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Effect of Shenqi Bufei Decoction on the Expression of Nrf2 and y-GCS in Rats
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[Abstract] Objective To investigate the effect of Shenqi Bufei Decoction on the mRNA and protein expression levels
of nuclear factor erythroid 2-related factor 2 (N1f2), Gamma—glutamylcysteine synthetase (y=GCS) in rat lung tissue. Methods A
total of 40 Wistar rats were equally and randomly divided into blank group, model group, traditional Chinese medicine group, and
Fluimucil group. All rats except those in the blank group underwent cigarette smoke fumigation and nasal administration of
lipopolysaccharide (LPS) to establish a rat model of chronic obstructive pulmonary disease (COPD), and received the corresponding
intervention by gavage for 30 consecutive days. On the 38th day, the rats were given anesthesia and their lung tissues were
collected. The mRNA expression levels of Nrf2 and y—GCS were measured by RT-PCR, and the protein expression levels of Nrf2
and y—GCS were measured by immunohistochemistry and Western blot. Results The mRNA and protein expression of Nrf2 and y-

GCS in the model group was significantly higher than that in the Fluimucil group and the traditional Chinese medicine group (P<
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0.05). There were no significant differences in the mRNA and protein expression of Nrf2 and y-GCS between the traditional

Chinese medicine group and the Fluimucil group (P>0.05). Conclusion Shenqi Bufei Decoction can reduce the mRNA and protein

expression of Nrf2 and y-GCS, so as to reduce the oxidative stress response of COPD rats.

(Keywords]) Shenqgi Bufei Decoction; nuclear factor erythroid 2 -related factor 2; Gamma —glutamylcysteine synthetase;

lipopolysaccharide; chronic obstructive pulmonary disease
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B BRIz AR, O SEIE S A AT R A R A 2

COPD 1) B R FRHLAI, 18 JFURL A I H Ik (GSH)
e — & A B AR R UL TR AR il R R e
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SEAMTTT . 55 20 g, W20 g, P
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fAEH 0.054 g/kg # HiRYT
1.3 FZR AR

flg ZHE(LPS) (£ [H Sigma A F]); & #&if . B K
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73] WD-9405B) ; %5 E i PCR X (36 BIO-RAD
A EL) 5 KRR RS AL (3E [E BIO-RAD 22 7)) ; L 7
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W, AR 9 RE, T RKREH 17.86 kg
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2.4.1 RT-PCR #ill Nrf2 yv—-GCSmRNA # ik &
IR FUITZH 20 100 mg 22 R LI B H2HL RNA, il &
RNA f94f/# B 1 pL & RNA H] DEPC 7K B 100
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EIRZER ElE7 ]l TR bp
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v-GSC  Forward:5’-TCCCTTTTACCGAGGCTATGT-3" 512
Reverse:5’-AAAGGATCACTCTGGTGAGCA-3’
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BWE P, BAN4 Cikk, —PHiH PBS i B
200 fis, WMETEEHRMAL, BEN 3T CHE
30 min, #ULAE PBS H1 5 min, #HE 3, N0
SABC,DAB €8 52 Y K EW  h R A

FRH N FEALBEZE 3 1> 200 15 LEF A9 B
2.4.3 Western blot ¥ £ Nrf2 y-GCS & H ) &
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TEW, MAKAL TR G, 8T 37 CR
20 min ,KfBEARA B T A L TR, 0 SR
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LIRS B — P b TR &, Pt 1:1 000 ELBIRR B,
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528 (Al R, Hfh A% 2R B Nief2 | y - GCS
mRNA #3155 3% 77 (P<0.05), B0 COPD X fil
PR R ST 5 5 #E 2 P 2541 Nef2 . y—GCS mRNA #
PR TR | 25 5 A G it 1 L (P<0.05);
242l Nrf2 y-GCS mRNA M £ik 5 & &E il it
225 (P>0.05) 7 50HT 24 HE R S M 7 BE WS
ZRAR BRI 20 200 S AL LR T, AR Nief2 . y—=GCS
mRNA 7K, W3k 2,

F2 SHEKRRMALFR Nif2,y-GCS mRNA

WS Bt (B (x%s)
215 n Nif2 v-GCS
sk 10 0.34+0.05 0.25+0.06
FERYZH 8 0.86+0.06* 0.64+0.10%
A 8 0.71+0.064* 0.47+0.064*
i 9 0.72+0.084* 0.47+0.064*

T 5% A ILEL A P<0.05; 5B L3 % P<0.05
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3.2 REUMZHEZ Nif2 \y-GCS 5 1 R IK K- T3

25 120 Nif2 y—GCS 4 F 19 3% 1k B Al T A Y
Y4 E B h AL, B Geih R L (P<0.05) 5 5
RIZH Nrf2 y-GCS SRR RR & TR Eid . 2y
4 (P<0.05) , #E 7% 2 BRI i J7 BB 0% 2% fift A U 4 2
() SE A I B8 R B AR N2 y—-GCS 3 K, L3
3,18 1-18 3,

x3 FEKRRMAR P Nif2,v-GCS &R

EHXEZEE (x%s)
15 n Nrf2 v-GCS
25 4 10 0.193+0.014 1.228+0.456
R 4] 8 0.407+0.0554 5.214+0.7484
R it 21 8 0.257+0.0304* 1.13620.4004*
REE 9 0.252+0.0274* 1.574+0.3294*

525 AL B A P<0.05 5 58 2 L 4% % P<0.05
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