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HE HE B4 P A TR S 0/EK R (stroke-prone renovascular hypertensive rats,
RHRSP) X & ¥ 3 ik 4] & (middle cerebral artery occlusion,MCAOQ) /& %k s /% 7% (ischemia-reperfu-
sion, IIR) 7~ F B 18] & s & & 3 RE  ARE 27 30 %% & %4k (nogo receptor ,NgR) & & & A 49 %@ , 33T & 4+ 2
&M JRi4% 5t (acute cerebral infarction,ACI) iZ 41 & 69 T4k ALhl . Ak A SPF & SD X F AT F R
* RE %) RHRSP, B8 £ A8 %H4F MCAO #:A) ALK F A k4 A S B4 60 R MRF K460 2 i
I 60 R wAHL 60 R ARATRI 48 60 R, AR S 4LAXAE MCAO %k e i i2 4L 22 5 1R F R 484U 5 K 4)
i AT BUR IR G 27 Fo KA RATRATSE T, B R 1 R, 1228 R, BA AL RME” “FBL"R
WEETAHRAMRIE T . BFEH 171428 REUASH A6 AKR, 5 5 B AN K LA 20 A
B, A RK S & R4 m) IR se 4k A7, ) Western blot x40 NgR &k, R (1)K ER: 55k /EHL
3 ,MCAO K5 % 1.7.14 .28 X, fmi2 L4 NgR & ik F+ % (P <0.05) ; 5 Az st 20 1k, MCAO K5 % 1
X, w4t oAt Rl 28 NgR RiX 5 405 (P >0.05) ;% 7.14.28 X, & 4t21 NgR & & 1% (P <0.05),
BAT#I2E NgR AX 5 A% (P>0.05), (2)##M K. .5 5 /EHLE ,MCAO KiE% 1 X, BF KA. &
AR FELA AL ARAT R 4L NgR A2 5 A E (P >0.05);% 7.14.28 X fmizsu40 NgR Rk A F (P <
0.05) ;5 M LA EL , % 7 .14 28 £ ¥ 4+20 NgR ik A% (P <0.05) ;844148 NgR £k 5 48 % (P
>0.05), () HFMER:5FHm/EMILE ,MCAO REH 1.7 X, BRF R4 JuMR 0L, w440 R4 R 40 NgR
Fik 5 HEA%(P>0.05);% 14 .28 X fmAE st 20 NgR &£ 7135 (P <0.05), S susarkbiz, % 14 .28 &
W 4+20 NgR A& ik AR (P <0.05) ;84T Rl 4 NgR Ak 5148 % (P >0.05) . £i18 KRG K E At
HOHHE NgR A2 &R AL ACI ZRME Y — AN ELRE, LA H 0 E KK IR BI85 9537 15 A
T4k 5 3L TR P ARAY 28 A K IR -5 B F Nogo-A %4k NgR & & £ & FHLH F e X .
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Effect of Electric Acupuncture on the Expression of NgR in the Cerebral Cortex, the Medulla Ob-
longata, and the Spinal Cord of Hypertensive Rats after Cerebral Infarction TAN Feng, CHEN
Jie, LIANG Yan-gui, LI Yan-ping, WANG Xue-wen, MENG Di, and CHENG Nan-fang Department
of Neurology, Foshan Hospital of Traditional Chinese Medicine, Guangdong (528000), China
ABSTRACT Objective To observe the effect of electric acupuncture (EA) on the Nogo receptors
(NgR) protein expression in the cerebral cortex, the medulla oblongata, and the spinal cord of cerebral
ischemia-reperfusion(1I/R) stroke-prone renovascular hypertensive rats (RHRSP) with middle cerebral
artery occlusion (MCAOQ) at different time points, and to investigate its possible mechanisms for remote-
organ injury of acute cerebral infarction (ACI). Methods The RHRSP model was duplicated in male SPF
grade SD rats. Then the MCAO model was prepared by a thread stringing method. Rats were divided into
the hypertension group,the sham-operation group, the MCAO group,the EA group, and the sham-acu-
point group by random number table method,60 in each group. Rats in the MCAO group only received
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MCAO reperfusion treatment. Those in the sham-operation group only received surgical trauma. Baihui
(DU20) and Dazhui (DU14) were needled in the EA group, once daily for a total of 28 days. The needles
were acupunctured at the skin one cun distant from Baihui (DU20) and Dazhui (DU14) and then the
same EA treatment was performed in the sham-acupoint group. At day 1, 7, 14, 28 after treatment, six
rats were executed from each group,and their right cortex and medulla oblongata, and the left spinal cord
were isolated. The infarct volume was detected by Nissl’s staining method. The NgR expression was de-
tect by Western blot. Results  (1)In the cortex area: compared with the hypertension group,the NgR ex-
pression increased in the MCAO group at day 1,7,14,and 28 after MCAO (P <0.05). Compared with the
MCAO group,the NgR expression of the EA group and the sham-acupoint group were equivalent at 1 day af-
ter MCAO (P >0.05). At day 7, 14 ,and 28 after MCAO,the NgR expression decreased in the EA group (P <
0.05), it was quite similar to that in the sham-acupoint group (P >0.05). (2) In the medulla oblongata area:
compared with the hypertension group, the NgR expression was equivalent in the sham-operation group,
the MCAO group,the EA group, and the sham-acupoint group at 1 day after MCAO (P >0.05). At day 7,14,
and 28 after MCAQ,the NgR expression increased in the MCAO group (P <0.05). Compared with the MCAO
group,the NgR expression decreased in the EA group at day 7,14 ,and 28 after MCAO (P <0.05), whereas
it was similar in the sham-acupoint group (P >0.05). (3) In the spinal cord area: compared with the hyper-
tension group,the NgR expression was equivalent in the sham-operation group,the MCAO group,the EA
group, and the sham-acupoint group at day 1 and 7 after MCAO (P >0.05). At day 14 and 28 after MCAO,
the NgR expression increased in the MCAO group (P <0.05). Compared with the MCAO group,the NgR ex-
pression decreased in the EA group at day 14 and 28 after MCAO (P <0.05), whereas it was equivalent in
the sham-acupoint group (P >0.05). Conclusions
medulla oblongata, and the spinal cord of cerebral infarct rats was an important reason for involving re-
mote-organ injury of ACI. The protective effect of EA on hypertensive I/R cerebral injury rats might be

Increased NgR expression in the cerebral cortex,the

closely related to down-regulating central nervous system myelin growth inhibition mediated factors Nogo-A
receptor NgR protein expression.
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A SRS 40 ™ T B A e KA RO R )
3fj# 1 -A (neurite outgrowth inhibitor-A , Nogo-A )
ST e BB Ry i 0 1 A 48 1 A AR I R A
HHZ K NgR 454, A S B A5 5 5 (Ras
homolog gene family member A,RhoA) it N5 5
FN# Ras A C3 WHEREZ Y 1 (Ras-related
C3 botulinum toxin substrate1, Rac1) {5 514 %,
Z: 5 ACH PRt 3, i b o 0y AR 4K 40 M i 47 3 A
PR K HE IR G, R SRR s = MRS,
FATHTIABFFE A& IR, ¥ XoF e 100 He o s6fe ot vy P47 4
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580 fHHLEF X Nogo-A FI NgR 57 {28 114 fi 1k
FH? R8-S 30 Jo 9428 0 52 A 3 B 1 A 30 a2 M A A S
B SR ph T BRI AL 7 X 2L ()@ H T E N AR

X} gy A v AL I e K B ( stroke-prone-reno-
vascular hypertensive rats, RHRSP ) —fil] X fixj #
gh Bk ] %€ ( middle cerebral artery occlusion,
MCAO) Jiii 5k 1fi. 753 1% (ischemia reperfusion, IR)
951714 .28 R K2 GEHE 88 NgR 3Rk 1Y%
Wi, 0] BT i A S e P 3 35 T ) Rl e 25 LT o

M5 E

1 i EHRE4R SPF 2% Sprague-Dawley
(SD) IfePE R B 480 K fATE (70 £20) g, % 30d /42
A [ AL S scxk ()2008 - 0020 ], |1 ) M H &
NP S O R, TR IR T A SR,
T (23 £1) C,MHXWR A 60% , 64k H a4 i, 1
(07:00 -19:00) .IK(19:00 —07:00) &5 &, 4t — H
A 70 R BURDRHIEE SR IR oK, B B Ak
TIENTERIET K.
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2 25 A 10% KA ST 510 % 8 IR Hi b
40 % PN TBEREH SOSN 58ER% ( Acr/Bis ) ,5 mmol/L
Tris-HCI (pH 8.8 ), 1.0 mmol/L Tris-HCI ( pH
6.8),% Iy [ Bio-Rad /A #; Temed: Iy [ i [H, K
Sigma 43%¢; TBST £ #f'# [ 100 mmol/L Tris-HCI,
pH7.5,% 0.9% (w/v)NaCl #i1 0. 1% Tween-20 | .
4 | BioRad(1706435) ;2% 51k -2,3,5 - =%
Pumk (2,3,5 triphenyltetrazolium chloride, T TC)
(£ E Sigma /A #] ) ; 100 mmol/L PMSF ( 7 F itk
Pk, AT SRS R A TR AR o

3 &% DP-1 BUKE.CAIM R H AL B
Betitiil) s G68051 AL A (5 & & /2 Fl ) ; Leica
2 HBBIKHL (L E B LR & AR AA) ; Kon-
tron IBAS 2.0 4 H 3 EI1& 7 #r & 4t (1[5 KON-
TRON A7) ;JVC ky-F30b 3-CCD # {4 -5 45 i
MMUCHAMBFR AT

4 SEJTTE

4.1 RHRSP #AIHI/E 4 480 H{KH 70 ~
90 giyHEPE SD KRS BB XUE X 1 2 1l i, RHRSP
BERUOT BT R AT 12 h 25, R AR K,
FH10% /K A5 585 (3 mL/kg, B8 0 51 BRIE IS, #5 K
BT RN A, B R BB B T D, BB IE T A
B, K22.0 ecm T E R, DVEERIK I FRIC, K
BRI 0 25 3 SU 3l bk, FH N A28 0.3 mm 3R E
BRI e B Sl KGR R, IR RN B Sl kB T AR e 1 B
TEEER N o TR B, T 16 i N T 9 B R R 4
T U RGZBE R IR R Y H o ARk i
B Sk B KO RS Bk RS . AR JE TR
T FRE PRI W R A2 TE 8 IR, 8 DR R BRI
I ARS8y R R B R S L

fii FH SDP-1 78K B0 8 I TH2E 47 i He
ARFI 1 R AE A AR, RG4E1.2.4.6.8.
10 12 JE AWM He 1 vk o 0 i A XU 4 K R
REHHAS min, A E¥KKBRIHTE S, BEE AN
FEAR e P, Ff KRR 22 0 0 0 o 3 RS R R 3
ik B e, T DN 3 Yk, BOHT AR S R
MEE . ARG 12 J 4 0c4s 5 T 180 mmHg, H
Jo A KA RAEZ B R BRAE N P B RHRSP %
@[10,11] ’;j\: 370 1

/N0

4.2 MCAO A& il I SE B AL 4 45 & il 7F
MCAO #i%lf) RHRSP £ Zea Longa 5% " i
DLk, 4 A R i MCAO 550, BT R B 12 h 2%
1,10% /K5 508 (0.3 mL/kg ) [ 8 1 SRR , ) R
PR E  VESIIE FR 2R D) O i B i L WL 2k o0 i LA

FIRR, o3 B A5 3 3 ik (CCA) (541 ali ik (ECA)
BN SHK (ICA) , 7E CCA 8.0 g AT L 3t Sz ECA
WhHELR A o FH sl ik e T ) Je A ICA , SR I 3T 0 ity
4k, CCA .ECA ., 7Efli CCA 4332 mm Ab5T—/)\
I, A BN 0.28 mm AR LR, TF il sl ke, ¥ 4e
LRIE A S ICA 3l AR L LS AN 80 Bk 4y AR T iR 5
J9(18.0 +0.5) mm , 1%t CCA Jm.Lm 4i Lk 242
AR A A0 0 BRI . KRR AN 2 em LU
BRI, TREHMA 2 h 5.

R 1 S B AR UME. = % Zea Longa 1) 5 43l
VU TESMIRR T IS HEATIE Y. O 4% A2 in
PHFEAR 51 43 : ANRESE SR AGT T ;2 43« [ X 5%
B33 0 DB 4 43 REE B & ATE, BRIk,
SHEREE UL ST AR A, 1 ~3 g
A3 190 H,

T TC Jeft: WA AR5 MCAO K R H B ML A
10 HAT T TC e a5 i L B f37: MCAO R J&
24 h,FH 10% 7K & U o 3t R SR BRUS , 37 B DB Sk B
i, A =20 CURFEH ¥R 5 min, 7E 7K T AHT )
JEATTRERY) B2 2 mm S EVE T 2% 00 T TC 57K
t,37 CHOGIRE 30 min,10% /K DAk & ,24 h
Je B AR AL B

4.3 AR FMELE S 24 i
JE4160 H RF AR 60 K MiFEsEL] 60 H A4
60 H fBEHf4l 60 H. w60 H KR A
RHRSP #5715 [ i E & K, MR K BRBR HE TR AS
TAEMIRIT . BFA4.60 H KR E T RHRSP 45
AL, F MCAO AR K AT HIHEE A 8] 11, 1 M it L 2 AL
P2 53 B L IR A 6, 4 2 A 0 35 45 30 ik ( CCAY) L 3
Shalifik (ECA) Fisi N sl ik (ICA) , {H R 4T MCAO
ARG BEAE ; A & oK, AR K SRR TR R A T
1EAAYT . MFEZEAL .60 oK R i RHRSP 4t
) MCAO 7 5 [ by i B AROK , MR K SR 4 ek
ANFALAIEYTY . B4 .60 HA R E # RHRSP JEii
Y MCAO s [ el B EKOK , MR R SRR 47
BhSCER (15 ] Jr g i KB B L RHME” U,
Filik 30 5 1 SH2 A, W R AR RAME” &
TRHEHRIE 2 ~3 mm . £HRiE S G68051 U HLETY
HLM b SRR 3 VIR K 3 Hz i 821, LINLIA i
sl S ALY O B B R RESE 15 min, HUEF
T HEBCY R SYE G T RIRYT, R 1 R, 328
Ko BEHI4:60 HKRE#H RHRSP JALah I
MCAO #ERL ; [ Fdh £ ARk, M) A A v 4 R 5
B2 R B A T I T R BRAH R A 1 B B L S
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5 KuillFehs B ik

5.1 KEMAEYHETFs T MCAO RJGah¥
R \MCAO RJG%5 1.7 .14 .28 K17 9F4y, 74
FRiES % Zea Longa 1 5 43l #E1T .

5.2 FALIRA

5.2.1 KEMAAESEHLEM S RKRE
MCAO ARJ5%5 1.7 .14 .28 RFEAT ML WEETEDN )G,
BEH L BRI E] SR B 6 L, 10 % 7K 4 S I I
TESHAREE RIS (0. 4 mL/kg) , PRETT M , 28700 28 [w)
Tk A, B IF A0 B, o P i AR K 4
200 mL, ffA7 0 B Uit i s AR S PR 10% fa /R
TLRRE VA [ S I ZH 2, 24 300 mL S5 7 Sk G R 4
Wi B I BEPR A E T 10 % /R DA [EE 24 h A
Leica 4 H s/ K LK .

U L 2R, 8 A e F 3 S B IR BRI
+4.7 ~ -5.2 mm WAV R, AT AR E 22 Y)
L ERRE 10 FEC B, FE 4 m , BEBE AL B 3 A8
F,60 CH#5H 30 min,4 CLRA7A . [R] Asf HCHE B £
R3S S AT DRI AE A BELH 2, 8 A I 1, R AT 5
RIELEY R, FE 4 pm , BEGEILBT 8% F 5 /.60 C
$% F- 30 min,4 CIAE&

5.2.2 JREE EEE H KRR MR
+4.7 ~ -5.2 mm A Y R, BRR 10 FEC1 f,
Je PR o A I K RO A ST 1A

5.2.3 MFEARBUMT SR AECT R 6 B A
B 2G5 A A2 K R SE AR (mm?®) &
AR (mm?®) BE 5 (% ) o FESEARRRLE 4
FE(% ) = (M I 2 BROE R R —  fB o A BT 4
FEO 7800 R 2 2R SRR x 100% o

5.3 NgR %k

5.3.1 KEMGAEREH LA K4 K RAE
MCAO RJ545 1.7 .14 .28 Kitfr# & IhBEWD )T,
BEH LA BRI E] SRR 6 H, F 10 % 7K A S I
TESS R RRI S (0.4 mL/kg) , PR B Sk I 5B i A1
A, bR 2 RER B/, S8 5 TGE 2 A R ik | S
TR AC A, AR BRER K VR IR S5 S B 1.5 mL
BB, -80 CIRAT,

5.3.2 HHKBIER 141 mL % Lysis
Buffer JIILA 10 L BEEREGFN G, 1wl 8 1 A0 i 75
15 pL 100 mmol/L PMSF,iiE5], UK FARFER M i
FH BB R RSV R 31 1.5 mL BRI 50
# 1 mLAM00 mg fIHESNA Lysis Buffer, T-vK 3%,
P VK - EAI M, BEK 2 s EIfR 5 s, 2/ 60 WK S

> 10 000 r/min,4 CE.C5 min; BUEIEHS EH0
R .OE D, Wy aEORBY; 52 RAT
—80 °C, i S A2 vl ( R R 2 1 AR B BURIE S i FHAS
(] A~ 3R &, BT AR L0 T, A5 52 90 20 JR
W7) s PCE BCA AR ARHEARUE S AL A, 4 Re-
agent A Fl1 Reagent B % 50: 1 [ HLFIRCE , 780 1R
SJOZTAERZEIRT 24 h WEERE) s & hilbr i ih 28 1]
57,78 37 CHE 30 min 2 EIRN =0, WE A560 1
JERE MR ARAE 5 SR R
5.3.3 ZEEMES SDS-PAGE Hiyk #5 I5 K E
BNl (1) AL S SDS-PAGE Hijk: & i SDS-
PAGE & ARk k" o BEICHELIKAT, B LI 1 x
HLVKZPIRGE Ve N A2 KA oA 1 x LIk 2R
PR, PN )2 A T % R T R A R L T 1~
2 cm ZEHF S SDS-PAGE loading buffer (2 x )
PL1:1 18%7,100 Cili/kis 5 min,4 °C,13 000r/min
B0 8 min, B b3, BAMAE S NAE 80 pg, Marker
RS plo =W T,80 V fHEHTK 100 min A4 (5
K BRI IR ) o (2) RS EA
23 SDS-PAGE &, 4 B I T % I 292 vh il v iz i
5 min, M5 HIYe Marker f4 257 fl45 B 19 A K
AN K e YD, AR B RS R /N BY Bl K D 1
0.45 pum PVDF f( SeFHJCK HEEIR 1 5 min) (JE4R
T 20 A5 FH A 349 P % B % oh 290 30 min. %A
T B IR i 4h 2 J2 0848 BEIR \PVDF fi .2 2
YR R U AR = BYR AR, DL ERAE 0 200k X
WA, AR R v IR 2%
N2 B -actin HAYE T 100 V fHEHLFH 55
min, 4% H A& FEE 100 V 5682, B [ AR % HoAR /gt
T (3) HEARIZEC: B 243, H TBST 2
Mo BT 5% MR Wl ok 5 W = R 2 ¥ 3 141 60 min,
FHPUIARZE Wl ¥ — i BE, B — actin LA 1:1 000 7
BE, 25 B A 00— PUAR B8 P4 56 B A5 2017 70 B .
WA E T —Pm R 4 CHELH. EEK
- FH TBST PEE 3 1K, BK 5 min, #%1:2 500 LL.f)
BP0 RS T M BE R b = RE G 455 50
min, TBST VAR 3 ¥k, &K 5 min, BRI FE & Tl
IR bR U A PR o o MBS R B 8 1 ) — 1l A
BEMR o DI ERBIR A B A B UM A W, 5
TS e = AR A, B R E 1 ming PR
HIEDHEA LT, BT 2R B AT, AR &, B
J:3.5.10 mintp v MEREEH R BHEN. (4) E
155387 DL B —actin(43 kD) FEH & S IR, 430043
M K A& 4 F AT T B - actin 5 EH %
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AR B . BB EECR A AU B AR 53 B &
%t (Imaged ) Ll EG b BRAR2E1 T 430 H7

6 ZiilFdrs: R SPSS 13.0 #4148
THAHT R PR x +s R, 241 R e R
FPRR Ty 225007, P EL AT LSD K. P <0.05
ZRBGIFE L

# R

1 £ 2 KEUAS [R] B 8] A5 i 2 234 BE (4 B L 4
(F£1) SEMEA R, AR EH 1 ~7 KK
SRR AL LT AR 2 T3 K, W4 22 R it 22 &
(P <0.05); 5BFRA L&, EEH ARG 1 ~
7 R R BE AR AR B B i i 18 A, Wi 4l 22 R S it
SR SL(P <0.05) 5 SR b A, i A B o)
HARIGE 1 ~7 KK ERNGHEFELE VR B 2 W 1 K, 26
14 .28 KK RN A FE AR FR I35 i 46 /N, (H 45 B[]
M3 ARG L (P >0.05) ; 5HE4H
e B A 20 45 ] s R BB A T AL R AR 22 S R S i
#ENX(P>0.05),

2 BRI [a] & A 22 NgR B 5 &
e (F2, K1) SEilEd i, MCAO R4
1.7 14 .28 KIG#IFELH NgR %3k THeE, Z R WA 5%
IR (P<0.05), SMKAIFELL HLER, 55 1 KA Ef
A AMRER R4 NgR 23k 5HAH Y (P >0.05) ;%5 7 .
14 28 K541 NgR kAL, 2 5 A Gil ¥ a X
(P <0.05),

NGR e s —— 50 (D
. EAPN
B-actin S — - —— 42 KD
NgR

B-actin

———— - 5() D

EFFN
— o g 42 KD
NgR

B-actin

— —— — w— 50 kD
F14K
- e 42 KD

NGR i s e i i 50 kD _

28R

B-actin  ————— —— 42 kD

A B C D E
A NEIIELL B NIRRT AL ;C N iiAEIEL ;D AL g
45 E M Hl
B 1 SR BRI a5 R R 2 NgR 2 2 H ik &

3 H ALK FUAS R sf ) s ZE 6 NgR 2 1 & = e
W(FI,E2) SEMEALE,F1 RETFRA.
MAESEAL NgR ik 5HAHY (P >0.05) 555 7 .14,
28 RINtEFE4l NgR FiE T+ (P <0.05) . 5 HAH
PR ELHE, 55 7 14 .28 KHLEF 4 NgR E ik [EAK (P
<0.05); flR&F# 20 NgR ) £ ik 5 H A4 (P >
0.05),

4 FAKBAF S E S NgR 8 13 i g
(F£4,K3) SEMEAHE,H 1.7 R
NgR #i5 5HA Y (P >0.05) ;45 14 .28 KAxAHIELL
NgR #%ikTHE (P <0.05) . SHGFESEAL H 4%, B 44l
%514 28 K NgR FikFE{K(P <0.05),

T BSHKEAFERESRHSFICARL S (xxs )
HEAEARFL (%)

A5 n :

¥R ENEN 14 K %528 K
[=11NES 24 0 0 0
(&N 24 0 0 0 0
Jiki FRFE 24 12.36 +0.11*%2 20.01+0.24 "% 17.18 +0.23* 2 14.38 +0.21*%2
At 24 12.19 £0.15 19.54 £0.61 16.96 +0.11 13.95 £0.46
B4 24 12.24 +0.16 19.77 +0.25 17.08 +0.62 14.29 +0.37
T SR A, *P <0.05, **P <0.05; S5{EF AL A, P <0.05,44P <0. 01

F2 BUARBAFRESRMEZ NGR HASHIEE (%, xxs )
)2 NgR &

ZH 5 n

ERIPS TR #5114 K %28 K
fRa I 24 1.441 £0.270 1.499 +0.308 1.444 £0.296 1.421 £0.236
BFER 24 1.511 £0.368 1.516 +0.204 1.480 +0.243 1.450 £0.196
Wi 5t 24 1.826 +0.371 " 3.825 +0.273" 3.411+0.198" 2.567 +0.280 "
HLET 24 1.807 +0.296 3.410 £0.232% 2.881 +£0.322% 1.989 +0.274"°
(EEawill 24 1.784 +0.228 3.660 £0.275 3.332+0.235 2.478 +0.247

VE 5 7 IR 2R R e, P <0.05 5 5 INAESEAL L AL, AP <0.05
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A1 NgR 411 it

2H 5 n

LIPS TR 14 K o528 K
e I 24 1.383 +0.169 1.386 +0.374 1.371 £0.281 1.379 £0.348
BFA 24 1.376 +0.283 1.394 +0.183 1.383 £0.259 1.393 £0.318
iR 5T 24 1.391 +£0.278 1.538 +0.379 " 1.695 +0.270 " 1.637 £0.250 *
FLEF 24 1.388 +0.274 1.483 +0.203% 1.59 +0.239% 1.553 £0.345%
EaEl 24 1.394 +0.172 1.530 +0.372 1.681 £0.331 1.628 £0.228
W S ELUEAES, *P <0.05; 5EFEL s, 2P <0. 05

F4 FAKRBRFEBE S NGR HEHS LK (% .xzs )
B 86 NgR A & i

2151 n

F1K BT K 14 K 528 K
R ML 24 1.239 +£0.270 1.253 +0.285 1.246 +0.375 1.273 £0.263
(EEN 24 1.228 +0.388 1.229 £0.229 1.235+0.211 1.265 +£0.294
Jiki B AE 24 1.236 +0.280 1.226 +0.321 1.325+0.239" 1.358 +0.274 "
HLEF 24 1.244 +0.375 1.234 +0.279 1.294 +0.293% 1.315 +0.227°
Bt 24 1.241 £0.295 1.238 +0.204 1.311 £0.370 1.344 £0.311
VS E MR IR, * P <0. 05 ; 5AESEL4 L4, 2P <0. 05

B-actin - ——— ]2 kD
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