gl gk 4 B, 2R BN, caspase-3 25 T ICH

0 LR T K A DT | RS A i M IR A 5 (R R A )
{HZ B ZEX) caspase-3 & 1} H caspase-3mRNA
A VE AR
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