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BE: TR AERE T (TCF) - B, X EEEE T K BMIEE M4 v - &5 AR S

(v - GCS) FiEALEH (AP) -1 JEBA ¢ - fos mRNA REFHRBMEM . ik B3 VEMEEERBRKR
Fitn o B AR B, RE AL ok R AL B AL R0 TGF - B, 4. TGF - B, HANALWREEN 3 pe/L 9 TGF - B,,2 h JEERI
MRS A 2 AIAFBBF R, W RAMABEREZ 0P 205 e RIS BN B (RT - PCR)
SRR AL T B AU T B W 4R P v — GCSh(EEEE B4 ) & ¢ — fos mRNA IR HRYRIK . HR: FHEH v -
GCSh #1 ¢ —fos mRNA R HEHFAKFEBES T RA (45 P<0.05,P<0.01), TGF - B, 4 v - GCSh mRNA
EHEEARBKFHBMKRTFMHHL(H P <0.01) ;7 ¢ —fos mRNA RERHRBKFHBERTHERHAY P <
0.01), &it: BALEREAT -, 5 FAHTEE 1 MBI F A T E MR E B L
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[hES%SZES] R563.3

[ SCEERIREE] A

b/ PUE AR 5 718 1 BELZE 4 [T B A% ( chronic obstruc-
tive pulmonary disease, COPD) iy RIRHL B P HEEEZ/EH, &
Pt BK( GSH) 1 >y Jifi £ =2 W0 E AL R ZEB 3 p E AL
PREEERMEM. v- AEBFEMERSE (y - GCS) &
GSH A4 ¥1& BUAYFR 3 ES , e HEY AN GSH Bk, ik
HARKEF(TGF) - B, 241 HuIMF ML ZMHHRE T
ILEERBESER BRITF 218 15 R I HETBR B TGF - B, /K FHY
BESEMA/MEMREHEX" . HLER(AP) -1 BE4L
HRBUR A R E T, COPD D GSH A H4G4E, TGF - B,
REIANAXBOFATER. DTHHRE BN SMARRS
v - GCSTER K FEBERXF Y L, AMie4 I T
HIA FALRIE AR ERE . BRI TGF - B, 7E v - GCS
RIB VA B AE B AE 18 M B B e B AL T B AL R
B AR AL

B foF &

1 E£ERA

L1 FEAFRBHGHE SR Cap S HRHET
JRIE S HE B ( cigarette smoke extracts, CSE) , #L KK v -
GCSh ( FE £ BA( ) B H Neomarkers /A 7], $L K Bl ¢ — fos ( AP
-1 AN ARV IELEEYFRAF . KRERAHE
v —GCSh % c - fos mRNA RT - PCR K351 4 iy JL ST A AE
YRR RFEA AR,

(R ERA] 2006 -09 - 13

E - mail :xujyty@ tom. com

(fEEHE%] 2006 -12 - 11

B v - BEBEMERSE; BUERKET B,; B4, ME

Smoke; vy — glutamyleysteine synthetase; Transforming growth factor — beta 1; Macrophages,

2 HeEMMARMS S5 4L

HEME Wistar KB, A 200 - 250 g, L) 25% (800 mg/kg
BW) SH3H 8 ik SRR R B, TR S TITREEE 4 C
PR BERRELZE vk (PBS) S0 mL 43 5 AT X KB MM I,
WA R, L) 1 000 r/min BF.0> 10 min PTIELHMH, 75 F PBS
VUM 2 3K, FIRSE 4 RPMI - 1 640 S B E B4, A%
YRR 5 x (10° —10%) cells/ L, R FHUHA =B A AY 6
FLEE AR ,37 C,5%CO, WA P EME 1.5 h FrHIyEE,
PBS YEig&ifb 40, Giemsa Ju 7R >95% g fifi ¥l B W40
(AM) . ¥ HAEAPFRMR
3 54

A HRENL S R 3 4 BB A4 F TGF - B, 4,
TGF - 8, HMAKEE N 3 pg/L i TGF - B, , 2 h JFERX I
Mo, BAMA T HEFE R (CSE, KIKE 5% ) , W B
HANA PBS, FRIE B SR 40 R IC J B SR B4 LB RNA,
TREHE 3K,
4 ~v-GCSh % c-Fos &AM

R P G B 40 B Ak 2 T i 0 0 A U i B W R B y -
GCSh J ¢ — Fos (T B EKTE. v - GCSh Wl EF N A CSE
J& 20 h IRERA BRI, T HUARRERE 1: 100, ¢ — Fos W52 F /M
A CSE J5 10 h IXBR R ), [ Hisifess 1: 100,
5 RT-PCR Z®TEMEAN y- GCSh & ¢ — fos mRNA
BRI



S331F 10 h S b R E WA HE RNA, AT y -
GCSh Fl ¢ - fos mRNA R, % 5E 5 RNA S5 K 4l fE
J5 B F ORI E AN SR IR (cDNA) , Z5 4 942 C
7K 50 min, 98 CAHE, KiE 5 min, BUREEF=H10 pLik
1 PCR L, 43 50485 W0l i Y8 B Wt 40 B v y — GCSh & ¢ — fos
mRNA §yFik, v-GCSh 5|4 5° - TGC AAA CCA TCC TGA
CTA CAA G-3’,5" — GGT CTIT CAC AGC GTC TGA GTG -
3’ (F=#5} 237 bp) ;¢ —fos 5|#J 5’ — CAG CCT TTC CTA CTA
CCATT -3°,5 —-TGT CGC TGT TGA AGT CAG AG -3’ (=
#1753 271 bp) , A GAPDH 5’ —TCA CCA TCT TCC AGG AGC
GAG -3’ .5’ —TGT CGC TGT TGA AGT CAG AG -3’ (=4
F Btk 497 bp) Al B — actin 5° — GAT GGT GGG TAT GGG
TCA GAA GGA C -3’.5" — GCT CAT TGC CGA TAG TGA
CCT -3” (¥ /r Bt 630 bp) WS, v - GCSh P 3 &M
94 °C 5 min,94 C 50 5,60 C 50 5,72 °C 60 s, 3t 30 MBI,
)5 72 °C 10 min, 4 CARFF . ¢ —fos T ALK 94 C 5 min,
94 «C 30 5,50 C 60 5,72 C 60 s,3L 32 MER, F 5 68 CIE
{81 10 min,4 CIRFE,

6 &5RHm

It E MELR I v — GCSh J ¢ - Fos 5 H PR RIEE A A
MR N AR R AR, 45 R ER : B K40 BEALIE B
3440 x 10 R A AREF , eI 3 Ao A A0 B 40 B O B
HSFEHEAE YT RO . 2000 BB R GRS
CRINN R R A By A R A W) ) e 0 45 DL T B o B
40 I FR) 3R G BEAE

BEWE AR AT AL 58 v — GCSh 1 ¢ - fos mRNA FTiAK
W, BEAT RSN FEREE (A) 47, LB AE S5 WS
M A E AR AR mRNA A RE R
7 ZitFELE

FA SPSS 11. 0 Gt AT T+ A A0 B, BB 2 £ R
7 A4 BE R R 7 22 404 SNK ¢ 1.

5 R

1 FieEREE v - GCSh mRNA R EFEARIEKAE

A v - GCSh mRNA R HEHRFZKFHBETX
M4 (P <0.01) , TGF - B, 4H}fi¥a 5 M40 v — GCSh mRNA
BEEARFKTEHABKTEFHEA(P<0.01), BE 1. B 1
KE2,

£1 FiAEWMAM y-GCSh ¢ —fos mRNA REA KL
1745
Tab1 Comparison of the expression of AM y — GCSh and ¢ — fos
mRNA and protein in three group(z £s. n=3)
G y-GCSh c-fos ¢~Fos
mRNA Protein mRNA Protein
Control 0.387 +0.001 0.163£0.019 0.601 £0.000 0.341 £0.054
CSE 0.719£0.003 **  0.586 £0.021 **  0.6370.005 0.705 £0.345 **
TOF-By  0.36120.007 4% 0.40220.002 44 1.243£0.004 44 1121 £0.1%4 =44

*P<0.05, ** P<0.01 o5 control grop; 24P <0.01 o5 CSE group.
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Fig 1 Electrophoretogram of y — GCSh mRNA RT - PCR (237
bp). M: marker; 1: control group; 2: CSE group;3:
TGF - B, group.
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Fig2 The expression of y — GCSh protein in alveolar macro-
phage in three groups (immunocytochemistry , DAB X
400). A:vy - GCS protein in alveolar macrophage was
weakly expressed in control group; B:vy — GCS protein in
alveolar macrophage was strongly expressed in CSE
group; C: y — GCS protein in alveolar macrophage was
lowly expressed in TGF — B, group than that in CSE
group.
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Fig 3  Electrophoretogram of ¢ — fos mRNA RT - PCR (371
bp). M: marker; 1: control group; 2: CSE group;3:
TGF - B, group.
B3 c¢—fos RT —PCR =R FB % (371 bp)
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The expression of ¢ — Fos protein in alveolar macrophage
in three groups (immunocytochemistry ,DAB x400). A:
¢ — Fos protein in alveolar macrophage was weakly ex-
pressed in control group; B: ¢ — Fos protein in alveolar
macrophage was strongly expressed in CSE group; C:
¢ —Fos protein in alveolar macrophage was highly ex-

pressed in TGF — B, group than that in CSE group.
B4 3EXREBERAN c—Fos EARE

2 FiaERRAAE c - fos mRNA RHEFRQRIEKFE

FMAL ¢ - fos mRNA B HERARZK VB & T XA
(5+51% P <0.05,P <0.01), TGF - B, 4/ E W 40 i
¢ —fos mRNA B HEARKKFHA BT EMEA(P <0.01),
W 1.E 3 KA 4,

W R

RAER COPD WEELBEARZ—" . FHEATES
HIEAL/ P EAL L E N COPD By R4 | R IR R B A R
Fi. GSH BiiEEEMIEAF. v- GCS 2 GSHAEY &
AR, AMERNSE LR ARRABETEHEEEER
E#yrF 12 -24 h y - GCS mRNA Sk n™ , Rt % 38 &
P v - GCS BRAFRKRAEHFKF. v- GCS mRNA #3
VAR R TR AR T N B AL TR SRR D U % R F AP - 1
AOTE RSB . TGF - B, FEEMT X RE W EK
Y R E MR, AN DA S TGF - B, . TGF -
B, mRNA f/K E5REE MK EHENBERA B TXR.
TGF - B, 2 GSH & BURA /1 fi B F , T B A& /e F
FOE—EBRE RSB v - GCSh iBEE A BN
PSR IEY, TGF - B, AT 53 GSH il y — GCSh #E kLI
BEe R R, B> v - GCSh mRNA HyRiL, §
AP ROS(IEHR) K F4R8F . TGF - B, 724 h /[ P
BB HH] v - GCSh mRNA EEfyF

REWEREBRN, & TGF - B, MABESHFHBEIHK
UL E M 4E v — GCSh mRNA R HE AR AR EHEAR
IKHH B RRAR , 5 SCHRIRE — 2, Unia %1% 223\ J TGF - B,
A v - GCS WA RELL AP - 1 HLAIT R . ALK D
WA, 2 TGF - B, FALH)S XA T 0 K SR o B s 4
Ji ¢ —fos mRNA R EEBEAFAKPREHLAARTT. AN
TGF - B, F&{& v - GCS ik fy vl BEALA 2 : FHE B H R
WFNE T EAR RS R E T AP - 1 ¢ - Fos W84y,
2R S v - GCS2 MBS’ Mg sh FIX AP -1 fr g
G4 SR P S EE v - GCS, 30 GSH, 5
HLEALRE SRR KA 5 R i S AL HE TR , T R B 484570
LY ¢ - Fos 55 TGF - B, 365 j33hF 1 Bt 3£ #0 f1 19 AP
-1 REH, ST TGF - B, WG/, INE T s pY &AL 5L
B, E R T ISR BG . H I, 7 AR B AR A Y R,
HUASE il B B W S R ERIEEA/ TELRE
BT, TR S4BT TGF - B, A5 FTINE SALNIH, &
AR S HE— 2 BE AP - 1 fB 3T TGF - B, RYF=4, X FE
FEME 7= BRI, ML 5 AP - 1 F4E &AL
TGF - B, I BFRE, M ERIER ¢ —Fos X y - GCS EEFE
HAEMHIER, BRI, AT REAP R EeER
GSH & iR, ¥ BALIE R Bk -

& Pk, TGF - B, F3@E it _EVAE R S A0 o B v 4
Jii ¢ — fos mRNA R HZE H /R E, K vy - GCSh mRNA K H
BENRE. BrglmEr/ ek miLHsA TGF -
B, MZ5, BEF RERE N FRIK v - GCS WRBEKR RIEHTE
COPD &4k B FEFAR o
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