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HAE BR: MRS T34 (Ginkgo biloba extract, GBE) %M [ 4 M7k % ( COPD) X H A p38 LA R FE & % H
(MAPK )/ 4% 3 B -F -kB(NF-«xB )12 5 i@ 8549 % »1 , 3K 31 GBE %t COPD 4 X VE A 69 5 FHuhl . Fik: ¥ 90 R A Wistar X R4
Mk = @ xt 8 Le COPD 44 20 GBE % #) %41 . GBE ¥ # &40 GBE 4% 7] 41, SB203580(p38MAPK 44 71 )48, 4+ 6 48, &
15 2, RAFBBFT ERKARENENKE S HE(LPS)ay 7y ik 5 COPD X AR, L R G 5uth, mastRal
COPD #£ A1 40 25T 4 0 3 KM B2 4 ,GBE & . ¥ . &A1 34 (14,7, 3.5 mg-kg'-d") £31%4F RE KR EH GBE ML 24,
SB203580 £41F Smg-kg'-d' A ES, B R A 1k, E44 % 14d, @i HE 3 &R MK R0 838 09 95 28 T 40| BE L %,
JE B M % (ELISA )| & K & A 6,3 265% (BALF ) fo o % & 1L-6.IL-8 X5 IL-10 /K-F, & & %.J% ¥7 i % (Western blot) #3 X Z A4 42
P38MAPK NF-kB p65 . NF-kB #7145 & a(IkBa )& G &%, LI %05 L2 38 4845 X 55 (Real-time qPCR) & #-m) X R A48
22 % p38MAPK NF-«kB p65.IkBa mRNA ik, #4558 : 5 COPD #iA a0t , & A h 203 sedp b s R 5 A T H , B0 S
X AE R B X ERE; 5 F g st R4k, COPD 44 28 BALF 5 f i P 1L-6.1L-8 43 81 B4 % (P<0.05),1L-10 43 8 2 A%
(P<0.05), Afza%2 % p38MAPK NF-kB p65 % & 5 p38MAPK NF-xB p65 mRNA %X 39 27 % (P<0.05),IkBa & @5 IkBa
mRNA #5381 % T 4 (P<0.05); 5 COPD #4228 ARt , B35 M 039 4L 8 R 44K K R BALF 5 f ik b IL-8 48 325 IL-10 &%
(P<0.05), % GBE &# %45 SB203580 2120 % ¥ #0 % ;GBE & # %415 SB203580 241 BALF  IL-6 4% 4 GBE kA %45
COPD #A 287 & B4 (P<0.05); L5 COPD A aAak, &-2h 4203 4 A 24K K R A4 2 & p38MAPK NF-kB p65 & @ %5
p38MAPK NF-kB p65 mRNA #%ix ¥ (P<0.05),GBE & . +#&5 SB203580 A4 832 % IkBa & &5 IkBa mRNA %k &
(P<0.05), £518:GBE #t#7#) COPD K R K2 B 55 4,38 4, L Auh) 7T 4k 5 4% p38MAPK/NF-«B 15 5 i@ 34 % .
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Effects of Ginkgo Biloba Extract on p38MAPK/NF-kB Signaling Pathway

in Chronic Obstructive Pulmonary Disease Rats*
ZHANG Peng-fei', LIAO Li-jun’, HE Zhi-qun'®, GUO Dong-wei', ZHANG Hong-ping', ZHANG Hua-ling', WU Yang-cong’
(1 Liuzhou Traditional Chinese Medicine Hospital, Liuzhou, Guangxi, 545000, China;
2 Guangxi University of Chinese Medicine, Nanning, Guangxi, 530000, China)

ABSTRACT Objective: To observe the effects of Ginkgo biloba extract (GBE) on p38 mitogen activated protein kinase (MAPK) /
nuclear transcription factor-« B(NF-kB) in the lung of rats with chronic obstructive pulmonary disease (COPD). To explore the molecular
mechanism of anti-inflammatory effect of GBE on COPD. Methods: 90 male Wistar rats were randomly divided into 6 groups: blank
control group, COPD model group, GBE high dose group, GBE medium dose group, GBE low dose group and SB203580 (p38MAPK
inhibitor) group, with 15 rats in each group. The COPD rat model was established by smoking cigarette smoke and injecting
lipopolysaccharide (LPS) into the airway. After modeling, the drugs were administered in groups. The blank control group and COPD
model group were given intraperitoneal injection of normal saline, the high, medium and low dose GBE groups (14, 7, 3.5 mg-kg'-d ™)
were given intraperitoneal injection of GBE of different concentrations, and the SB203580 group was given intraperitoneal injection of
5 mg-kg'-d "' once a day for 14 days. The pathological changes of rat alveoli and airways were observed by HE staining, the levels of
IL-6, IL-8 and IL-10 in rat alveolar lavage fluid (BALF) and serum were measured by enzyme-linked immunosorbent assay (ELISA), The
protein and mRNA expression of p38MAPK, NF-kB p65, IkBa in rat lung tissue were detected by Western blot and Real-time qPCR.
Results: Compared with the COPD model group, each drug group could inhibit the destruction of alveoli and airway remodeling, and
reduce the inflammatory infiltration around alveoli and bronchi; Compared with the blank control group, the contents of IL-6 and IL-8 in

BALF and serum of COPD model group increased significantly (P<0.05), the contents of IL-10 decreased significantly (P<0.05), The
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expression of p38MAPK, NF-«kB p65protein and p38MAPK, NF-kB mRNA in lung tissue increased significantly (P<0.05), IkBa Protein
and IkBa mRNA expression decreased significantly (P<0.05); Compared with COPD model group, each drug group could significantly
reduce the content of IL-8 in BALF and serum and increase the content of IL-10 (P<0.05), while the effect of GBE high dose group and
SB203580 group was more obvious; The content of IL-6 in BALF in GBE high dose group and SB203580 group was significantly lower
than that in GBE low dose group and COPD model group (P<0.05); Compared with COPD model group, each drug group could
significantly reduce the expression of p38MAPK, NF-«kB p65 protein, p38MAPK and NF-kB p65mRNA in rat lung tissue (P<0.05), and
GBE high and medium dose groups and SB203580 groups could significantly increase IkBa protein and IkBa mRNA expression (P<0.
05). Conclusion: GBE can inhibit inflammatory response and airway remodeling in COPD rats,the mechanism may be related to the
regulation of p38MAPK/NF-kB signaling pathway.
Key words: Ginkgo biloba extract; Chronic obstructive pulmonary disease; p38MAPK/NF-«B signaling pathway; Inflammation
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18 P BH ZE 1 il 5<% ( chronic obstructive pulmonary disease,
COPD )& — i UL 1) PP P ZE PR NT R G , HAFIE AR T]
T PR SCTE R 7R FIF 2 HIFREREARY . COPD S 42 BR3 [H 57
ZORHE WAEH, AR S 300 207 ASETP, HARIRE ML,
FLE COPD Mgt fildt s AN s, R4 1TIRIE COPD Ay
R EBIRR R 8.6 %, TifE 40 & LIk AFFH, COPD 2 it 1
Lo Bilim ik 13.7%8), SIE RAE I E 325 | i COPD 2514 Fibjhe
U F 2 BT BB A R g R 2254
J i A AR I (MAPK) /& 22 21 - 75 3 88 26 G 5K , 2
OB NGESE B Z —, 5 c-Jun 202K b G
(INK).p38 MAPK FN4HMEAME -5 P81 S B (ERK) = A~ [F] 1 R
WAL R G R AR, o p38 MAPK #4242 5 RAE WK
SRS AR A DA G, 7E COPD H1, p38 MAPK i 5
i &8 4 S RN D) BE 1 AT M Ak i 3 A OCT, NF-kB J2 p38
MAPK ) #5553, p38 MAPK {5 7 i % Al 2 #F IkBo FY
WERR AL AN KA , JE IS NF-«B i3 5%, NF-«B J2—Fl HA)
Z AW E DI RE RIS S R A AE T LT BT A 25 B I 2L 30
g2t 0 R AN 2 X 10 VAT e AT I 22 2 o DT
Rl 2380, BF9E & IR @ A1) NF-«B 15538 030
AT COPD /INRAE S80E S AU A ™ R . Rt il i
M1 p38MAPK/NF-kB {553 B ISR N 5 E s it =,
FTRENIRYT COPD 4245 — AN ik . GBE & MARAT 1Y T4
W e B BT A 5 2R R T3 1R 5 W), BEFE Ik COPD
KR BALF 51075 A RAEH FoKF 0, HHBARHLH] AR
. Wik, FATE @S COPD kR, HF5E GBE Xf
p38MAPK/NF-kB {553 i35 m, #£1F GBE J/¥7 COPD (1)
ATREFL

L MR 5 % i%

11 EWEh¥ 5448

7 JEE T T G Wistar KRR 90 L, 440 (200-250 g),
W F A DT R B A B ARAT BR 2 w) , sh A =V iTHIE 5 : SCXK
(3§1)2019-0013 , 4 #% IE - : NO.430726210100363131, SZ B4 AT 1
JEVRE R BUE T g0 R R vh iR 3%, 2 IR AEREAE 20~26 C, 23S
WAF. KR RFRENT, BEHL A4S FIXE IRZL .COPD FEAI4]

GBE =5l &41 .GBE #1514 .GBE {IK & 41 .SB203580 41,
R 15 H,
12 FEHYGAFI SIS

FRAS - PREUCIIE P 90 22 SR ARG 5 mLx] 32, 7541
A MAREY 17.5 mg, SR 4.2 me), W A /534
A2 25 ey A B L i SC 5 < 251 S HC20181022,
b5 : P5156;SB203580 W [ 1138 = KA W4 AR A BRA & (it
5:011421210825) , SR 2 WHI A Jb s R IR BHH A FRA 7 (it
2. 820F036), p38MAPK (L2 : BA12018345) NFKB p65(Jit = :
A105057712) . IKB alpha({t5-: BA07267205)—Hi 3y [ Ik 5T 1
WA A A RAFLIL-6.IL-8 IL-10 (L5 :20220310)
ELISA X7 & 4 0 [ 20 34 3 A4 Rk H A FR A /], SYBR
FAST gPCR Master Mix (#%2:KM4101) It [ 25 F KAPA 24
Al EEANES A AU S A HL(YB-6LF b 22T k) |
A Y R HL(RM2235, 15[ LAICA), {3 & % il (MI52-N, |~
R 3E) OB IGIR VKA (705, 32 [El THERMO), 4 % K i bR X
(MULTISKAN SKYHIGH, 24 [ THERMO SCIENTIFIC), 4= [
k2R K G B R (Tanon-5200, | # K g ), PCR JF{v 24
24X (S1000, 24 [E BIO-RAD) , 520} %8 5658 & PCR {%(7500, 3
[ ABI),
1.3 ERAE

SEBOCEFRINE R AR A A NE
A LPS f# COPD KBRS, BR7Zs A% IR AP A& A 7E i
FERYEE 1d, 45 14 d ¥R RLL 10 York & SRE VIR I 14 S bR 1
J&, W RREETHRES, BEEL, HRRIENEA
LPS100 wL/100 g(1 mg/mL), 52 58 5 K BB v g 10~15 s,
fifi LPS ¥y5) 5045 TR, FCg s 2~13 d. 15~28 d, 4K
TE A HIAAESE (120 cmx80 cmx80 cm, 5 1 P HEAAFL, 2 S HEA
AL X K B A T A A 55 TR 6, FREE AR JHE 25 1 h/d, 30
X /d, R 28 d S5 2 X IR FECEAE 1 d AR 14d RN
TEAEBER K (100 wL/100 g) AHoos BR , A fiof ) S5 34647 1E 3 1)
I WEBLEHUS , W R B BEHLIEERL 2 2SR T Bk A
P IR IEAL AU IS, 77 Ml 20 SO0 BRI T DA S A AT o
1.4 A%

TIN5 29 d-42 d AT 4520, Hohzs (X RS
COPD #EEAIL 357 Wi i 5 A R A 06 #] \GBE 7] ik 4 7
GBE 14mg-kg'-d" JEFHSS GBE H17| 2417 GBE7mg-kg'-d -



. 4634 .

MREYESSHE  biomed.cnjournalscom Progress in Modern Biomedicine Vol22 NO.24 DEC.2022

Ji6 s 3 5 (GBE Ik 7] 4 21 7> GBE 3.5 mg-kg!-d*! {1 47 .
SB203580 41-F SB203580 5 mg-kg'-d"! JE i 5t .
1.5 fRARE

TR 43 d, K4 AR LL 10 %7K A S R
(3 mL/kg )W FE SRR , 4325 K RE 3k, R — ikt s
S ifin 45 B B Fsh ik a2y 5 mL/ A, 5500 (3500 r/min, 250
10min) J5 B B2 MIEH%E, BT -80 CRNRKA IR IERF
a5 Y PR BRI B Bk, 43 1 U TE PR T I8 i T
IO K A AR YD DR A Y, AR A LI, B
5 mL FESHES R AT Sk R A B ER K 3 mL, WS ER DA
E, R 2 b fa I, B 3 Ik, [Nt BALF 24 6 mL, %5
L>(3500 r/min, #5.0> 10 min) J5H & T -80 CHB LR VK4S
PRAFARA 5 B J5 DR 50 B AT, 8 A i 1 2G5 820 I 8 F
4 %2 B F R 1 e VP [ 2, T SRR ARG 5 A il 2H 2
T -80 CHREMLRLVKAR (R T 5 228 RIS RNA #2111,
1.6 MEEIRSFiE
1.6.1 HE B URMALARFELT HRARAMALET
4 %Z R P [ E 48 h, R CEEIOK , —H2RE A
WAL VKR IE Y R, VIR RN 3 wm, RS K, 47
HE Je 0058 45 20 R B ZH U Bk A%
1.6.2 ELISA #ill & A K B BALF 5 if1 75 fh B &K IE B F 7K F
SR JH ELISA ik Bl BALF 5 1 & H IL-6, IL-8 .IL-10 [4;
i, B R S U A T
1.6.3 Western blot #& il % £H X & i 22 42 p38MAPK NFKB

p65.IKB alpha BEFIEE K4 2H K BUIIZH 2459 LA /)N iy e
R, FE 20 mg HEUIA 200 WL 447 5 HL A A 4o (24
AR IR T REFIBERR BB IR ), SR SR R e a3
fift o IS HIRERD 4 °C,12000%g B0 15 min, 1T, SR
LR L, ] BCA GG &R 2 PR B2, ) 2 1 e i fe
B LAPREF—B0, I 20 pg A R, ] SDS-PAGE LUk 43 15
. MBS %R U IR E A 2 h, ARSI 4T
p38MAPK NFKB p65 .IKB alpha . -Actin, #i B¢t 3% R 1:
1000,4 Cit7% ,PBST yEi%% 3 ¥k, #2118 1:10000 7% B¢ HRP FRic i
FPie 1gG —hi, SHEE M F 1 h, J1 PBST PEik 3 Ik, FH 5
TR S, MR AR B ECL & 6t 4T 5% , R A Image
J BRI Ge it 2% Aty IR BE (BT A& B R AR
1.6.4 LR E & PCR 3% #& M B 42 41 p38MAPK NFKB
p65.IKB alpha mRNA FRix 4% I Trizol 351 i5d B 45 £2 B
ZUE RNA, W56 565 1 cDNA VEBR , 76 20 wWLity S 4
Z 1, 5xPrimeScript I Buffer 4 wL .10 mM dNTP Mix 2 uL  F5
7% RNAS500 ng, 2] )5 42 °C 60 min,70 ‘C 15 min, ¥ 52 % 5% 72
YrE T ok, Bk 454F 69 cDNA HE1T PCR 978, 4 ik &
T :SYBR FAST qPCR Master Mix 10 uL, Fi#5[4) F(10 uM)
0.5 L . T34 R(10 uM)0.5 wL .cDNA £ 1 wL .ddH,0
(DNase/RNase-Free) 8 pL, SAF 20 pL; P #45c4.0 95 C
55,0 56 C10s,0 72°C 255,40 cycles;p38MAPK NFKB p65 .
IKB alpha #3157k F-LLIEA15 GAPDH (A 25 B k148, %
FH 2% RS T R dAET RN R . SIMME R,

% 1 p38MAPK NFKB p65.IKB alpha, GAPDH By5| #1751l
Table 1 Primer sequences of p38MAPK, NFkB p65, IKB alpha, GAPDH

Gene Upstream primer sequence Downstream primer sequence Fragment size(bp)
p38MAPK 5'-AGCAACCTCGCTGTGAATG-3' 5'-ACAACGTTCTTCCGGTCAAC-3' 208
NFKB p65 5'-CCAAAGACCCACCTCACCG-3' 5'-CCGCATTCAAGTCATAGTCCC-3' 237
IKB alpha 5'-TGTCTACACTTAGCCTCTATCCA-3' 5'-CATCAGCCCCACACTTCA-3' 172
GAPDH 5'-CAAGTTCAACGGCACAG-3' 5'-CCAGTAGACTCCACGACAT-3' 138

1.7 SEit=ariE

K SPSS17.0 GEit- 44443 Mr , B8 LA (ks ) R, 2R FHERL
#7204, IF ik —20 F LSD ikab 47w i L%, L P<<0.05
hERAEGFRE X

2 R

2.1 KERMBRENT

73 U R A R R 5 A 16 5, il o J) 61 G 26 1 At i =
8, flife s Jo K ; COPD RS ZH K FRivfa &5 A 25 L, it ] 1l
AN MR B S, Il s B, S il v RE R R A T
Zfiti kil ; GBE &, rf KGR 41 5 SB203580 £H fili i SRy =
L, it JE R ] D/ i S PR A R, ity R R, B A i v
REWTZARA T B/ B . LI 1,
22 ARSERERT

25 PN A K SRS A S IR A I N, A RE TG R |
IO L RS RESE  HIGEIR s B4, 4 0 o LR
L 48 E 1 240 M 3511 s COPD A5 7 4 KBRS0 A58 45 R e T I 4.

G ERZE M, R W3R P, A BRI EE AL IR
I 7% AR i, A8 e R HC ] BT T L K i R PR AN AR s GBE 7 o
IGF 20 B2 SB203580 £ COPD ALV AH LY, 32 SAE S5 H4 1
W PSR RE B R R B — e R G, R B A
XIHESE TR BB i, 5 R R v D/ S S 1 4 i
. WL 2,

2.3 &4KHE BALF i IL-6, IL-8.IL-10 &2 LLE:

Sz {xt M4A A H, COPD #ERIZ1 BALF #F IL-6, IL-8 &
I IL-10 i B B IR (P<0.05 ) ; 55 COPD A2 4
H.,GBE 7 fKHI =415 SB203580 41 BALF Ht IL-8 & A
R IL-10 &R0 A S (P<0.05);GBE & . Hl R4S
SB203580 4| BALF  IL-6 7 &% COPD K< 40 B i T [%
(P<0.05);GBE . H #4415 SB203580 41 BALF # IL-6,
IL-8 &4 GBE KFIR 4110 T % (P<0.05),GBE mifl&4
5 SB203580 41 BALF 1 IL-10 & &% GBE 1 K& 41H i
THE(P<0.05). FEWEE 2,



REYMESSHE biomed.cnjournals.com Progress in Modern Biomedicine Vol22 NO.24 DEC.2022 + 4635 -

GBE medium dose group GBE low dose group SB203580 group
| EHEKRRAEFERI(* 200)

Fig. 1 Pathological manifestations of alveoli of rats in each group( x 200)
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GBE medium dose group GBE low dose group SB203580 group
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Fig. 2 Pathological manifestations of airway of rats in each group( x 400)

+R 2 R4AKFR BALF #1 IL-6, IL-8.IL-10 & 2RI LL % (xs,pg/mL,n=13)
Table 2 Comparison of the contents of IL-6, IL-8 and IL-10 in BALF of rats in each group (x=s ,pg/mL,n=13)

Groups 1L-6 1L-8 IL-10
Blank control group 45.12+11.10 176.10+19.60 95.96+15.83
COPD model group 106.60+35.72° 287.55+40.99° 46.03£8.17°
GBE high dose group 70.11+20.83* 197.16+16.17® 77.89+13.70®
GBE medium dose group 73.93+22.57* 210.80+15.01* 67.52 +£8.26"™
GBE low dose group 97.32+28.08* 232.57+17.76%¢ 63.17+8.00%
SB203580 group 58.30+11.83% 209.51£22.23% 76.64+7.53%¢

Note: compared with the blank control group, *P<0.05; Compared with COPD model group, °P<0.05; Compared with GBE high dose group, °P<0.05;
Compared with GBE medium dose group, ‘P<0.05; Compared with GBE low dose group, °P<0.05.
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24 FHHEKXRIMFH IL-6,IL-8.IL-10 2RI LLEE

5575 P FEALA LE, COPD BERLAL 1i i v IL-6., IL-8 5 ik
W5 7 IL-10 & B R REAR (P<0.05); 55 COPD RERULIAH
It.,GBE & . h fEF 4 5 SB203580 44 BALF 1 IL-6, IL-8
FE R R IL-10 350 B S (P<0.05) ; GBE & Ml 4 1ffl

W IL-6 8% GBE v, (IR 405 SB203580 4 W i T &
(P<0.05), i3 TL-10 44548 GBE H IG5 5415 SB203580
ZH W] 755 (P<0.05) ,GBE it %51 5 41 5 SB203580 20 7£ Ifil
W4 IL-6 . IL-8 IL-10 & bie I, TG+ 25 (P>0.05), #
LR 3,

® 3 FEHARMFE P IL-6, IL-8,IL-10 FEM LB (x5, pg/mL,n=13)
Table 3 Comparison of the contents of IL-6, IL-8 and IL-10 in serum of rats in each group(x+s,pg/mL,n=13)

Groups IL-6 IL-8 IL-10
Blank control group 56.80+8.24 128.81+8.58 117.56+15.86
COPD model group 132.98+17.16° 242.06+24.26* 50.29+13.28*
GBE high dose group 73.54+6.64" 151.50£12.08* 102.74+17.07*
GBE medium dose group 83.14£9.22% 162.54+12.26™ 86.39 +8.79%
GBE low dose group 87.57+4.88% 168.03£25.01% 76.99+17.62%
SB203580 group 82.47+7.47% 161.68+10.55% 83.49+9.34%

Note: compared with the blank control group, *P<0.05; Compared with COPD model group, "P<0.05; Compared with GBE high dose group, °P<0.05.

2.5 £HKXRMAL D p3SMAPK NF-«B p65.1kBa EARE
ByLb %

525 [ % 41 A8 L, COPD #5041 kBRI 41 41
p38MAPK 5NF-«B p65 2 [ % it ] B 5, IkBa 25 H & 1
AR (P<0.05); 55 COPD 5 RIZH A HL, GBE (& .t K5 &40
5SB203580 £H K FliliZH 21+ p38MAPK NF-«kB p65 & H &

B i F %, GBE & P4 5 SB203580 £H K Rt 41 i Tk-
Ba E A& EHETE (P<0.05);GBE {7441k BUitigl 2t
p38MAPK 5 NF-kB p65 & & W /& T GBE & . Al
41, 1M TkBa 25 (1% 1 B WAL T GBE &Rl (P<0.05). L
#4,K 3,

& 4 KRAZE4R p38MAPK NF-«B p65.IkBa B A& BHILLE (xts,n=3)
Table 4 Comparison of p38MAPK, NF-kB p65, IkBa protein contents in rat lung tissue( xs,n=3)

Groups p38MAPK NF-«kB p65 IkBa
Blank control group 0.26+0.13 0.13+0.05 0.68+0.12
COPD model group 0.88+0.13* 0.89+0.13° 0.19+0.01°
GBE high dose group 0.33+0.13° 0.29+0.07* 0.58+0.13°
GBE medium dose group 0.43+0.13° 0.39+0.08* 0.48+0.09*
GBE low dose group 0.65+0.1 1 0.65+0.07¢ 0.34+0.13*
SB203580 group 0.51+0.07* 0.48+0.02 0.40+0.12*

Note: compared with the blank control group, *P<0.05; Compared with COPD model group, °P<0.05; Compared with GBE high dose group, °P<0.05;

Compared with GBE medium dose group, ‘P<0.05; Compared with GBE low dose group, °P<0.05.

A B C D E F

P3BMAPK —-—-—--—

41kDa

NF+Bp6S 61kDa

--—-— -— R —

IxBa 36kDa

-_—"s c e e —— ——

B 3 RAKXRMALH p38MAPK NF-«B p65.IkBa EEH BRI LLE
Fig. 3 Comparison of p38MAPK, NF-«kB p65, IkBa protein contents in

42kDa

lung tissue of rats in each group
Note: A(Blank control group), B(COPD model group), C(GBE high dose
group), D(GBE medium dose group), E(GBE low dose group),
F(SB203580 group).

2.6 &4HKRAMLAELR p38MAPK NFKB p65.IKB alpha mRNA
RIEEHILLER
525 [ % B 41 48 [, COPD #5 #1 20 & B Jili 41 41

p38MAPK 5 NF-kB p65 mRNA % ik 4 B . F+ 5 , IkBa mR-
NA FikE W B %L (P<0.05); L COPD ## 4141 [t , GBE
L oth L R4 S SB203580 2H Kk B2 21 h p3SMAPK |
NF-kB p65mRNA ik # B & T F,GBE & . W ilE4Y
SB203580 4 K Bl 41 21 ' IkBa mRNA £ A2 875
(P<0.05); GBE & 71l & 21 K Ui 4121 v p38MAPK mRNA 3%
k& & T GBE & PRI E 41 (P<0.05), GBE (K| 41 5
SB203580 4 IkBa mRNA ik B T GBE &5 . # f 4H
(P<0.05), HEWE S5,
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% 5 KRBHHAZ p38MAPK NF-kB p65.IkBa mRNA ik 2 L5 v+s,n=6)
Table 5 Comparison of p38MAPK, NF-kB p65, [kBa mRNA expression in rat lung tissue( xs, n=6)

Groups p38MAPK NFKB p65 IKB alpha

Blank control group 1.30+0.92 1.07+0.43 1.01+0.14
COPD model group 67.52+47.59* 264.47+122.28 0.01+0.00°
GBE high dose group 3.03£1.90° 3.20+1.47° 0.50+0.04*
GBE medium dose group 5.90+4.09° 6.97+2.08" 0.21+0.05%
GBE low dose group 36.52+24.71%¢ 29.28+15.07° 0.03+0.01*¢
SB203580 group 11.2346.65° 11.86£1.77 0.10+£0.0274

Note: compared with the blank control group, *P<0.05; Compared with COPD model group, °P<0.05; Compared with GBE high dose group, °P<0.05;

Compared with GBE medium dose group, ‘P<0.05.
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