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Experimental Study of Naomai Shukang Capsule
on Transient Ischemic Attack in Mice

BAI Ming, GAO Xiao-ling, MIAO Ming-san”
(Henan College of Traditionl Chinese Medicine, Zhengzhou 450003, China)

[ Abstract ] Objective: To study the effects of Naomai Shukang capsule on transient ischemic attack in
mice. Method: Kunming mice were divided into Naomai Shukang capsule group (1.8, 0.9, 0.45 g-kg™'), the
model group, sham operation control group, and the positive control group ( Xueshuantong 1.125 g -kg ',
nimodipine 0.03 g -kg '), mice were fed Naomai Shukang capsule for 7 d, on the 8 d, after 1 h of administration,
both sides of the common carotid artery were ligatured for 30 min and reperfusion for 15 min to make transien
cerebral ischemia model; superoxide dismutase (SOD) and malonaldehyde ( MDA) content were determinated;
section of brain tissue was homogenated, Na®-K* -adenosine triphosphatase ( ATPase) , Mg“-ATPase, Ca’"-
Mg’ " -ATP, Ca’*-ATPase activity of brain homogenate were measured, part of brain tissue was calculated after
weighing for brain water content. Result: Naomai Shukang capsule could enhance Na*-K*-ATPase, Mg’ "-
ATPase, Ca’*-Mg’* -ATP, Ca’"-ATPase activity in brain, and decrease MDA content, increase SOD activity,
brain edema was relieve induced by cerebral ischemia. Conclusion; Naomai Shukang capsule can improve ATP
energy of brain, scaveng oxygen free radicals, relieve cerebral edema, protect brain cells, reduce brain structure
and function damage.

[ Key words ] Naomai Shukang capsule; transient cerebral ischemia; energy metabolism; oxidation

resistance; cerebral edema

[ AT 20120208(006)

[(B&TA] EZEERHAEH A E R LW H (20092X09103-324) 5 i 5 4 B K AHE BT H (0422031000)
[&— 1’E%] FIIA B B0 W A 0, AR 5 245 op 2 24 38 22 B 5T, Tel :0377 65962546 , E-mail ; baiming666 @ 126. com
ERMEE]  © W= 23R, B NS 1 H% SR, Tel :0377-65962546 , E-mail : miaomingsan@ 126. com

-1

(=

6 -



A, 45 o 0 Jk T B e 9 o T P A ke 1 A 2R /)N B 4 5 i

% 87 Pk I B i & VB (transient ischemic attack ,
TIA ) 45 76 ik 1L 8 5 450 1 B fily B 22 D3R 5 30y il
Jey A M L 3 B2 BEL 3 v B 7 A — o e S R
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BrEEs,

G JUk 7 RS 8 T B PY RS (LM IR T B
AR AT 5 28, BAT AR Y T L3 2% Ak M
Z 1. ATRIACRAL 36 bR B R 3 S A s RO
I, A A L R O B AT 9 i A A R, B L
TIA f B 26 A2k W 450 05 o e 42 A R A 3 5t
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Bl 415 010908 5 52 J5 ifiL#3i , J N AR ARl 25 T, it
5031129 ; Je 5LV, 1 A58 AR ) 25 iy A R 2 7]
it 0307118,
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2.1 /)N U i e o A R AR R g 2 B A
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g-kg ™' BCAKE 56.25 g L7 K ig [R] AR BUAR B R UK
(20 mL-kg ) M FARHAMMB TR, BRHEH 1
WLEL ig B2 7 d, FH 8 KGR 1 h, 251 10 h
J& ,4% KAy A 10 mL-kg ™" ip FRIEE, [ E , 15 805
EHY)E 43 B S BTk, B KR A B SRR
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F1 BEFEREXNSAMRELMAMESRFNIZM(x+5,0=10) /umol-mg ™' +h !
20 51 Flik/g kg ! Na* -K * -ATPase Ca®* -Mg?* -ATPase Ca’* -ATPase Mg® * -ATPase
(i) - 16.44 +2.83 13.28 +1.49 17.20 +3.52 15.37 £3.19
BFA - 29.16 £3.35% 25.29 £4.30% 29.05 £4.15% 26.77 £5.79%
i Jok 457 B Je 1.8 21.09 £2.51 20.62 +13.41 21.92 £2.71" 21.83 £3.47"
0.9 26.86 +10.65% 27.02 £9.32% 24.56 +£3.43% 22.85+5.91%
0.45 24.24 £2.85" 23.06 =10.16" 24.34 £2.96% 23.50 +4.38%
Je B b - 0.03 24.37 +3.00" 18.84 +2.02" 23.07 £3.86% 21.94 £3.18"
1l 3 1.125 26.79 £4.41% 26.55 £8.92% 26.36 £2.81% 27.78 +4.56%

T SR A MY P <0.05, P<0.01(%2~3 ),

®2 RMERERREXMEANMR
BB RUENBNZME (2 £5,0=10)

biilEs
415 SOD/U-g ™! MDA/mmol-g ™"
/g-kg ™!
ey - 250.70 = 11. 54 3.64 £0.31
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o k&7 e e 1.8 266.23 +27.97" 3.55 +0.20
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0.45 276.53 +14. 15 3.45 +0. 13"
J& B b - 0.03 268.00 +8. 10" 3.42 £0. 127
1 3 1.125 281.79 +4.58% 3.38 +0.04%
F3 BT REEX/DREE R DL
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28 51 kg kg ™! ki 5 K Bt/ %
i - 83.32 +3.06
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i ok 7 5 Jsg 3 1.8 81.02 +1.46"
0.9 80.67 £2.10"
0.45 81.05 £3.45
JE i 0.03 80.90 +2.15%
1M A 3 1.125 80.81 +2.17%
4 itig
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ke 38 3G e 0L ) AE R AC I S R 2 NA T R B A
PRZ—o S SC 55 5 2 B I Bk AT B e 9 Bk X
Na®-K*"-ATP fi§ . Ca®"* -Mg2+ -ATP [y 4 75 VR A%, 4
Hr ATP i A% T 78 55 5 09 7K S, I8k 20 LR 78 1 e 10
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[FE] BB AR % 5 6 PR K S I 5 42 1 45 % 7k % 1T (angiotensin [T, Ang 11 ) #1114 B # -1 (endothelin-1,
ET-1) B8 . 7735 : RTNBEIRIE B % (65 mg-kg ™' ) 1 YR VE ip (477 36 2 57 08 PR3 K BB RL il #L 40 450 250 28 00 335 . it 3% 07 7
R 4 (15.4,7.70,3. 85 g-kg ™) R THIILL(0. 167 g-kg™') ig 452,20 JAJ5 Ab €, HOIM 75 K20 Ang 1T A1 ET-1 (g & &
904 5 FI R I P S8 20 24k 24 A i P A 2R 11 3% 1R 95 (LSAB) WA I R RO IR i 4 22 ET-1 13635 . HOR BRI 20 21, 5% A 5
i 2R & W45 I M Real-time PCR Al ET-1 mRNA (3835, 455 B R A AL K BUMLTE Ang T #0 ET-1 & & 43 51 2 (417. 95 +
156.11),(330.12 £81.59) ng-L™'  lLIEWATIFE (P <0.01) o HEIRFAEAH A R LSAB ¥ bric Y @5 BE] A rp ET-1
FEAMRIB T, B RO (JA) H7(53.45 £15.67) , 5IE R A M (12.76 £3.27) B FH 4 (P <0.01) | 1 1f i 8 J7 45 77 =
2H J S T W] 2H 5 R 4 AH L B R AR (P <0.01), BifZH ET-1 mRNA B3£Ik B E S T IEH4,0E MRS T & n £k
B AR T AR, AR AU LA P25 o SRR - I UL 55 T R E S AR AR I B ET-1 14 33K, 48 28 W Bk R LA )
AR R R .
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Effect of Huoxue Jiedu Formula on Endothelin-1 in Retina of Diabetic Rats
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[ Abstract | Objective: To observe the effect of Huoxue Jiedu formula on angiotensin [ (Ang II ) and
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