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PR . 5y B B 3 2 ik % BT R, SP vk G e AL Ak G (0, W5 A0 I TRD B 43 - 1(ICAM- 1) B2 il 85 40 i 1) &6 Bt 2 1= 1
(VCAM-1) FIRHPER A . 8558 Kol 588 2140 LU B8 B W 0 30 I & 19 1 ET-1( P< 0.05) ; Hi& NO K- P< 0.05) ; {H3)14
ANBNE R ALK (P< 0.05) o B AL PR NE FWC4E 8 B 38 5 T 15 5 6 AL & K341 P< 0.05), HOKZE4L6) NE 1)
W dg SN IR BT IE M AL P< 0.05) o fEARIR) Ach WP T, A5 2H N K 20 1 = 20 K PR 6F Ach 1) &F 5K 4 HT W) 4 99 7 1E 3 41
(P< 0.05), M KE 4l TRIMAL(P< 0.05) . K I 4L A B W 3050 PR K B 3= 2 ik ICAM-1 J% VCAM-1 KI5 ( P< 0.05) . 45
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Vascular Protective Effects of Da Huang in Diabetes Mellitus Rats
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[ Abstract] Obijective: To explore the protective mechanism of Chinese Herb-Da Huang on the vascular disease in
diabetes mellitus( DM) rats. Methods: The DM rat model was made. Da Huang was given to treatment group. 8 weeks
later, blood sample was taken to test nitric oxide( NO) and endothelinr 1( ET-1) . Thoracic aortic rings to observe the ratio
of different concentration of Ach inhibite constraction caused by NE. Took down another part of aorta to make pathology
slice, method of SP immunohistochemistry staining, observed the expression of ICAM-1 and VCAM-1. Result: Da Huang
group obviously decreased plasma ET-1 and increased the level of NO comparied with Diabetes group ( P< 0.05), but
could not reach the level of the normal control group ( P < 0.05). The expression of ICAM-1 and VCAM-1 could be
obviously inhibited in Da Huang group comparied with diabetes contrast group. But obviously stronger than normal control
group ( P< 0.05) . Conclusion: Chinses medicine Da Huang could decrease the level of ET-1 and increase the level of
NO in diabetes rats, they have the function of protect the endothelium of vessel, and could inhibte the expression of
ICAM-1 and VCAM-1, act as the role of antr atherosclerosis.
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B PRI 5 I I8 9 2 2 B B0 1R 1 P I RE 2
—, e PRI Bk SO I A B OB PR ) I
ERAR SR S RERT AL (AS) (1K) B RN & J it ., b
PRIGAE R —> JSE 1) 6 65 IR 2R, 2 03 3 ik Al 44 1
HERR, T I DA 2 A0 TR 453 0 A2 2 bk ok A At A R A
MGFR Y L AR W] AS & SOE TR . %
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TR Oz Y L BBV RN, KL
T AR AU R T 4% 48 B b () BB i RAE
L M85 R BT RME NI 22 AN R, 3K 50 A AR
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1.1 APRISACEE R g SD K 50 1,
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Bt (sh W & 8 IE 5 DK0506-0023) 5 4% ik 74 T &
(STZ) LINAGH( Ach) 2 H ' ERZE(NE) JrER
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(bR A 2 7]) s — 28 A BU(NO) Bl 7 &
R 1B W e 2 TREWE ST P, 4 TR) 266 B 2 11
(ICAM- 1) S I 40 J ) RY Bt 43 1= 1( VCAM-1) = (X
A ) iy MU HEL R B 5557 WS R B B A%
] Bt i A B AR R R AR A R A
H]; TGL- 166G AR 2O bl B =R AER ) 5 722
RO oSG BETE: ISR =BT as ) B A
T3 MR A: £E [ B2 WA R A ) RM6240B/
C1.36 ZEWME 5 RER G WA AS) ;12101 LA
gy B AL FEL A A% 24 W] HPTAS- 1000
KBS T R G R ERIRY T B A
Fly K (f P 29 K3 Rheum dficinale Baill.
FEF DU, PR EE) H A 1 goml ",
1.2 ik
1.2.1 SRS 50 KRR BERL 4,
ER A 12 2, R 38 W, iR KRS 12h
Jei 4% SCHR 7 WA G, — MR R T A STZ 60
mgekg ' (STZ I T 0. 1 M 76 R 44 22 v i TiE 1
WREN 1% pH= 4.2 W) , 1 H 4L s i O 45 &
(IR RN ZE P . 72 h J5 BB Bk B, ) if b 2>
16.7 mmole L " JRBE+++ ~ ++++ , 0 N BE PRI
K.
1.2.2 A K2y B, BEALE 24 250k
PR (12 H) FoR#4I(12 K)o KA T 10 g
2 kg R HEE, AW H 4T 1R 4550 R4l
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1.2.3 FRARMEEE &4 8 A, 258 12 h BL 3%
I3 LU 2 (80 mygf k) G I v SRR IS, T3S TR, 43 24
[ =Bk, MR B BICR I, BX 2 ml 43 85135, 52
NO; [FIIE 7 EDTA-Nay: # KA (30 HL: 40 HL) (1)
RE AN 4 3 mL, IR 20 P& D
3000 remin” ', B0 10 min, BRI S E 0 5E ET-1 .
1.2.4 KR 3= 20 ki S 2R gk e 2 ISk
[ 6] KRR, R FT T M, D8 3= 3l bk B, &
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10" ° mol* L™ ' NE 5|2 Ifi & W 47 309% LA L) if % JT]
TSzHy . BLO.62x 107 mol*L™ ' NE 5| i f KU
A58 100% , THEASFIARBE Ach XL (&7 5K 26 .
1.2.5 Aty A S matbie B 33 bk
I, 53 B — B DL 4% 2 B W s [ e, e JIOK G%
W] s L D) RS mm, SP A S R Ak Y
o, IR g B8 6] S0 A R e vk S5 B D) 41 21
Hh BH P G T AR S AL TR 2 L

1.3 Goibs# b Hos Dl(x £s) £or, N SPSS
110 Gl A R G b J5 22 50 M, H 5 i Ja i I LA
IV
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2.1 MBERARtE ZRER R 8 Fl A, B 4l
SRFEAST 10 KRR . S 4a 97 10 )5 o e v

WA, WK1,
F1 BITRIRLENT
prillis 2% I AL B ( mmol L™ 1)
215 n . :
(gokg™ ) PEpadi] RIY 8 R
EHEAH 12 — 6.24 %0. 80 7.62%2.03
BRI AL 10 — 25.49 4. 30 25.3115.33
Kl 10 10 24.20 4. 14 22.43%3.94
2.2 ET-1 J¢NO 1484k 24k 8 JiJm, Mt i 4i

Fe KB 5 1E w4 AR L I ET-1 B % T, NO B
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BRI SRALA LI ET-1 152 R B, NO W Tk, 2.3.1 XKW Aa PPAE A 5w K Rl 3 30 ik 56

HEMNAG AR (P<0.05), &2,

2 A7 8 G ZE ET-1 /2 NO (194 4k
il ET-1 NO
21 53 n » » »
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Ea 12 - 96. 90 9. 96 75. 60 4. 89
BERIGHEA 10 - 123.42£10. 19" 53.44 %3 77"

PNt 10 10 109.3339.68"% 66.25%3.96"2
P SR ALY P< 0.05; 5B BALHILEY P< 0.05( % 3

)
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BRI ET SRABON WA 3.
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2.3.2 XF Ach &FFKAA NI 24 25 LU 4 TA B
{H )5, RIS 25 259500 45 F Ach(107° ~
107°) . 25 SR, 2540 3 B0 R SR B Mg A
I NE 52 i i e 4 . fEARTR] Ach RBURE T, B
TG SR 2 B R B 4 0) M = 20 M A F 8 5 A FH B 8 99
TIERA(P< 0.05), BRI FE A1 0] 3 2 kB () &F
KA PR 859 T K3 41( P< 0.05) .

23 B IKIRAE NE S50 (0 do 05 BF A B i 55 P B2 6 Ach € JEE 4 35 11 6 5K 0N %)
Fi ik _ AN Ach e R &P AN (% )
45 n o NEmORMAREE
(gokg™ ) 0% 1007 10°° 1077
Il 12 — 98. 17 £11.37 17. 80 £3. 35 27.4412.90 41.7513.54 58.41 %4, 87
R S 1 41 10 — 123. 90 £9, 99" 5.47%1. 13" 10. 65 +3. 77" 21. 53 14, 66" 31. 71 5. 26"
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2.4 JEBhiK ICAM-1 2 VCAM-1 [f&ik  E# 4
A ILAE /D R B R BH P e e o (18 1A K
2A) 5 ARG HE ZH ] LK B A 2 RORE IR B 1 e £
YJR, H5 Eh O (1B BB 2B) , BH AR G 4y
FC W 5 T IE 4 P< 0.01) 3 K82 KR 3 (0 R0tk
FHAE G (4 i W] AR T B 4 ( P< 0.05) , 1H i
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a4 FHAICENE B ERE ICAMEL B2 VCAMEL (1 FHE 2204 ( %)
4151 n_ Filt(geke ") ICAM- 1 VCAM- 1
Efa 12 — 2.79£1.37 5.19%1. 64
PRI A 10 — 33.14%6.58"  39.28 4. 27"
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3 itie AT DL A Y ICAM-1 K2 VCAM-1 [ &1k .
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Bt 1 58 27 T S0 E e, B8R 1B 22 (1) 0 i
BRI R LR R — A M SR R .
LR, BE R A — AN v U (R, 32—
Tt A PR, e —Fh RAETES, AR 5 e
OV FLAT [R5 A B 1) et 0o S feE ™ . RS
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SERGME Oy Rk R A M L RATE 9T K LB
PRI K BRI = 50 Ik v S8 ik ICAM- 1 J¢ VCAM- 1, 171

-66.

FW] TICAM-1 J2 VCAM- 1 7555 JR 993 K R 3 Bk i 414 11
RARR S P T A A, T K B I A o) o
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