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AL S TR 75 2 Ul 2T 4L K L TGF-B1 /i 5
B R SE NG R R R e

AT BRI, frRte /N BR

WE B WZERLE (H,S) X4 KK T-B1 (TGF-
B1) M I 1Al FE B Ak (EMT) i 7% Ff E-45 %52 (E-cad) |
TEHE A (VIM) o F- LR 1 (a-SMA ) F A, %1 H,S
B YfeLal, Ak EEREAENE SD KR 60 1, B Xt
HRA HDREE A NalS + MR B R KR + HEER
2,15 R/, Times 7,14 f128 RAMEAH KRS H,
HE F Masson {0, | XSS Hili {0 5 1Al £F 4 {b oig A8 B2 58 5 G g3
2 AW R 335 7 57 - TR T S I VR T 45 AL I A 2 TGF-BIL
E-Cad VIM % o-SMA %4 Fl mRNA (kK F, R O
HE Fil Masson 4 (0,45 575 X B8 20 A Bl i 20 2 41 4 A0 7 B o
%, R R AR i T NaHS + R 8 ZAUFIR e b + 14
e RN LA il 0 58 AN £ ik e A8, (H A% BE B 5 1
KBERHAWR, OFDREREA NallS + FREEA Ken
+ [R5 R AW E] A TGF-B1 VIM . a-SMA i) mRNA 17
F 28K 0t B 3975 T+ (P < 0.05) , {H NaHS + {8k
HEA JRIeH + R R E AR S = F R kK ok
THRAHFRAL(P <0.05) , LA NaHS + 1R 5 Z H 5 28
KTk, OMkERA NaHS + Wk & =4 ke +
T ok 2 2 41 45 IF 18] 15 E-Cad B mRNA FEE 1 3 1k K 5 4 18
AL A R (P <0.05) {0 NaHS + k& R A ke +
R R A AN S E-Cad FiA/K PRI E RAHNINE
THE (P <0.05), L) NaHS + kB RA 28 d £, &
W H,S ATAROBR K AT gL AR B, HALRI T e 5 T M
TGF-B1 K& VIM Fl o-SMA ik B 58 E-cad £ ik k>
EMT idfEZAH X,
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FALER, ZMEES5 T IPF KK ER S
i, Horp s 2 HLl 2 B B oG ARk
5T KW, TGF-B1 A1 1= & 18] 78 5 4% 1k ( epi-
thelial-mesenchymal transition, EMT) TR PG
S BEAEZEN, H,S RIEFRY) 1z CE
A — MU B SRS 5 0 1, Kbt er defe e 2 15
B A0 HEA 250 5 TR N 10 [ N S 2 A58/ 2 1 1
WA EL PR B 3 oK BB A S POk & R
(bleomycin, BLM ) ‘S48 N 25 25 52 il Jifi £F 4 AL 452 7Y
RAAMEE NaHS 782 H,S ik i i 1,S +
AT K B 212 TCF-B1 K2 EMT 3 % 4 3¢ 48
tr E-45%5 % ( E-cadherin, E-cad) 2 1 ( vimen-
tin, VIM) . aF-#f L#E H (alpha-smooth muscle actin,
o-SMA) (9 K A2 AL, IR 3 H,S Xt fifi 2F 4 1k
EMT i B4R AL, S 38 1] 36 T 7 1l 21 4 A 42 {57 8
BEAE T %

1 MRS

1.1 ##

1.1.1 $3%zh4p  SPF gulfitk SD K60 H,7 ~8
It AT 280 ~ 300 g, WSEF RV TH KBV Y4
A B2 A (A 7=V LIE %7 SCXK [ ] 2014 -
0011 ) , B/ 3% T F A8 K2 S 50 sl W i (feli P/ ]
HIES : SYXK[ 112020 -0002) , 54675 5438 4 Hg
KEFSI S Y o A 22 1 s H 4L (G5 . N20190
709003 ) , S50 3k A v 4 S5 Sl ) 4 A < 3R U
BT NIE SRR,

1.1.2 &K A5E BERRIKJEN R (HriL
BRI A WA F A, 5 me/ R, B 25,
H33021207 AEF245 . 1405172) 5 Eh e i 3E
BRI H AR A S 447,15 me/ 32, B2y
HES: H20090885 , A= 7= 4it 5 740422 ), NaHS ( sodi-
um hydrosulfide ) 4 H 52 [ Sigma A7, Pt TGF-
B1 ST REPUIAR MR I a-SMA 1A £ 55 BEhT iR 4351
4 [ 55 [ assaybiotech Fl13E ElFLHEA FRA w5 AT A
E-cad BATEREFI AT VIM £ ek [ 2
Epitomics 2 Fl . DAB & @551 5 7195 A Y8y
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A B RNA $2HGLF] 6 5 cDNA A iR &3
HATAY TR EE) BRhARAR, 2
H D6 BMGE ( HAR OLYMPUS A A ) 5 2% i
FrA (3£ [E Thermo 23 W) 3 4% R 25 R INAX M ¥4
ZRE DAL (75 [ EPPendorf 28 7] ) 5 588 AR 43 BT 2
%4 ( 3 [# Bio-Rad A H])

1.2 FHik

1.2.1 Shdhuw SRR 5k 4 240, %)
WEZH Sk R4 NaHS + R R4 ke + 1
KERN, HokE XA NaHS + HOkEZ4 ke
Py + Wk B R A E N BLM ¥ 5 mg/kg &
SEREF AR . DERLE 25 1 RIFLR , NaHS + 1
K FE R UL T NaHS I 28 pumol/ (kg + d) f I TE ST,
KJEH + MR B R A TEGIR UL JEM 0. 56 mg/ (kg -
d) 28 BB HEN %) B2 Rl ok 25 28 A 1 A5 TR
HERK . TR 7 .14 28 d FEHLALSEAS 2H KRR
5 1RG4 4% [ € )5 1T HE AT Mas-
son YLt HE F1 Masson 44 {027 i fl e WL 45 4H il
WL R BT AEAL G B, ARG Szapiel et al*! #2181
3 ITIEXT 24 HE Y A7 i 28 B it 27 4 Ak A B2 A
Wi SesZE AL IR 45 it 20 2 TGF-B1 E-Cad |
VIM & o-SMA [ kK F, Bk RA 4141 8
F - 196 CHAIRAT, RT-PCR BEI E 4% 21 il 21 21
TGF-B1 .E-Cad \VIM } a-SMA A mRNA Fik/KF,
1.2.2  FyEsafesy ik (SP &) mlE &40 K S48 40
Lk a Rk HL AU R R SP kIR
IR 8 B SRARYRIH 0 AR R v BE B AAR , SR J5 % 0 7 Ak
Irite Wik & W] B BEA, B PR XS R R
PBS & AR — P47 A 6] #24F, Wl € & 20 TGF-B1 , E-
Cad \VIM .a-SMA #E 3k,

1.2.3 RT-PCR &M E M 4L 28 F &35 4% mRNA #9
Fak RIRE & BOR P HUS RNA 4 1 cDNA,
FARR A I A 25 T8 b5 5 | W IF 9 3 . Hoh TGF-B1
JF51 F.5'-GAACCAAGGAGACGGAATACAG-3' 2 R
5'-AACCCAGGTCCTTCCTAAAGTC-3', iE K 15 FE 56
C, P B N 299 bp; E-cad ¥4 F.5'-AGGG
TCTGAGAAGACAGAAACG-3' }2 R:5'-GGATAAACT
CTGGCCTGTTGTC-3' iR K i 57 C, ¥ 3 =¥k
4 351 bp; VIM 51 F.5'-AGGCAAAGCAGGAGT-
CAAAC-3' & R:5'-TCTTCCATTTCACGCATCTG-3',
R EE 57 °C 37 WK BE R 115 bp;a-SMA J741
F.5'-TTCCTTCGTGACTACTGCTGAG-3' &2 R:5'-CA
ATGAAAGATGGCTGGAAGAG-3', 1B kIR JF 55 C,
YK E R 209 bp; B-actin J¥51 F:5'-TCAGGTCAT-

CACTATCGGCAAT-3'} R:5'-AAAGAAAGGGTGTA-
AAACGCA-3" i KR 50 °C, ¥ HE K Bk 432 bp,
B 85728 5wl 28 1. 5% (B BEE sk , I 4
B IO EE (B 15 mRNA 3 K55
1.3 Sit=Z40E R SPSS 22. 0 BE~#48H 4 Ak
TFETERHH « =5 Fon, LR ZE J7 2081 ) LDS-t
55X TN B R A T BT 2E 50 M, LA P <0.05 Sh 22
SAEGIFEEY,

2 FR

2.1 HE #1 Masson £EXFRHFENE XEAH
KT 225 44 1E %, HE Y0 2K LB i R Mk 40 g
B I, Masson Y4 (8 R 30 A 241 = 48 BE 55 S i
HRpE N DB IR A AETE . Mok R TEA S
57 R 14 K 28 K4 H BUAS [ 2 4 il 41 21 235+ 1
I I ZE AR A R B RS R O | it ) B
TR A SRS RE 55 R v [ B PN A A i TR
T AT A 20 G A R R S (I I 2 AU RR A el AR
DGR SS 55 28 K d5e W] b 5 1o ok 5 2% 20 % g
[ SAH LG, NaHS + R G R A ke + RS R
ZH R BRI 2H 27 il v 25 A A2 | 90 4 v 1 S e
A AEDURR 4% 7 T34 A AN [R) R BE Bk, H. NaHS +
MoRERAW R S TIREM + MoRERA, W
K12,

B1 KAMALFE28 XHE x400
AX#R@QE,BT@%%??E ;C:NaHS + @%%%éﬂ,[)(ﬁ@/}/ﬁ +
MkdEA
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B2 &AMALSE 28 X Masson a8 x400
AT B R A R 4L ;. NaHS + HOREE R, DR e + Mok & R4l

B3 HAMHELSE 28 X E-cad BEFAHAWL  x400
A BEE B RS R4 ;C. NaHS + R R4, D ke + Bk ERA

2.2 FHBRBITHELEEFIET X454l iigl 4
HE Je 1) i 047 il £F 4 LA B 0 8 04, LR
WSS 7 .14 28 R4Sl 2l R Rt £1 44k
PR AR R B HZ R ERA R ERL(F =
286.91 .206. 160 357.53,P <0.05) . ik x
41 NaHS + Wk R4 KJem + MR TR 4140
(] 353 i 2T R AL R B 4 %) R A AS TR R B o (33 P
<0.05), ATk 5 R AR 5 28 RIE(INRZ;
NaHS + R B R AL IR e + Tk 8 R 4145 )
LT AEAL AR AR TR R A (B P <0.05), U
NaHS + R B R A B G5E 28 KR £, W
1,

R1 ARRHTFEUBESRRS (n=5,x+5)

4151 B1R F14 K 28 K
Xf 0 0 0
HREZ 3.270.158* 3.53+0.307* 3.89 £0.201*

1.81£0.123*% 2.11+0.216 ** 2.13 £0.185**
2.53£0.311 **42.71 £0.126 *#42.82 £0.275 * #4

NaHS + fiok 5 &
Rt + MR ER

ijd'laﬁgﬂ Hﬁﬁ *P<O0. Os;ﬁfﬁﬂéﬁi‘gﬂttﬁ:#f) <0. 05;‘:,"
NaHS + R A . 4 P <0.05

2.3 HBAMAL E-cad EE K mRNA RixTHL

P BLE 55 7 .14 28 RS A4 E-cad #5171 K
mRNA FAKF 450 R 1 2 0 22 58 it 2F
Y (F =30.833,37.407 ,100.76, P < 0.05; F =
214.179 271.22 266.200,P <0.05) , H bk
F4 NaHS + MR RA KEm + MoRE R4 E-
cad F I mRNA B 7R 4B ] SV IR A
FE(¥ P <0.05) , o Mok&ERH T 855 28
KA TR Z ;{H NaHS + THRE R ke + 14
KT R E-cad FH A mRNA &5 H 764 IR i
KREEHAETE (P <0.05) , i Lk NaHS + k5
RGBS 28 KA %, WK 3 4 Fik2,

2.4 BAKXRRMAL TGF-p1 .VIM,a-SMA FH
% mRNA HIRIETH  HRCEREE 7,14 28 K%
ZHIZHZ TGF-B1 VIM ,-SMA Z& 1 F1 mRNA 357K
FEREUMLEHAZHERARITHE XL (F =
40.278 61. 868 71. 004, F =60. 795 .75. 407 .62. 672, P
<0.05; F =512.057 ,864.781 ,909. 960, F =52.301 .
66.503,48.344, P < 0.05; F = 387.370, 347.623 .
1 708. 940, F =226. 534 219. 513 778.064, P <0.05) ,
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Hr ok R4 NaHS + HoR G RA JRJEm + 1 4 ke + Mok & R4 TCF-B1 \VIM ,a-SMA [
KA R TCF-B1  VIM «-SMA 1A mRNA & il mRNA & 7R850 ] s SR 5 R AU FRAIK (34
FEA R[] B0 IR A TR (3 P <0.05) , LAE P <0.05), Lk NaHS + [R5 R AL B5 5 28 K%
HEMNERGE 28 KR Z;NalS + ok EHE R &L, WES ~7 Mk 3 ~5,

xR2 FHAXBAMAL E-cad B mRNA MMEBFRIE(n=5,v+5)

4131 A E-cad ﬁEI oD 18 A E- cad mRNA OD {H

ENEN %14 K %28 K ENDS %14 K o528 K
RO 67.8 +0.734 68.0 +0.665 68.3 £2.38 1.19 £0.084 1.24 £0.073 1.26 £0.039
MR R 53.2+0.883"  51.6+1.019* 49.8 +1.43" 0.78 +0.048 * 0.72+£0.061*  0.63 +0.045 "
NaHS + k8 &R 59.8+0.948a"% 61.0+0.932*%  62.9=x2.12"* 0.94+£0.078**  1.08+0.116*% 1.17 +0.101**
e + oRER 54.9£1.339**A 55.9+1.15"*%  57.1+1.713°*% 0.85+0.072**% 0.90 +0.068 “*4 0.97 +0.046 **4

SRR ILES : * P <0.05; SR Z A L. P <0.05; 5 NaHS + MR ZA L. AP <0.05

4 RAFAL E-cad TGF-Bl,VIM,a-SMA & mRNA Fi%
A KIRAL B R EE R4 ;C: NaHS + TR E R4 ;D Ik JEM + k& £ 41 ;M. DNA Marker

5 RAMALE 28 X TGF-l FEHWL  x400
A XTHRZH ;B kA R4 ;€. NaHS + MR & 4L DIk e i + k& R4

Bl6 HAMMMALLE 28K VIM REHL x400
A BEE B SRR R4 ;C. NaHS + SR E R4, D ke + ok ERAH
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3 itig

H, S JEIAE R IZ R — R LSRR =
¥ BA PR PR P BT T
I 5K g A8 521 A 4 0 55 A 0 2 AR T, TR T
B DR R T R AR E AR Y WELsh
RN NIEYE H,S F 22 LUA N P Bt kY,
AR BE v 4% 1 ( cystathionine-y-lyase , CSE ) FI2 it
RRTEWEIR I 2215 - BRI OB P DL Tk B 5 A
fiff ( cystathionine-B-synthase , CBS ) #E4bE 1, TMij 7h I

7 HARHALRE 28 X o-SMA FEAN

PE H,S FZATLL NaHS Atk Htk AR N 5 ] i
BEBN Na™ I HS ™ 5 5K H* 458400 H,S,
Tan et al'® E 78 2 Fp £F 4 {k zh P 155 80 op % 3l 2%
H,S /KA BRI, SN b 58 H,S 7T 3843 108 5 21 4
LA B LT 4Efl , DR HBIOA i A B 4T 4R A iR
JTHE 5 . Hamelet et al'” & B0/ BB 5-HEmRnt £
AR P Bt I, TR H,S A sk /b, /N B 2T 4
AR R, H e ] LA P9 5 H,S 55 il £F 24k i
PGSR OC, 9 PR SN E s 27 ) IPF R AN 28
A BREAACAS 25 X8 LG i Bt 21 A A S8 i 3K P H, S

x 400

A IEHW B WORERAH ;C:NaHS + MRRTRA ;D IRJEM + MiRBGRA

®3 FBEAKXRMALR TGF-p1 B mRNA MEBEHFRIE (n=5,v=5)

3 A TCF-BIA mRNA OD fi A A TGF-B1 1 OD fH

ENIPN 14 K 9528 K ENIPN %14 K Hi28 K
if 0.638 £0.036  0.648 £0.035 0.64 £0.045 0.38 £0.029 0.37 £0.025 0.39 £0.024
AR 1.02 £0.066 * 1.16 £0.042* 1.28 £0.077* 0.808 £0.072%  0.846 +0.064*  0.898 +0.071 "
NaHS + HOEE R 0.72£0.022"*% 0.78 £0.054**  0.84 £0.033**  0.53£0.068**  0.560.079"*  0.58 £0.070 **
RIEH + WoRE R 0.79 +0.051 **4 0.89 £0.080 “*A  0.96+0.118 **4 0.63 +0.071 **4  0.66 +0.042**4  0.67 £0.043 *#4

SRR RS * P <0.05; SHBREZH LE, P <0.05; 5 NaHS + MR TR A LK. A P <0.05

x4 BAKXRMEAL VIM ¥ mRNA FIZEBRIE(n=5,x+5)

-~ A VIM mBNA oD {8 A A VIM @3 oD {8 A

ENEN 5514 K %28 K ENN 5514 K %5028 K
it 0.512+0.032  0.499 =0.027 0.514 +0.053 56.0 +1.467 57.2+1.284 56.8 +1.264
HkRER 0.842£0.044* 0.876+0.062*  0.912 +0.067 * 86.6 +1.545" 94.0+1.430*  98.8 +1.903"
NaHS + k8 % 0.574 +0.069 **  0.595 +0.055“* 0.602 £0.051**  65.1+0.951 ** 66.5+1.029*% 67.5+1.174**

Weths + FRER

0.682 +0.137 *#4 0.703 +0.042 **4 0.676 £0.043 “*4

72.2 £1.03]1 *#4

74.4 £0.953 **A 78.3 +0.678 **4

SXFIRLA AL * P <0.05; SHRGERAE P <0.05; 5 NaHS + W Z 4 LKA P <0.05

x5 BAXRMALR «-SMA B mRNA FIEHRIE(n=5,x+5)

-~ a-SMA mRNA OD {4 a-SMA &1 OD {8

ENN %14 K %528 K ENIPS %14 K 5528 K
xif R 0.467 £0.008  0.474 £0.010 0.463 +0.019 79.6 £0.790 80.2 +0.583 81.2 +0.748
MR R 0.619 £0.013 * 0.752+0.030*  0.909 +0.007 * 99.8+0.734"  111.4£2.822* 130.1%1.872"
NaHS + kB &R 0.531 £0.009 ** 0.582+0.093 ** 0.614 £0.015 ** 83.5+1.462 ** 88.3+0.710"* 91.6 +0.209 **
REH + Mok 0.596 £0.008 **4 0.685 +0.011 “*4 0.773 £0.016*** 89.1 +0.821**4 95.0+0.506**4 98.9 +0.95]1 “*4

SXTRRULILES . * P <0.05; SHESREZ UL ILE, P <0.05; 5 NaHS + BB Z U L. 4 P <0.05
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it LA R W W IR, 2 s Y H,S Al
F AR At | BE 4T 4R AL A8 0t 2 1, S &
RICHA & R $7R8 H,S 55l £ 2 fb ™ 5 R 4 )
A, ARSEIRZE R 7 | TR B 28 2 o 4% % il &4F
YRR AT IA s T IR 0 BB A R Ok R
ST AT 35 AT s NaHS + TR 82 R 41K B
V1R i 0 218 e Jili 2T 24 £ A 38 48 1 8 %o BR A A T, (HL
R R SR RS + TR E A A W, s
H,S 1] A R REAR M 0 28 S il 47 4 AL FR i, 1F— 25 5¢
2 HHLRIBT 2T AT g Il 27 AL B A T SR AL 5w
Fang et al'” BF 7% & BLAMEVE H,S @i F 4
TGF-B1 KB NI BLEF AEAN L (MRCS ) I8 1
B IV 15 A WL 2T 44 4, 400 1 497 U S 4 At
P VM EF4E1L . Gao et al "' FESNEME H,S X}l
LA U ZH 2R TGF-B1 Ko 245 45 2H 2 AF K R 711
TH/E 523 & B, BLM 11545 7 .14 28 KK
FUMZH4 TGF-B1 e CTGF 2 H A A B T
Z5F NaHS 4b P 5 45 Il 41 40 TGF-B1 K CTGF &
HRIAIAA 02 T, i — 2 UESE H,S PUlilief 4k ik
PLEIAT BE 540 TGF-B1 A 3¢, TGF-B1 & i #k2f
40 383 T 1) JUL 2T 2 4 i 2 AR ) O B 1
T, Hh e R HEMHT T TGF-B1/Smads 15 54 &
W FEEAE . TGF-B1/Smads {5518 HAE A B AT A A
1) AR A AE I, BRAE T AT e i A1 i J2:
S EMT SRR EMT 248 41
FEY AR -1 TGF-B1 S5 AT 2Rk 23 AR 1 7Y J2
MIFRICH N E-Cad , 5672 HHHA R BRI (A1 o -
SMA N-cadherin ) % JJLJ8 2T 24 41 B - 75 52 5 i 760 3%
JE AL I AR A B B 2T 20 40 AL I 42 a0 4 it
S A (A T AU FER 1) AT £F 440 & A
™ BEE 5 B R EMT 54k
AT YEAL B R AT A Ak B 28988 21 2k A OC S5 5 0 2%
PIAAE , & AT e fb 4 M kA S ZOR VR 22—, Bai
et al " WF5E LA SMIEME H,S ] 8 3 9877 TGF-B1/
Smad2/3 55 BEAM ] & FORE T 00 AS49 4 -
F 18] 78 e A R DB Ml 4T Ak, T i )
H,S Alifid TGF-B1 A S il EMT i £ , W 4% fili £F
Hefl, A28 5k SP M PCR 351 E BLM £k B
Jili F 2 AL A A 1 E-cad \ TGF-B1 , VIM fll a-SMA ¥
TR 25 R R 50 IR H DR B R 4L
57 KIFIR TGF-B1 M Bl bR &4 VIM  a-SMA 1)
AT mRNA ZKP NG5 | 17 52 40 B 54 E-
cad MYEE I mRNA K73 SRR S R AIG, il 27 4
PO 2R A, B B AR 2 A U 2L 2 3 A A )

JEHREL T EMT 2028, i UL HED EMT A i 2F 4k 4k &
A EE R, HY TCF-B1 Z VI, BNz S FE A
FRE SR LT Ak, WE R B R ANk Jeps ot —
PG GEHTET A4 254, ARG PR BRI FH R B S A3k
T R4S T PR AN I PR, AEATS A A ke B S
BITRT T Y . AT NaHS K ik Je i
PTG & B4 I E] 5 NaHS + 185k 5 2 41 ik
Jers + sk £ 4 TGF-B1  VIM Hl a-SMA & [1H1
mRNA /KRR 8 2 20 A A )RR B ARG, 17 E-cad
(A2 FIFT mRNA 7K P32 19K 55 R 4A A W) R B
i, HILL NaHS + FHEoRTE A 45 28 KA & 48R
H,S FI gl FEAIC TGF-B1 KP4l EMT i R
il T 44k,

IPF A0 HL 105 6 22, 7™ 1 fi 3 AN 2R il
AR 2018 4F 5 & 1 il 2T 4 1k 12 W7 i R S B 48
T, HATM CRRRORIT 25 . AR R N ME S TR
JeIK e AR G BB T 4 Ak 25 Yy AH 4k 1) i (8 PR AR
6 B 5t FLRIE K T8O 78 e b1, IR IR oA 12
B, 5% H,S/TGF-B1/EMT 15 53 % , A AT 3
S N e e IR I sk R I [ Ea S
YL FEAEF T 1]

o

I SR
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Effect of hydrogen sulfide on TGF-plmediated epithelial-mesench

ymal transformation in bleomycin-induced pulmonary fibrosis rats
Tu Rongfang,Zeng Saili,He Zhenhua,Tan Xiaowu,Chen Zhe,Xia Yezhou,Li Xuehua
(Dept of Pulmonary and Critical Care Medicine , The Second Affiliated Hospital , Dept of Pulmonary and
Critical Care Medicine ,Hengyang Medical School , University of South China ,Hengyang 421001)

Abstract Objective To observe the effect of hydrogen sulfide (H,S) on the expression of transforming growth
factor-B1 (TGF-B1) ,E-cadherin (E-CAD), Vimentin ( VIM ), alpha-smooth muscle actin ( @-SMA) during epi-
thelial-mesenchymal transformation( EMT) , and to explore the anti-fibrosis mechanism of it. Methods Sixty rats
(male SD) were randomly divided into control group,bleomycin group , NaHS + bleomycin group and prednisolone +
bleomycin group,15 rats per group. 5 rats of each group were sacrificed at random in 7th, 14th and 28th day. The
degree of alveolitis and pulmonary fibrosis was observed . The expression of protein and mRNA of TGF-B1,E-cad,
VIM,a-SMA were determined by Immunohistochemi stry and RT-PCR. Results (1 HE and Masson staining
showed that the lung tissue of fibrosis had the lowest degree in control group. and the most severe in bleomycin
group. The lung tissue of NaHS + bleomycin group and prednisolone + bleomycin group also had alveolitis and fibro-
sis changes , but the degree Were significantly less than bleomycin group. 2 The mRNA and protein expression lev-
els of TGF-B1, VIM and a-SMA in bleomycin group,NaHS + bleomycin group and prednisolone + bleomycin group
were all higher than that in control group at 7th, 14th and 28th day (P <0.05), while the expression levels of
them in NaHS + bleomycin group and prednisolone + bleomycin group were all lower than that in bleomycin
groupat each time (P <0.05), which was significant at 28th day in NaHS + bleomycin. 3 The mRNA and protein
expression levels of E-Cad in bleomycin group,NaHS + bleomycin group and prednisolone + bleomycin group were
all lower than that in control group at 7th, 14th and 28th day(P <0.05), but the expression levels of E-Cad in-
NaHS + bleomycin group and prednisolone + bleomycin group were higher than that in bleomycin group at each time
(P <0.05), which was significant at 28th day in NaHS + bleomycin. Conclusion H,S can reduce the degree of
pulmonary fibrosis in rats, its mechanism may be related to the down-regulation of TGF-B1and the inhibition of the
EMT, which can enhance the expression of E-cad and reduce the expression of TGF-B1,VIM and a-SMA.
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