Ml X EZ2HR(OEF M)
J Sichuan Univ (Med Sci Edi)

SEUWFERENEREMARED CA1 X
RHOA 71 ROCK-T FRiERIE N

A ZRR, AET, IEW, & B, B!
BB K SR B BE B S ERES JF L 0630000 5 2. AU ER A K AR B IR BE B M AR Il 063000 5
3. VLI A R B B S R A A B SEREEOIEE B Ll 0630000 5 4. 3 LU T #RRE 5 B PP FEES (B L 063000)
5. HEBHARER FAEE2FR (F25 066000

2015; 46(1):51 — 56

[(FHE1 BH  Fi S5 R 28 WAL 31 X5 4 i B am X R 5 CAL X &4 & 11 A(small GTP binding
protein A, RHOA) Fil RHO i} 2(RHO associated protein kinase-2, ROCK-[)FE L5 . Fix 96 H SD M
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[ Abstract ] Objective  To investigate the effect of Shenxiong Huayu capsule on the expression of
hippocampal CA1l recombinant protein A (small GTP binding protein A, RHOA) and ROCK-2 (RHO associated
protein kinase-2, ROCK-[] ). Methods Clean SD male rats (n=96). divided into three groups with 32 rats for
each group, gavage was applied 7 days before modeling until the morning of the day to put to death. The groups
included the normal control group (normal saline), global cerebral ischemia model group (normal saline) and
Shenxiong Huayu capsule+global cerebral ischemia group (Shenxiong Huayu capsule 0. 048 g/kg, was dissolved in
0.5 mL double distilled water, once a day, orally 0. 3 mL./100 g). Modified Pulsinelli four-vessel occlusion model
was constructed in global cerebral ischemia model and Shenxiong Huayu treatment groups and at 1, 3, 7, 14 d after
successful modeling, water maze learning test was applied to evaluate the memory abilities of different groups,
histopathological changes in HE staining, expression and protein content of RHOA and ROCK-][ in
immunohistochemical staining and Western blot was observed. Results At each time point, escape latency in model
group was prolonged (P<C0.05) when compared with that in normal control group, and that in Shenxiong Huayu

was shorter (P<C0. 05) than that of model group, but still longer (P<C0. 05) than that of normal control group. HE
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staining showed that. compared with the normal group, model hippocampal CA1 reduced gradually from 1 d to 14

d; an increased survival neurons (P<Z0. 05) in Shenxiong Huayu treatment group at each time points was observed,

but still less than that in normal group (P<Z0.05); immunohistochemistry and Western blot analysis demonstrated

that the expression of RHOA and ROCK-][ in normal control group was not obvious, in model group was decreased

after an initial increasing, and that in Shenxiong Huayu treatment group was lower than that of model group (P<C

0. 05), but still higher than that in normal group (P <C0. 05). Conclusion

Shenxiong Huayu capsule improve

neuronal damage induced by global ischemia, decreased the expression of hippocampal CA1 region of RHOA and

ROCK-1]I.

[Key words] Global cerebral ischemia
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Table 1 The comparison of escape latency time (x%s,s)

Group n 1d 7d 14 d
Control 4 20.3241.86 20.3241. 86 21.3641.47 20.0441.18
Model 4 48.8643.36" 40,354+2.63* 37.764+2.73* 34.9843.07*
Treatment 4 43.1840.82 % 36.4842.09" % 30.544+1.31"7 26.964+1.47"-%

x P<0.05, vs. control group; # P<C0.05, vs. model group
1E X B4 (P<<0. 05) ,
2.2 HE$:@&R

IERHA RIS CAl KL e 2~3 )2,
HED 357 VK% RO R IR H T O s ALK L 3 d g
Ly CAL Xy p28 o0 HE 51 Z5 6L - o B0 40 A% 1 4, K
AR IE 20T, 7 d WA ST AT R IR AR R IR
P EARER =D v SR T R LR P 3 R

W 2T BN 14 d K IR BE M 4 T s i, 1T
DL 22 T A I 0 S B R A M 2 e MR TT i
B . BT 3 d R R 2R o0 Bl A T 2
Bl WA BA M ZIs, 7 d A am L £.14 d
TR P 2 TV il L BR AT A 22 T RO AL L LR B
(& 2.8 D,

2.3 REHALER
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Table 2 The comparison of the number of survived neurons in hippocampus (x=%s./HP)

Group n 1d 7d 14 d
Control 4 189.5043.53 189.5043.53 189.5043.53 189.50+3.53
Model 4 90.33%5.31* 57.60+4. 14 34.2041.32* 17.61+£1.39"
Treatment 4 111.8043.37* 7 92.81+2.15"% 52.204+4.61" % 42,1443.94% -7

* P<C0.05, vs. control group; # P<C0.05, vs. model group
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Fig 1 HE staining of Hippocampal CA1l neurons at 7 d. X200
ROCK- || immunized staining of each groups at 7 d. X200

A Control group; B: Model group; C: Treatment group
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Fig 2 RHOA immunized staining of each groups at 3 d. X200 Fig 3
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Table 3 The comparison of the number of RHOA positive cells in hippocampus CA1 (x=s,/HP)

Group n 1d 7d 14 d
Control 4 0.50+0. 04 0.67+0.06 0.57+0.02 0.67+0.06
Model 4 3.99740. 35" 15.78+2. 15" 12.6643.61" 8.1441.22"
Treatment 4 2.70+0.21*-% 9.04+0.68" % 8.91+0.32*-% 4,5040.39" %

% P<C0.05, vs. control group; # P<C0.05, vs. model group
2.4 HS5X RHOA EQREITER

EHE AR A MRS BRI RIAT 1 d Tt
w3 d Jh R, dITIR TR, 14 d T m T R
4, 5xF RRAL L E, i A I TR B T 25 A e

BN (P<0.05) ;R IrH 1 dFHE.3 dikE k.7 d
R 14 d IR WY R A . 25 B TE] A G R X R 2H
B E . 25050 % 8 X (P<0. 05) HIH L T4
RIZH (P<<0.05), BEWIZ S A ie #EREFE R RHOA
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Table 4 The comparison of the number of ROCK-1[ positive cells in hippocampus CA1 (x=*s,/HP)

Group n 1d 3d 7d 14 d
Control 4 0.5940.05 0.5940.05 0.5940.05 0.5940.05
Model 4 6.46+1.35" 15.4746.09" 30.64+3.45" 19.67+3.61"
Treatment 4 2.9740.09" % 9.31%2.23"# 15.3942.45* % 12.66+3.94% %

* P<C0.05, vs. control group; # P<C0.05, vs. model group

N Model group Treatment group
MRIE (4. 5). NC 1d 3d 7d14d 1d 3d 7d14d
2.5 #B5X ROCK- EAKRELER RHOA B e g - x10)

21
IE X IR AT /0 B ROCK- 11 #9265 . 46 1 4

1ATFE .3 dFEETLELT d iR 1 d Bl TR P e
YL T IE 0 ALK P PO BRALI L AT ROCK- 1]+ e e s

i 42 ST G2 T2 38 X (P<00.05) 339741 1 d It

B3 dSEIE.T d TFIETRE. 14 d SR FE AR 6-actin _...—.----M“

i) 45,8 TE 3 BT T 0 2 5 S 3 3 L (P < ’ ‘
009 LT BULALP<0.05) . BITEIA ity cupeotm of R10A s KOCK- it hpocames

WHEGEFEAE ROCK-1 ik, WK 4.3 6, NC:normal control group
£S5 SAKXRMALR RHOAZEARZE (xE9

Table 5 The comparison of RHOA protein expression relative intensity value (x=s)

Group n 1d 3d 7d 14 d
Control 4 0.21+0.02 0.20-+0. 04 0.20-+0. 04 0.20+0. 04
Model 4 0.4040.01" 0.6840.02" 0.5140.02" 0.4340.02"
Treatment 4 0.30£0.02*% 0.5140.05*% 0.41£0.01*-7 0.34+0.02*7

* P<C0.05, vs. control group; # P<C0.05, vs. model group
F6 FBSHXBRBALR ROCK-TEARIE (xts)

Table 6 The comparison of ROCK- ][ protein expression relative intensity value (x=s)

Group n 1d 3d 7d 14 d
Control 4 0.20+0. 04 0.20+0. 04 0.20+0. 04 0.20+0. 04
Model 4 0.40%0. 14" 0.5140.18~ 0.67+0.21" 0.42+0.14*
Treatment 4 0.3040.12%+% 0.4040.15* % 0.3740.19*-% 0.324+0.15*-%

% P<C0.05, vs. control group; # P<C0.05, vs. model group
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