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fE Z TR R MEMh 5 {7 i Tribbles FRER 3 RiATWL

TEEm, L

#E B#®  #RIT Tribbles [ 5 1 3( TRB3) 7 Jif 2
( LPS) B2 e ( ALD A28 fk KL p38-MAPK {55
WKWK AR RN SEE: B LPS 3 ALL K AL A,
435 ml/kg A= FEEL K 2H 1 5 ml/kg LPS )38 40 , 492 2H 44k,
2E AN I 2H 41 TRB3 25 14 3R 35, RT-PCR A& il fii 20 21
TRB3 mRNA Fiko fRIMSLEG: fRH0KE 3% R BN 4 Im 45 P B
YAfL( PMVEC) , KEHL4F N LPS 3% 4H( 0.2.4.10 pg/ml LPS
3 EE 4 h) JLPS B2 (10 wg/ml LPS 43 FI5F & 0.4.8.
12 h) Fi1 p38 551 ( SB203580) T~ FHLH( 43 1EH X AL 10
pg/ml LPS £ .10 pmol /1. SB203580 £H .10 pmol /L SB203580
+10 pg/ml LPS 4]) , Western blot ¥4 ll TRB3 % p-p38
1 p38-MAPK ik, &R P4k %k R KB
REFNAR L 7 4335 TRB3; RT-PCR A& kil K FRUIH 2 LA K
fl PMVEC ¥j35 TRB3 mRNA; 54 33 /K 46 b4, LPS 3
ALL FCEUiZH 4 TRB3 mRNA 63k 5 2 501( ¢ = 15. 524, P <
0.01) ,LPS 53 7K B PMVEC ' TRB3 mRNA k881 ( ¢
=7.549,P <0.01) ; Western blot ¥ i 7 PMVEC ik TRB3
B FRIB R LPS YREE( 022410 wg/ml) H§ Az i 7
LRGN (F=12.619,P <0.001) ; ik 2H TRB3 &
HRIAET 4 h k@, Zf5 T8 h B T 0h, 256
Siit2E L F =11.273,P <0.001) . THi4H: 5iF % % 1R
HIL#,10 wg/ml LPS ZH55: KR PMVEC (1) pp38.TRB3 &
FRA R 2 (1 =49.121.15. 113, P <0.001) ; 10 pmol /L
SB203580 + 10 wg/ml LPS 205 10 pg/ml LPS 4 4%, pp38-+
TRB3 4 #5i68 Tt =7. 040.11. 900, P <0. 05.0. 001) ;
10 wmol/L SB203580 £H %} K i, PMVEC ik pp38 & TRB3
AT, 5IEHE X BA LR, 25 LRI E L. &it
LPS Z{ ALI i TRB3 ik, TRB3 %3k 3% p38-MAPK {5
53 BRI
XKEER g2 b M P9 R 41 H; Tribbles [A] 5 & 11 3; p38-42
4 P R
hES%EE R 345.5; R329
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g Z ¥ ( lipopolysaccharide, LPS) 2175 & 2 t4
W 5 38 27 A 1F ( acute respiratory distress syndrome,
ARDS) M EZEEURE Z" BT " @R LPS WiE
b — R I 30 B O I N B AR s S R T,
Bl 381048 N 2 4 9 ( pulmonary microvascular endo—
thelial cells, PMVEC) Jf& T aJ il S il 451 475 ( acute
lung injury, ALI) ##2. Tribbles [F]Jf4E [ 3( tribbles
homolog 3, TRB3) 237 A& MY I T4 85 11, AL H
ATP 2567 13 LA K B RE 235 7 IX B, i 2 A A A% O
Fe1) it TRB3 AN H 4 25 PSS 1, 4 T e 5
HEMEE A 2 5 m i . 2T
i TRB3 Z 541 T L L5 ARDS KAl
TR A DL - PRI, i 58 405 T LPS 3K
ALT KU R, 107 1] B 95 20 234 27 3% e RT-PCR ¥
WLEEN 2 21 TRB3 3k 1% 1L, 1K &b 15 F% K Bl PM-
VEC.RT-PCR Fl Western blot #£#15% LPS i TRB3
FIRAL AR 22 BT B O ( mitogen-ac—
tivated protein kinase, MAPK) {553 X+ LPS 55
TRB3 3K 520 -

1 #MB5ERZ*

1.1 SBHYREEMR O 0¥ 5k E.
100 ~ 120 g 1250 ~300 g.SPF 9% SD e FU [ 2 2%
BRI (A AR IE S SCXK( fig) 2011002 J;
@ #1 Bl Dulbecco Pk B Eagle /&5 4 55 77 3% T
( DMEM) K Jifi 4= 1fiL 3 ( 31 Hyclone A7) 5 St K
F. TRB3 £ 7o ediA ( 35 [ Merck Millipore 23 ]) ;
HTR B LaminA /C 2 58 BEHUIA BT KE p38 £
SEREBTIR RITR B pp38 £ FeREHTIA. p38-MAPK
504 SB203580( & [H Cell signal /A7) ; 449
RRICHFEDUR TeG LR CD34 Hik B i 4
TR ICH) 00 1gG( BB L8 TRRA
RN F]) 5 FITC FRic 0y A8 ) e 4R 32 ( L [H] Sigma 23
A)) ;5 RS E RO AR IR & ( 36 Pierce A H])
B ARG I 50) & (L AZ S AR D EOR A FR
N 5 W5 SRR £ ( € B Thermo Fisher Scientific
AH]) o

1.2 7k
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1.2.1 KK AL R M SIocu™ mg, ik
#2250 ~300 g filt Fe it SPF 2% SD K B F AL
W FRE 2 H( B 8 K A FHERKZH (S ml/
kg Az BER 7K # DK R ) AT LPS 2 (5 ml/kg
LPS Bk iES 5 WL 6 h) -

1.2.2 XA PMVEC 4 & AAEE SHAN
W AL S I HEAT . S A AR AR vk
BAEEMRK 3 ~6 h 5 PMVEC, 5 25 pg/ml
FITC #ric 1) 5 4H 4 456 £ % 76 W % 5 40 min, ]
T B SO W R LSS S C IS, SR R
CD34 HifR( 1 : 200) 4 CHEF LR, LW RLFEITR
IgG (1: 200) .37 CH# 7 20 min, DAB 4 7, b fi
BELEE .

1.2.3 #AAEAFFILRXIMALEF TRB3
Aik 3% H,0, FRIFE K ERMGA L, L= il g
1, bt R B TRB3 £ sg BEHTLAAR (R Bk EE R 1 -
100) 4 CHEH L&, WA Y R hric — 41,37 CHy
H 30 min, i NHAREEFRICEE R BN (18K, H . DAB
WA ZY B R B TR A

1.2.4 RT-PCR 4 TRB3 mRNA &k fitiZl4!
SPHREAE R RAFIEE 3 ARAI ML 2L J5 , Trizol — 251
PR BUIM 21 4Ll 40 B B RNA 2 41835606 B -0
FEIFUREE RNA ¥R . &L RNA 70 CARBAMG, S
HE A SR & U B 43 58 B ¢DNA & AL TRB3: [
W51 #): 5°-CTATCAGCCTCTGCTCGATG3”, T i B
#): 5" TCTTCCTCCAGAAAGGCA3”, 418 K B hy 327
bpo N % GAPDH™: [ 5| 4): 5 -GGCACAGT-
CAAGGCTGAGAATGS3”, F % 8] #): 5"-ATGGTGGT-
GAAGACGCCAGTA3”, 4 KBt 41 496 bp. PCR %
25 wl SBAR R P88 454 94 CHIAS M S min, 94
°C .50 5,54 °C .40 5,72 °C 45 s JEFF 30 ¥k ,72 °C %k
15 min, 4 CLRAF. YT 1% BEBRHEEER LUK, DU
EAH HWE MY GAPDH FR40% B, H(E A i
mRNA &3k 2 (A X Ak o

1.2.5 Western blot  FF L4 17773, PBS ¥k
G RS A D i PBS, 20 it ) ] )
YRR A 3 4K PMVEC, WC4E & A 4 i i) PBS ¥y .4
CEDHLESO G 58 LIS A8 RG] G 4R R
B 322 6 fLtl b JE g2 58, PBS YR T 5 4%
RIPA 24 « 28 11 00 1) 70 PMSKE B 7% 0 o1 550 o
A 6 fLAR N %L 3 48 PMVEC,30 min 5 IS4 240 5
EH. 10% 57 B 5% FUZ b7 8 [ ik, &
F% B RR AT AE N 1, 5% Wig 4 W % i 141 4 h
J5 53 T bt K B TRB3 2 st SR (i Bk B R

1:2500) bt kKR p38 £ solEhi i ( # Bk il
1:1000) AHIK pp38 2 FCREHTMA (i e vk B2
9 1:1000)4 CHEE LR AR A REIRIC
PP %R TeG VIR ( R BRI EE S 12 20 000) 2 i i
H 1 h, R &SRS 5, PO A
1.3 K. ERMFRLRSE O B
R4) ¢ LA 10 pg/ml LPS 435380 B PMVEC 0.4
8.12 h(n=5) ; @ WAL ( HEELA) : 43314 0.2,
4.10 pg/ml LPS Hli A B PMVEC 4 h(n=5):® F
TRSLE (T Hd) « 43 R IEH X B4, 10 pg/ml LPS
#4110 pmol/L SB203580 £1.10 wmol/L SB203580 +
10 pg/ml LPS H( n =5) .

1.4 SEit=40E SR SPSS 16.0 Goil 2k 3k {4 it
FIo0HT B DA x = s R0, AR LU AR A « K5,
LR R IR R 7 2234, P < 0. 05 Ry 26
SAGIEE L.

2 HR

2.1 PMVECKSMEFRSEE IKIMEFEA AR
PMVEC % & B WAL S B2 RIL sl 2 HE K/
5] BRZICA B R A A HES ], CD34 21 fufh =
Yy 5 ULAH IR 5 (5 ) 3, S SR AR B (8] 1A) ;

FITCHRIC Y 5 A% W) 5 4 R 45 6 1l 56 FH % PMVEC
BB EIOE( K 1B) .

2.2 BH#A43%0 PMVEC /1 TRB3 %3% TRB3
PEL LA 7 G 8 (1) R BRI 40 S8 T L 52 il v BE
(& 1C) FufR b B2 ( B 1D) ¥ e v R 5, il
iz 203635 TRB3 £ H; RT-PCR &K K FUit 2 41
ARSI F2 KB PMVEC #2235 TRB3 mRNA; 5
HEEER K 4H b %, LPS 3 ALL K ERUi414! TRB3 mR-
NA 23K B ZH1( 3. 675 £0. 423 vs 1. 056 0. 209,
t=15.524,P <0.01) ; 54 #RER /K2 LA, LPS Hilii%
BBl PMVEC H TRB3 mRNA 2314 /1( 2. 098 +

0.317 vs 0. 612 +0. 314,1 =7.549,P <0.01,[&] 1E) ,
2.3 REKE LPS 3f PMVEC %i% TRB3 EAH
B0 TRB3 FikitE LPS YEREF(0.2.4.10 pg/ml)

BB W, 4 5k (0. 169 +0.089) (0. 198 +

0.071) .(0.338 £0.089) .(0.494 +0.118) , L. 10
pg/ml LPS H#ili% PMVEC 4 h i} TRB3 k&, 50
pg/ml LPS Jilj#% PMVEC B} Fb 25 A it B X
(F=12.619,P <0.001) , WLIK 2A.

2.4 A [FEEHE LPS ®# Xt PMVEC %% TRB3 &
BHEEMm 10 wg/ml Ji#% PMVEC J5, TRB3 1%
ki F4h ik &% (0.443 £0.087) ,8 h J§ F B&
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E
bp

o ’ .. " &2 7'.3\’.0 7 ?‘:uf Markerl 2 3 4
BEREIRILE ~ 5

5 " 3 000

¢ __].: e ,‘.‘-23‘5?..:,_;‘_- 2 000
3

- |
Y.

- -.7 X s 1 o
AP EPRG A, Bea b e
" ; : X b b O 200

-—?nfi\f.__-A Bf{.,iu,.:\;i"CE' bow 3 p

1 X PMVEC $5fE % TRB3 kik
A: 4% CD34 IMfb-FYe e %200 ; B: 906 BB ER AN FITCHRICH S BEE R Y @t x400; C: ilifl i x200; D: fi2 I-
KA x200; E: RT-PCR A6 BUII 4140 . & Bl PMVEC #4351k TRB3 mRNA; 1: K FUB#IKIE ST 5 ml/kg AEFRERKJG 6 hy 2: Kk BURBER KA 41
5 ml/kg LPS J5 6 h;3:5 ml/kg A= IR K FE B PMVEC 4 h ;4:5 ml/kg LPS JCK B PMVEC 4 h; TRB3 Hiiffk e o K RIGHE S, HinEH 2

RO BIERS) RO

(0.303 £0.107) , P4 TRB3 HAER KR ET 0 h
(0.159 £0.073) , Al b2 FA G FEL(F =
11.273,P <0.001) ; TRB3 Z&[1F 12 h yE£kREE
0 h b 22 5 G4 X, ILIE 2B.
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R .
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TRB3/Lamin A/C

El2 LPS #i§i%5S PMVEC %% TRB3 B

A: REHREE LPS XF PMVEC 23k TRB3 25 (1A 0; 1: 0 pg/ml
LPS %% PMVEC 4 h ;2:2 wg/ml LPS 3% PMVEC 4 h ;3:4 pg/ml
LPS #ili# PMVEC 4 h ;4:10 pg/ml LPS 413 PMVEC 4 h; 50 pg/ml
LPS #il# PMVEC 4 h 45 * P <0.001; B: 10 pg/ml LPS Jli# R [R
I ARX PMVEC 2634 TRB3 28 (109 5 ; 1: 10 pug/ml LPS i PM-
VEC 0 h ;2: 10 pg/ml LPS 41 PMVEC 4 h ;3: 10 pg/ml LPS 413
PMVEC 8 h ;4:10 pg/ml LPS 41§ PMVEC 12 h; 510 pg/ml LPS #
# PMVEC 0 h L2 P <0.001

2.5 LPS %S PMVEC X% pp38 HIEH X
2 H 4,10 pg/ml LPS 55 K f PMVEC (1) p-p38 &
FZR R 0. 660 +0. 100 vs 0.227 +0.085,1 =
49.121,P <0.001) ; 10 pwmol/L SB203580 + 10 g/
ml LPS 20+ pp38 #H [ # A ( 0.557 +0. 125) #;
10 wg/ml LPS 4 N[ (¢t =7.040, P < 0.05); 10
pmol /L. SB203580 £H X K il PMVEC 3k pp38
H e, 5 1E 5 B i, 22 7 gt 2 Lo
UL 3A
2.6 SB203580 %t LPS i 5 PMVEC %% TRB3
G0 SR XA 3,10 pg/ml LPS 41155
K EL PMVEC f#) TRB3 & |13 A3 55( 0. 461 £0. 097
vs 0.178 £0. 084,1=15. 113,P <0.001) ; 10 pwmol /L
SB203580 + 10 pg/ml LPS 2 TRB3 # A EK A K
10 pg/ml LPS 2H 5 3 F [ ( 0. 306 +0. 077 ws 0. 461
+0.097, + = 11.900, P < 0.001); 10 wmol/L
SB203580 ZH %} & i, PMVEC ik TRB3 JLivm, 5
IO BRA AL, 22 R e gi it E L. WK 3B,

3 itig

ARDS & HLiilJ& PMVEC 38 i M DL K fifi i i
EIIRERRAS , Gill et al 38 1 8 7 e MLAE 19/ B
BT % B AL 4 D) g ZX L P 3@ ik PMVEC 147
T, #2278 ARDS 5 PMVEC #{ T-AH %o #F 5% Bon
TRB3 ] RAEALFT-VEF, 10 Qin et al " % TRB3
2 5 B NS TR S A0 T Guo et al "V iE
B TRB3 2 5 = WA AT #R Ik ) K 4 i o 1= {0
A W5 MW TRB3 B A A P 0E T AL,
TRB3 A5 10 5 4 i 98 7~ , P ik, TRB3
Z 5T RS R L EARLE T e AT A
FMANMIZEAI 22 5,84, TRB3 &7 2 5 LPS 3
ARDS % B 15 T LUG M — 2B A 5%

AN 5 1 2 3 2 3 PR ARG 2 A e g 4l Uk F
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%) 04
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3 LPS 55 PMVEC %% pp38 &
SB203580 i§#= LPS S TRB3 %kix

A:10 pg/ml LPS Ji|# PMVEC J5 , Western blot #:4& | p-p38 32
$%4+; B: 10 umol /L. SB203580 5 10 pg/ml LPS BE-A i PMVEC )5,
Western blot ¥ 4611 TRB3 2¢3A; 1: IE# X IB4H; 2: 10 wg/ml LPS 4;
3:10 wmol /L. SB203580 £; 4: 10 pwmol /L. SB203580 + 10 wg/ml LPS
Hl: SIEH B HA:" P <0.001; 5 10 pg/ml LPS 4 HE: *P <
0.05; 55 10 pg/ml LPS £ Fp4%: 2 P <0. 001

et ik 5L K U4 41938 TRB3 JEPIFIER (1, ik
— 5T W LPS Bt ay ALL K ERUitiZH 41 TRB3
FE IR N, $278 TRB3 nf 825 LPS i fit ALI
BRI AT PRSNGSR ARDS & 93 (1) 55 2241
A —PMVEC, 7~ LPS S5 & 5 i a4 fi v A
PMVEC %3k TRB3 & 1, #£ 7/~ TRB3 {E N T-15 %

TRl igS 5 LPS 8 PMVEC $ifji. X — &MY
Liu et al "™ BF5%— 8 LPS H #0516 15 37 14 /0N B
TS N B 4B, 5 ALY caspase3 LA B AH R T 7
YRR M. KU, AABFSEHEIN TRB3 25 LPS
ARDS & i #2, H 32 %238 1 75 PMVEC 3R ik
TRB3 }Jinf 7=, {5 TRB3 S Anfaf ¥ T i 1
G5 S5 LPS 3 ARDS LW HISR ADFF .

BEAE B 52 WK LPS A0S 40 i N p3s-
MAPK {55538 % , AW 5% 87~ LPS REA 2L L% PM-
VEC v pp38 R 33k, i LPS 7] fig i & i % PM-
VEC f p38-MAPK {55 5 38 ¥ I8 2 4 i 38 3% P 4
T=o Liu et al " &8 p38-MAPK 5 538 B4 S04
il 7]—SB203580 1] T i LPS 55 PMVEC J{ T, 4
SEH 7 SB203580 L HE A AL T U LPS 55 TRB3
I, $E7R p38-MAPK {553 % 1I G i o 4 4
TRB3 %3k £ 5 LPS i55 PMVEC J§1-. 5T TRB3
55 MAPK AH 5.1 FH 0 2 40 i Th BE i iF e 4 £,
Guan et al'™ 29\ >} TRB3 fig 5 MAPK ¥ 5 TE i &5
AW, N dEHT MAPK 544, XA UTER TRB3 J5 , LPS
F3 5 S THP 40 g p38-MAPK Jif 4 38 Jill; Kiss—
Toth et al " 33k TRB3 55 14 19 Jfi ki % A Hela 4
J, WL F] p38-MAPK Ji%4: B S 4kl , A 0 , TRB3 17
PEJEHE p38-MAPK {5538 # - ASBFFE R LPS 3%
() p38-MAPK IEJE#s PMVEC %3k TRB3, \ifii & 5
YA D) BE R 55, (H G T TRB3 5 MAPK 553
£ PMVEC H (156 2 AT FRER ARG o

25 L, AR S50 iR K BN 2 2R KB PM-
VEC ¥j3%ik TRB3, LPS il #1755 TRB3 ik,
H TRB3 ik 3Z p38-MAPK {553 B I 4%, M1 9]
H:AfEWT TRB3 Al A2 55 LPS £t ARDS &g it &, N
#E—25 T fif ARDS &I AL $2 AL B A -
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Effects of lipopolysaccharide on the expression of

tribbles homolog 3 in acute lung injury
Ding Jingfan, You Qinghai
( Dept of Respiratory Medicine, The First Affiliated Hospital of Anhui Medical University, Hefer 230022)

Abstract Objective To examine the expression of tribbles homologous 3 ( TRB3) on lipopolysaccharide ( LPS)

induced acute lung injury ( ALI) and its relationship with p38-mitogen-activated protein kinase ( MAPK) pathway.

Methods Rats received a intravenous injection by LPS (5 ml/kg) as models of ALI and a intravenous injection by
NS (5 ml/kg) as the control. In rat lung tissue the expression of TRB3 protein was examined using immunohisto—
chemical staining, the expression of TRB3 mRNA was determined by reverse transcript polymerase chain reaction
( RTPCR) . Cultured rat pulmonary microvascular cells ( PMVEC) were randomly divided into dose-dependent,
time-dependent and intervention groups in vitro. In dose-dependent group, PMVEC were stimulated by various con—
centrations of LPS (0, 2, 4, 10 pg/ml) for4 h, and in time-dependent group PMVEC were challenged by 10 g/
ml LPS for different time (0, 4, 8, 12 h) . In intervention group, PMVEC grown in normal medium or medium
with 10 pwg/ml LPS for 4 h were pretreated using p38-MAPK inhibitor ( 10 wmol/L SB203580) for 2 h. Western
blot was used to examine expression of TRB3, pp38 and p38-MAPK. Results Immunohistochemical staining
showed that TRB3 protein distributed in rat alveolar walls and glandular epithelium. Increased TRB3 mRNA ex—
pression using RT-PCR were found in lung tissue of rats injected by LPS when compared to those in NS group (¢ =

15.524, P <0.01). Increased TRB3 mRNA expression using RT-PCR had also been found in PMVEC stimulated
by LPS when compared to those in NS group (¢t =7.549, P <0.01). In PMVEC, LPS significantly increased the
expression of TRB3 protein in a dose-dependent manner (0, 2, 4, 10 pg/ml) after stimulation for 4 h ( F =

12.619, P <0.001) . At indicated time-points after PMVEC were challenged by 10 pg/ml LPS, the expression of
TRB3 protein raised at 4 h , then decreased gradually at 8 h , but still was higher than O h group , there were sig—
nificant difference ( F =11.273, P <0.001) . LPS significantly increased the expression of pp38 protein after
stimulation for 4 h when compared to the control group, LPS also increased the expression of TRB3 protein after
stimulation for 4 h when compared to the control group (¢ =49. 121,15. 113,P <0. 001) . SB203580 decreased the
protein levels of p-p38 in response to LPS, SB203580 also decreased the protein levels of TRB3 in response to LPS
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ZmEREEH EZH2 3
NK/T itk B 488 2 B Al 1L 97 80U 1 80 22 i

BEEE, RN, EHE, EEE

WE BM HWITZRERE N EZH2 X5 NK/T #E
JRAMM AT U E R . ik R MTS SZ8el 2
NK/T 3k B 75 20 Bt Bk SNK6 X+ G il J52 1) 2 %5 390 o 3k pig
(ICs) » FIFHERPE KA R A- 10 52 T4 EZH2 %t SNK6 41
MR O R ( SER) 5 38 53 R AN Annexin V/PL YL
R 4n A T, 37 Western blot YLK I P8 T- & 11 caspase3
H1 PARP B W4t i 7K Fs e o Seae il EZH2 40 )5 X
HCAS LR DNA BiErm. &R T3t EZH2 FRACE 7Y
IR 1C5, 2470 2. 54 A%, T3 i PU M i 25 5 | iR i M T
TUER EZH2 BE#% 45 & SNK6 40 Jid i ikt J7 B0k Pk, SER =
5.855; $R SRS R AN IA T, T B AN s R T2
WA BN Z5 S0 DNA Hiif5. 4518 EZH2 nf LR
e NK/T 4k U988 448 B 1) T30 Ay 7 U

KA BE NK/T k5 EZH2; AT SOt 40 i i
T7; DNA $#15
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N NK/T K BA o AR 2R B 2%, i
e = A vA 7 B, ELX G B LR S 5T
AN HT NK/T kSR a2 A
T O LA AT AR ES & 2581007  ALST U7
MEZEEIRIT I S FEAEAE 5000 R 45%  64% F
86% ; [BAIAT 57% )i H 1EVRIT G LAENE & .
TR : 1k 25 Wt 245 LA Ry R4 2 TR & &

2017 -03 -27 #£Ix

B TH: F K AR AL (S5 81201743) 5 rh [ 7 a1 5t
4x( 4i'5:20123420120008) ; A i+ G R AL & % 1)
11 H ( 45 2015B053)

YR BT RRIERC R — MR ERE Mg PR 7R A e
230022

VEFF R Av: SRER7T , Lo, UL FST A
BHE B B, AR BRI, AL A S0, BEAEAE AT, E-
mail: xrx2041 @ 163. com

M EE S R 3R . AL, BB NK/T ik B8 0 AT
3 RTBTHRBT 73 AL B i IR 4 NK/
T bR U 98 19 kA o g e 4t 1 o 2 1) 2 2% 1 ML
EZH2 B2 AN E AL S 2( polycomb repressive
complex 2, PRC2) i) — .0 H My, HEAHEH
H3 %5 27 (v 8 & B2 ( histone H3 lysine 27 methylation,
H3K27) ¢ ek i 2H A = W AR RS I 05 7, ml
o198 i DR 3 SR o], 7T 5 | A e R 1 R A N R
JEEY L UERERIES T IR S zeste JE K 14T
F-I6lJE Y 2 ( enhancer of zeste homolog 2, EZH2) &
HPE AR 2 I8 vh A e i Rk B4, 19 T ip 5]
Jigi ~ FUIRIER < B A IbK (R S <5, HL EZH2 1Y
FIR ARV e () S0 A J 2 DDA OG . e i E
g8 R EZH2 AT AR E NK/T 9 L2558 20 i 1) 38 7
Sk SR, & T EZH2 5 NK/T i L8 it 77
TR E YOG 22 i R A AH DG - RIS
#t vy EZH2 1) 5, i NKT bk T 20 M bk SNK-6 4 fifd
FRIFaE DU , 32 ) MTT £k — YR A% | Annexin
VI PT RGN 20 e 4 7 55 S50 J7 VA0 A0 [ B EZH2
X5 NK/T bk U988 40 B s A o7 UM i 2 o, oy
NK/T bk G 7 $ A e -

1 #MR5ET=*

1.1 HRaRFERF bt NP rEkESUA EZH26
( ab133736) Ity H 2£ [E] Abcam /A F]; FaPt A Cleaved
PARP Antibody ( Asp214) i A\ Cleaved Caspase-3
( Aspl75) FiiA BTN B FEBEHTIR Phospho-Histone
H2AX ( y-H2AX) . fedt N p53 455 & A 1( p53
binding pro tein 1,53BP1) &g H 3£ [E Cell sig—
naling technology 7\ F]; AnnexinV-FITC Apoptosis de—
tection kit I H B 72 Vazyme Biotech 7\ #]; Aqueous
One Solution MTS assay I H 3% & Promega /\ 7 o

(t=7.040,11.900,P <0. 05,0.001) . SB203580 alone had no effect on the expression of pp38 and TRB3,when

compared to the control group,there was not statistically significant. Conclusion ILevels of TRB3 protein increase

in LPS-induced acute lung injury, and is regulated by p38-MAPK pathway.

Key words

lipopolysaccharide; vascular endothelial cell; TRB3; p38-mitogen-activated protein kinase



