519 %5 6 o988 A Vol. 19, No. 6
201343 H Chinese Journal of Experimental Traditional Medical Formulae Mar. ,2013
f= SERE S =0 Y N
LR I A 453 £ i % 1 1 2
mRNA ik 1y s 548 1L
N S P O 7E
(I. 7HRAEFER, M 5101205 2. 7 M EH LR A RN, M 510370)
[E ] B A0 0T 1O U GE B 4705 0 B 2 T 0 HE 26 11 SP-A, SP-B, SP-C mRNA % 3% KR [ 75 fL Y ML . 75 3% 130
S PG == G BEAL 3 A 1 X AL RN TR I R A AR A 4L (2 h AUSR L0 41,6 h AR AL, 12 h UK B Sr AL 24 h USRI
25 1) B 6 FUR S DRtk N8 224 (LPS) H 3y T30 ol U I 53 05 48 280, Y 26 LPS J5 A AE 45 4 3 0, SR 1 RT-
PCR ¥ 46z fifi 2H 21 SP-A , SP-B,SP-C mRNA L3k 484k o 1E % % B2 RIS UMM 2 SUBR AR . S5 3R - 5516 0 BRAH AN |, DX

B LFE RS T4y R4 VB4 545 W41 SP-A,SP-B,SP-C mRNA £ ik i 3 T (P <0.05), SP-C 54345 B a4t Lt
mRNA 23K TC 25122 e, AR TR0 I R IE i 452 43 2% 2 41 18] SP-A, SP-B,SP-C mRNA RiEH AAT R % M2 5% (P <0.05) ,Jf
WA 6 LPS I [ 4E {<, SP mRNA 2 05 W] I e 1%, JHC 3R 3k 5 45 A 1 8 22 G G o 598« TR0 I 9 A I 458 05 S s 2% T 3% 7k 2
H SP-A,SP-B,SP-C mRNA 35 52 i [F] AR A0 1 R AR , 2 T2 08 ML 9 AR i 453 47 7y 5 8 ) o il 2 — o

[ %0 £& H R B 18] ]

[Xg|] PAREMBPE; WSO, MFmmEEn
[hES%E] R285.5 [ X#tERIRE] A
[ 0 45 th AR it 41k ]

2013-01-24 9.28

AN AN AN A N A N A A N A N e N e N e N

(6]

[8]

[9]

—_ = e/

[XEHS]

1005-9903(2013)06-0279-04
http ://www. cnki. net/kems/detail/11. 3495. R.20130124. 0928. 004. html

KFE] 20120813(491)

BEWA] JAEFHLITH H (2009B060300025) 5 )7 4 4 B 2545 1R 15 H (2009189 )
FE—1EH] WS, UPFE O, B, N2 BT TAE , E-mail: dengshigui@ yahoo. com. cn
BIREE] " EBE BL, IS5 A H 25 T AR E-mail: xzhpeng@ yahoo. cn

N N

Marsboom G, Pokreisz P, Vermeersch P, et al.

Functional impairment of endothelial progenitor cells in
hypoxic pulmonary hypertension [ J]. Euro Heart J,
2006,27 :832.

Luke T, Maylor J, Undem C, et al. Kinase-dependent
activation of voltage-gated Ca’* channels by ET-1 in
pulmonary arterial myocytes during chronic hypoxial J].
Am ] Physiol-Lung Cell Mol Physiol, 2012, 302
(10) :L1128.

Olave N, Nicola T, Zhang W, et al. Transforming
growth factor-beta regulates endothelin-1 signaling in the
newborn mouse lung during hypoxia exposure[ J]. Am J
Physiol-Lung Cell Mol Physiol, 2012,302(9) :L857.
Chuang I C, Dong H P, Yang R C, et al. Effect of
carbon dioxide on pulmonary vascular tone at various

pulmonary arterial pressure levels induced by endothelin-

1[J]. Lung, 2010,188(3) :199

(10]

(11]

[12]

Kirsch M, Kemp-Harper B, Weissmann N, et al.
Sildenafil in hypoxic pulmonary hypertension potentiates
a compensatory up-regulation of NO-cGMP signaling
[J]. Faseb Journal, 2008,22(1) :30
Diao Y G, Jin Q, Zhou, J, et al. Transplantation of
endothelial progenitor cells transfected with the eNOS
gene for the therapy of hypoxic pulmonary hypertension
in the rat[ J]. Br J Anaesth, 2012,108(3) :548.
Kk, WO, BARER AR A I i BORL X B B
FR IR U Bl k- 26 L4 i NO, iNOS [y 32 m [J].
[E] 5256 77 1) 2 A 7 ,2011,17(23) :117.
Zong F, Zuo X R, Wang Q, et al. Iptakalim rescues
human pulmonary artery endothelial cells from hypoxia-
(J1]
2012, 3

induced nitric  oxide system  dysfunction

Experimental and Therapeutic Medicine,

(3):535.
[DifEZiE (i ]

- 279 -



519 B 6 M rh R 92 58 5 ) A A R Vol. 19,No. 6
2013 4£3 A Chinese Journal of Experimental Traditional Medical Formulae Mar. ,2013

Dynamic Changes of SP mRNAs in Lung Tissues of Rabbits Models with
Differentiated Syndromes of Weifen, Qifen, Yingfen, and Xuefen

DENG Shi-gui', YE Yin-yi', PENG Zhen-xiang’"
(1. Guangdong Provincial Hospital of Traditional Chinese Medicine, Guangzhou 510120, China;
2. Guangzhou Flowers Pharmaceutical Lid, Guangzhou 510370, China)

[ Abstract |
differentiated syndromes of Weifen, Qifen, Yingfen, and Xuefen. Method: Thirty rabbits were randomly divided

Objective: To study the dynamic changes of SP mRNAs in lung tissue of animal models with

into normal control group and Weifen, Qifen, Yingfen, and Xuefen groups (2, 6, 12, 24 h four subgroups,
corresponding to Weifen, Qifen, Yingfen and Xuefen, n =6 each) , Lipopolysaccharides (LPS, 1 mg-kg™') was
given by intravenous injection through auricular vein in the groups. Rabbits in each subgroup were killed after
injection, lung tissue specimens were collected and tested. Expressions of SP-A, SP-B, SP-C mRNA at different
points of time were measured by using real-time PCR. The control group was received no treatment, lung tissue
specimen was tested as in the treatment group. Result: Compared with the control group, levels of transcription of
SP-A, SP-B, SP-C mRNA were decreased significantly in Weifen, Qifen, Yingfen and Xuefen groups (P <
0.05). Levels of transcription of SP-C mRNA showed no significant changes in Weifen and Qifen groups, besides,
levels of transcription of SP-A, SP-B, SP-C mRNA among every two subgroups in Weifen, Qifen, Yingfen and
Xuefen groups were decreased significantly (P <0.05). In addition, the expression of SP mRNAs was decreased
significantly as time passed after the injection of LPS, and the expression was negatively correlated with the degree
of lung injury. Conclusion: The changes of the SP-A, SP-B, SP-C mRNA in rabbits following acute lung injury
are decreased in a time-dependent manner, which maybe one of the important material basis of acute lung injury
induced by syndromes of Weifen, Qifen, Yingfen, and Xuefen.
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