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BEHEBRERBE HO R4 B8 HO- 1 kA A X, X T EAL T ARP 0E AR &8 55002 —,
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Changes of HO/CO system in arterial tissues of rats with stagnancy of collateral-Qi in deficiency condition and

treatment with Renshen., Shuangshen, and Tongxinluo

LIANG Jun-qing', WU Yi-ling'* , JIA Zhen-hua', XU Hai-bo* , DING Chun-hua’, WANG Hong-tao' (1. Yiling Hospital, Hebei
Medical University, Shijiazhuang 050035, China; 2. Department of Comprehensive Medicine, The Affiliated Hospital of Chengde
Medical College, Chengde 067000; 3. Department of Pathophysiology, Hebei Medical University, Shijiazhuang 050017)
[ABSTRACT] Objective: To investigate the vascular protective mechanism of different levels of herbs through detecting activity
of HO-1/CO system in arterial tissues of rats with stagnancy of collateral-Qi in deficiency condition. Methods: Healthy male
Wistar rats of cleanness level were randomly divided into control group, stagnancy of collateral-Qi in a deficiency condition
group (SCQDC group), Renshen group, Shuangshen group, and Tongxinluo group. The ultrastructure of endothelium cells in
the artery was observed. RT-PCR, Western blot, and immunohistochemical approaches were used to detect JNK, c-Jun mRNA
and albumen expression in the arterial tissues. Meanwhile, the content of CO in the arterial tissue was also detected. Results; In
SCQDC group, the counts of pinocytotic cells and microvili on the free surface of vascular endothelial cells were significantly
decreased; most crests of mitochondria fused with membrane, some even disappeared; serious degranulation was observed in the
rough surfaced endoplasmic reticulum. Immunohistochemistry showed that the HO-1 positive signals in the arterial histiocyte
weakened significantly compared with the control group. The HO-1 expression was increased in the 3 treatment groups.
Compared with control group, SCQDC group had decreased HO-1 mRNA and albumen expression(P<Z0. 01,P<C0.001). The 3
different kinds of Herbs to dredge collaterals increased the HO-1 mRNA and albumen expression to different degrees
(P<C0.001). The increase of albumen in the Tongxinluo group was more than those in the Shuangshen group and the Renshen
group(P<C0.001). Tongxinluo also significantly increased the CO content. Conclusion: Herbs to dredge collaterals can induce CO
production by ameliorating or recovering the HO System, which may be one of the mechanisms for protecting the vascular tissues.
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1.1 S%shdh Zoom fEFEMEY: Wistar KR 120
H R 220~250 g BENLAY R 5 4.4 24 H,
(DOXTHRA . IEW RSB H &R 0. 5% R F K40 2%
FHI(CMC-Na) #E B 5 (2) 45 W 4 . v R A R 1)
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R BT A 590 We Uk . B2 K RUIE UK T [ T 4
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BB WRIE D 0. 075 g A2 /ml; (5 LA . T
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B e ek, 45 20 A 3 g i gy B i 3 )
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1.3.1 RNA %% H 20 pul 5k — & B DEPC
K RNALBUS RNA $EBUR 2 ], = 28K i B
500 %5 . FH SO 3 S BE 3T AL I Doso 1 Doso {HL
PLAfE RNA Y2 B2 e, J3H 2 ] RNA 32 U
HIX EFEZE M 2 pIRA R 1 Y0 B IR EE i
K& 0.5 pg/ml AL BE) , LUK ZZ ol il Ry 1 X
Tris-M R (TBE), 90 V HLJk 30 min, %K ER A4
ARG MEE RNA B 52 8k,

1.3.2 RT-PCR KW B =4 24 4E 50 pl KON AK
Z i iEFT RT-PCR & :42°C 45 min, 95°C 5 min;
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$,72°C 30 s,28 MEI, 94°C 30 5,60°C 30 5,72°C
6 min, M RT-PCR ¥ 8 pl il 5 X EAEZE 0P 2
pl SFEF 0.5 pg/ml WAL ZWE MY 1. 5 %6 St f bl g fie
EHLYK,80 V 45 min, FH GDS % I 14 B 1% & G
TS ue g5 A, BE I B & 53 B &R 58 (Gel-Pro Analy-
zer Version 3.0 )4r#rags B, WCH AR X % B K B (H
R HO-1 WA X R IK K,
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mmol/L NaCl,1% Triton X-100, 0. 5% i & A0 2
#4 .1 mmol/L PMSF.0.1% SDS, 10 mmol/L NaF,
1 mmol/L PLER#H .40 pg/ml & F G0 61501 1R & ¥
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. % SR G250 IR T A = R S LT
() 2R I RE & B — 80°C VKA 117 % H
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(2.34440.326).P<<0.05], 5T ANZ WS il L



« 784 -

R KM 2007457 B L 28 &

I HKAL T CO F w00 (1. 71440, 521D,
(1.78340.404) . (1.897+0.182) , 5 X} B2 [k & B
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¥ P<C0.01, " * P<C0.001 54 MRALILES; # 7% P<<0. 001 54
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) HO-1 St B CO PG p38 A 223 24 )i i i
O 8 AR R A T P T A A R b
$x HO-1 AJ 38 o8 300 10 P9 Bz 48 B 9 T, 2 T 52 90 %8
PRz 20 M PR B VR 5 o HO-1 32 5 AR IR 75
) I A5 PN B 400 B, T S 4T G B R R A I A AR
PIIE i, HO-1 i 3K 77 358 EC 40 X 5T 45 F 4
HANE -

£ HO 4L =1 2 — 1 COL 248 NO Z Rk
PN —EE ARG S F . BRESIE L 2T
R 3 AL B (GC) L 41 e 9 cGMP ¥4 &, 3 i HO-
CO-cGMP R Gt , &4 &F 5K 1M 45 | B A 1t & A s /0 fike
1L/ PV T Sk o MU £ 458 45 4 22 o B 2R BEAPE HCY .
KA F W], HO-1 B35 A4 2 WK kb A ik
PR A= AR 58 R M AR R B AT, HO-1 1 £
P JC B 5 AR = A O 2 AR b, R
LEAR G EA B EMIER 5 — = COER
200 00 A 1 R A 22 35 O OE 5 AR AT MR R Y 248K, Ot-
terbein % FHAR e B CO+ 5 He B8 48000 8 K B, R
H B0 RS T i 2 2 R L T 4 B 1 DOAR B
KBRS, I HLATE v Mk 20 B 35 T R 4 il 0 T 4
BOs b, $E 8 HO-1 AR ™ %) CO 763t A 4k N 8 4
fithnlBe & EZAE A . {0 Otterbein 45 FH 19 J2& b
e COL X IFANAE 58 4 25 F NI COL BUE 77
XFNTEME CO 1E#E— 2058 UIEB 2 5k ) HO-
1B & LR AP 50

ARG EE R BRSO EIR S T Al HO-
1 mRNA K HAE [ #3545 T 9l 0 ik
W F s, HIE HO-1 F158 45 7 25 #l 40 it 4%
POHL TG AE L G S kA1 41 HO-1 1 fo s 41 21
27 Y 0, 1 B Ik 20 20 1) R B S R e T 25 SR W] LR
L HO-1 R 45 5 245 19 R 30 46 32 22 5 b S Ak 1k
A, HO-1 7E L5 N K D g 3t 43 v iy £ 40 4
BARRREHERR HO FZER =Y —— Mgt R MAnL
FEPLEAIER A2 BHRT B £ CO m1E
Rz, B8 FALA I . (1D CO A LIt
TR AT S R 2R 1B B (soluble guanylyl cycla-
se,sGO) 7= 4 cGMP M T & £ &F 5k 145 a9 18 A,
(2)CO 7 LI 3 #0E sGC 724 cGMP i 410 il 1l /)

WAL . CO By L3R W AR I X T 78 95 2 A= A%
0 2 Hp LA 2 2R 78 4 I AL | BRI ot A A A
HAEBREE X, (3) CO W EA 185 4 Mok 40 i
(PMN) ZEBHRIAE T . A SE 30 F 58 45 R R W, 46 Sl
AT AEA CO AR R 9 2, [R] B 4% 390 0] 2
R CO My A= Jk K 8 BT AR T, DT 23035 45 <
HE S MG N B DI Re B R, 45 R R R Ll ST
25X N K AR R P E T R PT RE S g s ie B
HO Rk SR ME CO M= AH &, 2l
N AMEPE CO 55T Bl g o B 16 2% < i 145
B )t B A B b b 51 K 1 4 A 2 O i I A8 28 K
FA I K A AR T Y S

[Z % X #K]
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