ERES 2012 %5 A% 41 5% 13 4 1295

- EH -
WERKESHES R &ARIEERESEMERRFINMER

3L, Bk RS
(B EFEWEERFR—F, 55 ME L 563003)

# E:BH @3HAULEXAREMEREFREBCOPD)FHHER M EIT R PHARRE DL AEFHREZEE, At —
FTMCOPD Amay L2, ik RM2RAEANEANBA A FTM S A% % HzAm 4 B ki x COPD X K4
A, SR PRE 7.14.21.28 42 RRAMAR R /T RE HE £ &, R #4428 dCOPD X A#AH F 4 A% COPD #57%
BHEFRHE BEUAXRRAARBEIBR PR BN AL, HiE AEAZANBEIRESBMINLLS T ERATHNEREL
XA COPD sy AL A,

KW AR R R  Sh s e S AR R R T R

doi:10. 3969/j. issn. 1671-8348. 2012. 13. 020 XEkHRIRAD : A NEHS:1671-8348(2012)13-1295-02

Establishment of rat chronic obstructive pulmonary disease model with cigarette inhalation and intratracheal instillation of LPS"
Gu Yanhui ,Ouyang Yao”

(Department of Respiratory Medicine ,Af filiated Hospital of Zunyi Medical College » Zunyi,Guizhou 563003 ,China)

Abstract ; Objective
process of the rat model of chronic obstructive pulmonary disease(COPD) to further understand the developing process of COPD.
Methods
popolysaccharide(LLPS). Then the model’s lung tissues were taken on 7,14,21,28,42 d for pathological HE staining respectively.
The COPD rat model on 28 d accorded with the pathomorphological characteristics of human COPD. The rats of COPD
The stable COPD
rat model may be successfully established by this combined methods of cigarette smoking inhalation and intratracheal instillation of
LPS.

Key words: pulmonary disease.chronic obstructive; models,animal;lipopolysaccharides;tobacco smoke pollution

To dynamically observe the pathogenic changes of lung tissue and small bronchia during constructing

The COPD rat model was established by cigarette smoking inhalation for 4 weeks and twice intratracheal instillation of li-

Results

models gradually developed the manifestations of emphysema during the model-constructing process. Conclusion
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