£ 000 http://www.cqvip.com|

264 - hEPHELESANEE2007E9 AB 14 #8558 Chin ] TCM WM Crit Care,September 2007, Vol. 14,No. 5

- S .
5y Wit - J 2 i 12 M B 2R /) R < v e oz e ) 990 ) 1 P A AL o

RIBEL,LREL,F BLEKRETLEH O HLEAL
Q. ENEE RS RERMBE AR B X 710033; 2. MEEREHRHFERER;
3. SMERAERTRERLEAR; 4 FEHEEXREEER

GHE] BRI -URAFELEPH W FRENEMIEFIMENMEERARENS . FE K50 H
et BALB/c /MBREEM A N IER X A B R4 M R M (0. 4 mg ~ kg™ « d" DU KRG TR REFH
H(20mg kg cdTDFAEREBHA G mg-kg™' - d™), ANEEABEEHSERER, QWML AH/DBERR
ZHBPEBmACHERENSERE W GE-HREHAOPTDHER FHURSFHA PR IS EMBERE
BALEFAER-1ET-DA—EHBANOKNETE . GR 2R E /N RE mACh ¥ ErR A7 APTI H
FIBALFHRET-1#NO SEHHAEH TIERNBAWP §H<0.05), SEmEMNALE. BHRAE.BAES W
SE BB 4E FU M SR MR APTI LA RBALFR ET -1 f1 NO & EXH B T B (P <0.05); BHE B ¥
BEEHEZRH AN BEFEROMHER, EENBKBEE BB W EREA S KN4 APTIH
UEBALFHR ET-1MNOSBUBERESEH (P H>0.05), Hit. R ERETERSEBERANER
H—ERMEER RESELFERSWET -1 MNOREHERRENNHZ—.

[(X2i7) SmTEE ER EFRMYE AER-1;—84X

FES %S R256.12;R285.5 IREERIRAD A XS 1008 - 9691(2007)05 - 0264 — 03
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[Abstract] Objective: To explore the inhibiting effect and mechanism of Yichuanping capsule (5 W&
%) on the airway hyper — responsiveness (AHR) in asthmatic mice. Methods: Fifty male BALB/c mice were
randomly divided into normal control group, asthma group, dexamethasone group (0.4 mg » kg™' « d7%,
high dose of Yichuanping group (HDY, 20 mg * kg™ » d7') and low dose of Yichuanping group (LDY,
5mg * kg™ »+d™*). The model of asthma was induced by ovalbumin sensitization. The airway press — time
index (APTI) of different methacholine (mACh) concentration, the content of endothlin -1 (ET - 1) and
nitric oxide (NO) in bronchoalveolar lavage fluid (BALF) in all groups were checked. Results;: The APTI of
mACh concentration and the contents of ET -1 and NO in BALF in asthma group were higher than those in
normal control group (all P<C0.05). Compared with asthma group, the APTI and the contents of ET -1 and
NO in BALF in HDY group, LDY group and dexamethasone group were reduced remarkably (all P<0.05).
The inhibiting effect for AHR in HDY group was stronger than that in LDY group, and the character of
dose - dependence could be observed. There was no obvious difference in APTI, contents of ET -1 and NO in
BALF between HDY group and dexamethasone group (all P>>0.05). Conclusion: It can be demonstrated that
Yichuanping capsule has the inhibiting effect on AHR in asthma, and one of mechanisms is refraining the
production of ET — 1 and NO by airway epithelium.
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Table 1 Comparison of the content of ET - 1
and NO in BALF in all groups(x=£s)

# 5 HYMB(R)ET - 1(ng/L)  NO(umol/L)
EX¥xEA 10 21.7343.76 14.21+1.97
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3B 5 e T B 4l 10 73.83:+4.67%  50.43F4. 47

R B S W A 10 51.82:6.53%5 43, 87+4.01%
EHEEMBARE. P<0.05; SHMERNARE.“P<
0.05; 5% & 5 vix VB P 4 4% - 2 P<T0. 05

3 W i

BEREBOA N R SEM B R R
B FIE B REHEE R B R4 AE H R AE
T RALEIREE R, BATA D LAE BB 4 M. T 40 4
FNFEMREN M H I, SE L EAEE
o E AR R, RS W A R F L RAE A R
A AE R T B8 0 ) 4, 2 e W <3 TR B B 1 R AR Y
WA . 2006 M2 EREERG BT A B I (GINA)
REIANE LIREE R R AR EREPHEE
fER™ . $R 1M ,Bateman F“ MBI R BWR R 22% 1
BEEBRABRRIT 1 EFEMAXDIRFER,In
REBRIBERRNEE, FKHANARENAR
LSt R A T8 P 2 AR A . Lange &%
BAEGEEHT T RS 15 FHRERE, SRE
B RERREHR . EEMEBRBT BEEERESE
KIBRFFEREHSER RN, ESEERG
EWHETRE. Bl 8RB AR/ P
HHEAERBNRNEREIRER,

HEESAN M EENERAR T, &
MR KR BE. FEEEE, UBURESE, i
KEFHFR. AR SEGE R, 5 BN
IR B EAE 5 W B B4R 5 A B Hh B 23 A LE
Bk M8 BRI, S5 R R A, 5 Wi e TR B R R
B2 R/ BB B R R, B R B RIS H R
B4 R AW E B, BRH—E MR BERBTEE
WHSER RN, &S REARA S
5 4tb, 2 O i 2 AR L B 2800

B R b A7 A0 T AR RIS R S oLk A
REMNE AN, WA EF. JBRKA
BKEA TR B i E, X8 L B | 7 5K 3
B EERASERT. KFET-1/MNO X

BEFAETER . 5KER RN E X HHE
FO AR P BALF #5600 45 R K97 , ¢ i BE A
HHWET -1 R NO S EYHBIR, HHE . KM
B 5 W F BB & BB B EFGHE S W
FREAME ET -1 BRAERAENRE, RAH
58 BRI AR E R LE ER R R B
Wi E NO 43 18 85 & 5F By T 3 UL it & i
B SR U I B E A R K PR A B H
# OONO™, X B IEFHH BT IEX™ . & LT
R > 55 W B R — RE B R R B i A R S AR
AL MH<E L RMM™ 4 ET -1 71 NO BEAEM
HZ—.

X -

IARE. BEH. P¥, . ZREFEIBRSERRMENSHE
HEAGHEETHMEANER DN FELERINES,
2005,17(8):463 - 467

(2] Davies D E. The bronchial epithelium: translating gene and
environment interactions in asthma {JJ). Curr Opin Allergy Clin
Immunol ,2001,1(1):67 - 71.

BIRLEBIRF.REL. 4. SR P REMNEREL/DRSE
BEESBRMBHERD. EAHES S S8R E,2006,13
(2) .86 - 88.

(4] O'Byme P, Bateman E D, Jean B, et al. Global strategy for
asthma management and prevention (revised 2006) CEB/OLJ.
(2006 - 12 - 12]. http://www. ginasthma. org.

{5)Bateman E D, Boushey H A, Bousquet J, et al. Can guideline -
defined asthma control be achieved? The gaining optimal asthma
control study (J). Am J Respir Crit Care Med, 2004, 170(8):
836 — 844.

{6)Lange P,Parner J, Vestbo J,et al. A 15 - year follow — up study
of ventilatory function in adults with asthma(JJ). N Engl J Med,
1998,339(17):1194 - 1200.

{7JKnight D A,Holgate S T. The airway epithelium.structural and
functional properties in health and disease {]JJ. Respirology,
2003,8(4):432 - 446.

(8)Holgate S T, Lackie P, Wilson S, et al. Bronchial epithelium as
a key regulator of airway allergen sensitization and remodeling in
asthma (J). Am ] Respir Crit Care Med, 2000, 162(3 Pt 2).
S113 - S117.

{9)de Boer J,Meurs H, Flendrig L,et al. Role of nitric oxide and
superoxide in allergen — induced airway hyperreactivity after the
late asthmatic reaction in guinea - pigs (JJ. Br J Pharmacol,2001,
133(8):1235 ~1242.

(R H #1.2007 -05-19  #8[ H $#.2007 - 07 - 07)
(AXRE -FHP)

CEEX -

DFRBL A AL LRSI oeveeeeeoreeseeromsenns (FRD


http://www.cqvip.com

