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Abstract

Objective: The rat model of COPD was made by smoking cigarettes combined with airway dripping
of lipopolysaccharide (LPS), to investigate the mechanism of inhibition of pulmonary fibrosis in
COPD rats of tonic lung of NO.1 by professor Chen Zhibin, a famous old traditional Chinese medi-
cine doctor in our province. Methods: Thirty 3-week-old SPF SD rats were randomly divided into
blank group, model group, low/medium/high-dose groups. Model group and medicine groups
were given cigarette combined with LPS (1 mg/kg) to establish COPD model. Medicine groups
were given 1.5 g/(kg-d), 3.0 g/(kg-d) and 6.0 g/(kg-d). Blank group and model group were given
physiological saline. After 8 weeks, lung tissues of rats were observed by HE, and the expression
levels of TGF-$1 and Smad proteins in lung tissues were detected by Western blot. Results: Con-
trast to the blank group, the airway and alveolar in model group were notably breaked, and
TGF-£1 and Smad proteins in lung tissues were remarkably enhanced (P < 0.05). Contrast to model
group, the airway and alveolar in low and medium dose groups were back to regular, while TGF-£1
and Smad proteins were remarkably reduced (P < 0.05). Conclusion: Tonic lung of NO.1 can im-
prove lung inflammation in COPD rats, associated with the restrain of TGF-£1/Smad pathway and
the reduction of oxidative stress and lesions.
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1. 51§

18 [ 2 M i 95 (COPD ) i = 2 1170 B A= 3 SO 2 SO A2 BR (1], e 2 BN e B At 2, KR
RAEH T U IL-6. TNF-a 7E{E3E COPD FJA 48, TGF-B1 W a] {2 i i 4EA AT RS . 4 VL2 4
f, PR KEAMAANERR, AT R 4E4n M kt[2] [3]. MHHEEAIE, COPD FIfili4F 4L R HLER 2 <Y
PR IRPEL I . 2B 2 T LE A B\ 2 A28 SR 14208 A B I8 FH A Iti— 5 7 Y 7 18 e OEL S 12 it i s i 3 3R
PHRIFRINGIRIT 2, KK$m T 838 FEVL Ml 6 7Bl ATIE RS . AU Fidid g 57 COPD BiAUKRL, R
AN — 5 77 % COPD K BRI £F 40 1K 52 K ] BEAILTH -

2. 57

2.1. #§
2.1.1. iR

KA E W (Aladdin, KO13111) A MHCZ B TALABR A 7], 1042930159292532). LPS (sigma, MB5198).
Smad3 (Proteintech, 66516-1-Ig). Smad7 (Proteintech, 25840-1-ap). #Mili—5 J7(#E 18, M TN 9g, #
K15 g, ESE 18 ), HFRFEH 2G5 — R S, FREL 3298 30 min, R 20 min IR, RIER
WARE 1 kg/L, 733805 4°CUKFa# R, A ATEB 2K RS 37 CoKIE Pl .
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2.1.2. X8

H A . B4 (B8 ] eppendorf)s BEAR(SEE{A KA ). DHG-9091A 48 (_LlF—1ER A
WAHMAR) ANHL RN KRG R RHA R A E, KH-TS). B3I BT #)
KR 2 7, KH-BL). #84lK L% E Millipore MILLI-Q) FEIKAX K 2T EA (3£ F A R A 7))« Gel View
6000 b 25 K IGEE R R A ()T M = BACEE R AT,

2.2. A&

22.1. MAEFHAKAESIENEERESELPS) WA ZIER AR COPD {R81[4]

ZAPMeHERSHE ARG, &5 30 X 3 AR, ABEQ00+20)g, SPF ZHl SD K. &N
B3 KJg, BN A4, BRA, FM— 55/ /mAEA. © BAH, P4 FERRmE 1/
%14 K LPS (1 gL)Z K R/SIEN BTN, 200 pg/ik. HREG KR ETE T A 10 SCF IR A
2N, FEEEEE S . @ A4 KR TR 1A 14 RESIENTENLEER 0.9%5 8, Sk
RV AE RS2 (iR 2. WSRO0 B 7R . &8 28 d JFIFRZM T, SRk, J7iEnF:
1) A4 RAAREE 0.9%5 48 10.0 ml/(kg-d). 2) 25 HEB AT —S 7 1.5 g/kgd). 3.0
g/(kg-d). 6.0 g/(kg-d). FFEELLEZG28d, A2y AR P Ak S AT IR IE AR

2.2.2. HE 68

e 0.9% NaCl #9k, /R SMIRIEE € FY A, 43347 15 min, 15 min. 10 min Bl =7K;
3 100% 90%- 80%- 70%HITEFE LA 10 min; ZRUEKIEE, TRARRYME, 0.5%0ERBERS 2
e, WRR, YA, R OMEBOK, HIRIER 3R, Ha H R TR TR AR

2.2.3. Western Blot #2ffiZH4A & TGF-1. Smad &R

BUAE T fZH2Y, PBS iEYE 3 X, ZRAREUSE B IF LS B 2R E, ¥ EE 2 PVDF ), 5%
JEREAE =R E R E 2 h, MA—HT 4CHEER, KHMAZPUEREMA 1 h, BEIFFRITKEE
THEAXT RIS,
2.3. GIESR

B B4 ¥ A SPSS23.0 BEAT /A #T, SEI A R UL X +s K. T 22 55 HRM IE 25 43 A5 D) 25 1] br 4
One-Way ANOVA, ZMABFL. LLP<0.05 AZFE R L.

3. &R
3.1. FEXHR HE &N EmELNERTL

HE Jetaseif ion, 52 A4MI, SRR E™ BT, fintia, RIEMIRNE; SHAA
FLE, AR AL UE . g e 8, AW, RYEGIRRIEIL R I R, il
ABEE LR, FRAMIE—577% COPD K RUMZLZVE & MRS E o il & 2 <l A i g 44 35
il KERVEAMIRE, R s ESEEm. (1),

3.2. Western Blot &1

SERER: 5 AA R, BAHNMHZ F TGF-A1. Smad3 & FHAKT- B3 T m: SHAAE AL 1K,
A EAHEL P TGF-A1. Smad3 A RE T, HRlEHARINEZENH2), MmEfEANEET .
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Figure 1. The evaluation of lung tissue cells morpholog though HE (%200)
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Figure 2. The expression level of factors in lung tissue by western blot

& 2. SRRENErsStIe R NAHLHER A TGF-1. Smad3 EH(X £5)
4. Wig

R JOE A SR AR B JOAE S B & COPD o BRI FERIEANAZ L, AR B F, B AR ALGH S U A
W, B - BRI, RASBUNALELS]. APPSR, M ad, BRHE el
PR, RUEANM . RETLEA O IRER s AN — 5 U7 R, R BT UG OB KR g i R e B,
RUEANML . PRET RN ML R R DR W B s UM — 5 7w R U UE S 4 M 2L, N 900
B2, $RIR R T REAAAE R VEAE T

TGF-p1 LY R A KR “TFR” . Smad HH2E TGF- 5 5B B % R S8 1 32 14 J5 15 4
B, I U R DR A SRR S A M R S A TR B, TR TE AR 6] AW T SR,
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Mt S % AR R E NS TGF-B1. Smad3 & AL, T & B 2L A SR AH o

Mt 5T TR 4R ERER IR NAR T, . T, R AR YRk 2540
B 7 EANVSERONE s RN SO E 2, BOA AN O AR EEARE A, Al
HEANE A, LA 2 . AR AL, HEAMW M. IR, KR AT COPD
BE T SGENE B B R T[7] (8] [9].

22 TR, AR S Ml — 5 07 AT BEIEE TGF-A/Smad 3 1 10 1) 12 BELA K B0 B il 6 e 80 J
N, PO AT A R o A R AR AT AR I A M SO, N EE A SRS, RS R e
HEEmE

AR RS PARE RS EE T AA BRI H (2020GGA066); i i H 25 24 K28 I PR 4 AL
(XB2020020).
SE ik
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