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Abstract: Objective: To observe the tissue pathology and expression level of transforming growth factor (TGF-B1) of
the bleomycin (BLM) induced pulmonary fibrosis rats model lung, to explore the effect of Qi invigorating herb on pul-
monary fibrosis and its mechanism. Methods: 32 healthy male SD rats were randomly divided into blank group, model
group, Yigi group and prednisone group, making the pulmonary fibrosis model by intratracheal bleomycin plus, and
applying the corresponding drug stomach intervention, the rats were sacrificed at 28 d, observing the lung tissue slice
pathological morphology after HE staining, and determining the expression level of TGF-B1 in lung tissue of rats with
ELISA method. Results: Compared with the blank group, other groups in the lung tissue of rats with TGF-p1 expres-
sion were obviously increased (P < 0.01); in the two treatment groups, pulmonary fibrosis was significantly reduced
compared with model group (P < 0.01), the expression level of TGF-B1 was significantly lower than that in the model
group (P < 0.01); Compared with prednisone group, the degree of pulmonary fibrosis rats was lighter (P < 0.05) in Yiqi
group, the expression level of TGF-B1 was significantly lower than the prednisone group (P < 0.01) too. Conclusion:
Qi invigorating herbs can inhibit the expression of TGF-B1, intervene the airway remodeling in rats with pulmonary
fibrosis, inhibit or delay the occurrence and development of pulmonary fibrosis, and have a better effect than prednisone.
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2.1. BuiEdise
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2.2. BURSTE
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/NSO 2%, {5 FE 100%. UL 1.
2.3. HIATER

i A B AR R, SCER AR T I AT 4E AL
WHRA IR AR 2. a4,
ARG TE R R SR, 2GR R AR
2R Rl 4T AL I ARG T A AR, S
25 ok op a SR A R ISR AL & 08 58 S
W, BIWARFER S Bl a2 PR
RLGW.

3. Ehscie
3.1. SEIEEh4D

SPF 2 {g R SD KER 32 H, 745 #:(200 + 20)
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(%)20110003).

3.2. SEERFham

AR PAGES . ). sRIAA (L ZRAE R B
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3.3. EENER
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Figure 1. Association rule graph
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FEWifn 2 4y EFERUG 3 48 ESG 4 4, LB
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TGF-p1 HFRIEIKF
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s A b, SR 35S 4L Ik JE a4 TGF-BL
IR B E, ERARENGIFE (P
< 0.01). HHAHALE, #mA4l. kemdl TGF-p1
MRIEAF RIS, ZRARENSIFFREXP <
0.01). 7 TGF-B1 KIFRE/KFEIR AL, %=
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Table 1. The lung tissue pathological score of each group rats
(X+S,n=8)
1. FEKXRMEALREFS(X+S,n=8)

405 o ETE 4y
EE:] 0.00 +0.00
M2 6.00 +1.20%
WA 3.00+0.76"*

WRIBIA 438+ 160"

W SEALNE: ‘P <0.01; SEAALE: ‘P<0.01; SaES4IE: P
<0.05,

Table 2. The expression level of TGF-B1 in lung tissue of each
grouprats (XS ,n=8,ng/L)
= 2. BEKBEMELH TGF-pL FFRIEKFE( X £S,n=8,ng/L)

415 TGF-pL & &
=Ll 118.60+ 6.74
HRIZH 17153 +3.43°
AU 129.42 + 4.65°*

WA 148.60 + 4.94°4°

i 5EAYLLE: *P<0.01; SHEAYILLE: ‘P <0.01; SaA4E: P<
0.01.
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B A R R A R R, A M AR R TR 2
FEAEA R B RO AR I AR RS RO Rk 70, TGF-
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(10 2 3 T 920 il ST 44 200 5 R 4 D 6 o i 7, 388
TSR T A ) 5 O P FO R A, 0 ) 4 L 7 5 R PR
F, AT 508 i 7 A0 K BRI OB 2, 1 B 2%
AT HEA T TE o REAR, AR BN A il 2T 2 Ak < it
YW, SR MR T 5 BIRIRZE, AR AR AN,
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K EETT R I H
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FRAIK TGF-BL R KFA K, AFFARZE — KN
TR 2 Jili 21 4 4K 1) 99 AL sl A0 e (22 24 95 96 i 41 44k 1)
RS AE T SZae ki .
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