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[# E] BHy HITELYRERKEIS 2 4k-8 (PPAR-B) 7E 2 IR 45 (ALD) KA R B a SRa1E A, AR RO L
iR/~ ALL/ARDS B &7HLIE, 35 ALI/ARDS MBTAREIEIERM, A& RASEIKESIESH (LPS) #J7 i RH AR ALL
R, BEHLSY Syt FRLLAN LPS 41,k 5F 8 RT-PCR J7 ikl 2 ML 41 PPAR-B mRNA (YRR B AL E R BENEHFAR
PPAR-B & [ # A7k ; RIIHI E 30 ik il K447 L 408/ T (W/D) Hefd it 4148 MPO 35 1 Db MR T A SUR B AR b &R
LPS 41K R, Pa0, BEWEAL (P <0.01) , 4141 W/D HofE el 43Rt ALY (MPO) ¥E ¥E LR I SU R ALY B E TR (P <
0.05) . S b BRx B4 KBS AT ik PPAR-B 2, EE AT i b £ 40 Ay K i ) BT 40 L ; S5 %F FRAAL A EE , LPS 4 K RU
Y PPAR-B HAMRKH BEFR (P <0.05) , S A 7EMIL L B MR S e 40l . RT-PCR 455 Bnxt RAMARR A —E B
PPAR-B mRNA, 5%f FB4H o4, LPS 4 K U440 PPAR-B mRNA fRAB B EA R (P <0.05) . Fik EWKRMNE ERARE
Bl R 41 Ma7E2E PPAR-B, 7t ALI JE it # H PPAR-B 2 FIAI mRNA Riky i E1/n, #2758 PPAR-B WS ALl MARIERBIAHX.
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Effect of peroxisome proliferation activated receptor-p on acute lung injury in rats
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na)

Abstract; Objective To explore the effects of peroxisome proliferators-activated receptor-g ( PPAR-B) in the pathogensis of acute
hung injury ( ALI) and provide the rationale for prevention and treatment of ALL/ARDS (acute respiratory distress syndrome). Methods
The model of ALI rats was established with lipopolysaccharide (LPS, 5 mg/kg). The rats were randomly divided into control group and LPS
group. The semi-quantitative reverse transcription polymerase chain reaction( RT-PCR ) technique was used to detect the expression of PPAR-
8 mRNA in the lung homogenate of rats. The immunohistochemistry ( IHC) method was used for determining the protein expression of PPAR-
B in the lung tissues of rats. The ratio of lung wet-dry weight (W/D), arterial blood gas analysis, the activity of myeloperoxidase (MPO) in
lung homogenate and pathological change were observed respectively. Results The PaO, of arterial blood gas analysis at all time in ALI
group were significantly lower than those in control group (P <0.01). The ratio of lung W/D and the level of pulmonary pathology accumu-
lated points and MPO activation at 1h, 2h, 4h and 8h in ALI group were significantly higher than those in control group (P <0.05). The re-
sults of immunohistochemistry (IHC) showed that the slight protein of PPAR-B was expressed in alveolar epithelial cells and lung interstitial
substance cells in the control groups. relatively, the protein expression levels of PPAR-B increased significantly in the lung tissues of ALI
rats( P <0.05) and it was mostly expressed in alveolar epithelial cells and lung interstitial substance inflammatory cells. The results of RT-
PCR showed the slight PPAR-B mRNA was expressed in the lung tissues of normal rats, relatively, the expression levels of PPAR-B mRNA
increased significantly in the lung tissues of ALI rats (P <0.05). Conclusions PPAR-p was expressed in alveolar epithelial cells and lung
interstitial substance cells in the lung tissues of normal rats, the expression levels of PPAR-B mRNA and protein were increased remarkably
in ALI group after LPS disposal, above results suggested PPAR- alternation may be concerned with inflammation in ALL
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1.1 ##

72 B{EREHENE Wistar KB, AE (170 +24)g( HE =EE
KL EHYPOREL) RS REN 44 LPS 4 (n
=32) MR B4 (n =40) . REALERIZER 12 h, BHDOK, A
10% #h PR F K E VS T (50 mg/kg) JE HE T 5 PR . LPS 2R A
MEESTER L 5 mg/kg TR BRIk IFE ST LPS; X BB 2 51 HEA
SRR A TREN K . B4 JEH LPS 40 B kd R 4R 43 FF B IR 5 v
IEHARKE, HRAETEHHTOh XFEEF1h2h4h8h
Bt A AR BE , LPS RS e R G R RS, S BIEBUS /S 1 h.2
h.4 h.8 h B HE SR, L3 A B R R il 790 349 R FH T sE BL o
BB EETRACEE, A T3 sh bk B 0B B A T3l o
AT ML 5T 28 BTG R AT 2 b 3
1.2 HARE

SRAEFRARG K K RS IE AR U0 0, 43 B 3 3N ik o
WE R 7ETUE BT AH SRR A B SRS E KM 0. 6 mL
HFsh B <54 REFS K 3 mL ¥ A KERE P EL
(4 °C,4 500 r/min,5 min) , B BI04 A TR0 2% F A AL T 45 F0
RIEETF . SRIEKREHMANFE, FI TR, 2 BRATAE, WL H
SR, BYBRA B R i, A 10% BB TS IEE E , 24 h PSR AR
. BRRREBUNHL 0.4 g, A 9 54 B K AHS
IR 10% 513 8,4 C,1 800 t/min, B.0> 8 min, HH F
#,20 CHRAER . BEWEMNT M AR EHHEERRIC
J5 , REBRAFTHRFEH ZRERMHH8/T(W/D) 1
{EIE
1.3 WEIAFAFS %

L3.1 —fgiEs RS ARG RIBOR L 75 3 1R
L%,
1.3.2 WS40 BFRGUSESIRKM, A IL-1620 £ <o

00052 B Bk i 443 IR ( PaO, ) 464847 o

1.3.3 W/D lEME  RARZ THRE. MAAKEE
J&, BEE TRIEN,70 C, K55 4 mmHg 05T 4% 24 h 55
FE, 5 W/D HE,

1.3.4 fiiZH 2R 88 E AL ) B ( myeloperoxidase , MPO ) J5& 4 59 1)
£ BRESCER{3 IS, BRI S, R R PSSR
FRE, ASIHRER D, A SR (RAG T 7S e 2 = 1 e R AR P
22 bk pH6.0)S mL, K41 % 30 min, R E % RL 3 1K,5 000
x g B0 15 min, B EFEW 0. 1 mL, M A KRR (BERR 2% v
pH6. 0 —EhBRAPIX I 7 ik i EAL R 2. 9 mL, IR, A0k
BEHHM B K 7E 460 nm &b IOE MR ER, — A MPO JE P40
SESCH 1T min R AR, IFHA F MPO DA% 4R
MPO &N RN , B MRARE L, SR BULFE.

1.3.5 JRHESEEE KBNS FEAE AR RL
BAYNEENEER B . SEMER 10% BB W E & A B T ot
A8 YIH (5 pm) HE 368 65 B T W, WP
Aggtr - O 8] B 7K ik s @ i 7K Bl ; @4 AE 4il iy 182 1 ; DAt ¥

Hill; @FBABIE AL @ ATK ., ZHICER[4] U RRER
EHME. B P ESHL 01,2384, X KEMARBR G
IREE R ETLERI.
1.4 RT-PCR

Fiti4H 28 5 RNA 3R H Tripure (Roche, 38 [ ) $2 B, A& #R4E
HE IR LA B AT, BB B RNA 5% AR cDNA;
primer premierS 3K {4 % 7+ 5| ¥ (PPAR-B: P1:5’ -CATCCACGA-
CATTGAGACG-3’ , P25’ -GACTGGCAGCGGTAGAAC-3" ; GAP-
DH £ R FEPEXT BBS (4. P1:5° -CCATGGAGAAGGCTGGGG-3”
P2.5’ -CAAAGTTGTCATGGATGACC-3" ), & F RT-PCR X
& (RNA PCR kit Ver. 3.0, TaKaRa, K% ) % 5 RNA 53R
cDNA SRS INANF FM: 519, #4T PCR R, RAFI0F :94 C
30 5,56 C 30 5,72 °C 2 min, 3t 35 MEH, P HEF=H2 2% B

EVEBERS HLIK , B IR 43 T R 5 W S 4% & 43 06 % B {H (imte-

gral optical density,IOD) ., PAIF]—8& P45 B FIZH (PPAR-B)
SHNBRIG4SE%E HE(I0D) , BT LR 4 25 B (nor-
malized integrated intensity, NII) , /8 mRNA FIX} 5K &, I
HEATHT,
1.5 S@uapisie

R SP o 20 Ak Y 13K & (SP-9003, P2 A I R
FRAR], bR T REA A E R A, RERESBEANE
AT, BHSAHMAER 8 kA A, 2B DUEE
B B H S IA LS PPAR-B B 5i 244 IgG(Santa cruz, %
H),4 CIREAR. ZREaNEMEYEHREILE G, =
18 20 min, 3 INBRAR S E ALY BRI ERBOR O B TYEW,
37 CH¥H 20 min, DAB 365, B fa #EAT B4, IR A 3K
( x400) , 5K FEYLER 5 D HLEF, i A TIGER920 B4R 4347
RGN B IR C R EEMER, 5 RN E AR
Je# B (10D)  BUEHERRIZIF AR Y68, PPAR-B EH
FIRMAHXTIREELL TOD (HRR o
1.6 %t o4

B BB A S + bRt (x +5) FR, R AT SPSS 10.0
ST HAT c RS RE R Z T, SR P <0.05 &
REGIT#E L.

2 R

2.1 ALl A &#EL

ST ERA KRR RN — BB R, R, WSS A,
REIE ISk DRI A N B LR R LPSAKR
TEF KIS LPS 245 15 min J5 B AP R 248, B B ] 4 2040,
4 50 min J5 , AR B EA S .. MBEFREEHE—Fm
&, T2 hBEEE, PRARG RTINS S 4 (62.33 £8.12)
WHE 5404 (164.76 +20.31) K, 547 LLEE P <0. 01 ; [Rlif
e B H BT , JUL3K R B, SRR R R 55 AR R
LR, BG4 h 8 K RPRE A R RS, LR
SAERA R . BB KRB R T RIS —2 ME, /b
FEFEEE BIKRESENR, RN KRPRES, LRE
18, LK TR, RIBUR SEBE ER k . IMS A Tas R
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%, B T X R, R Akss RER LPS 4
PPAR-B EHME XN ST BH B EFE,4 h AER
=, B A R il ) R A4 4 M 40 R b B R KD
RS R g R LPS W] & i K Uil 41 410 PPAR-B
mRNAFIE R E, 25 PPAR-B 7 HAZBR K
- HEBKF-RIE S LPS Frat ALL #%,

B ARSEE ] LPS I T ALL KRR, ALL K
B2 b PPAR-B JGitfe B I R K EE EEA
A IEF MR Rk THE . PPAR-B mITE{L R b
WREHTHENRIER N, £F PPAR-B 1§45
8 K R R B B, 7] RE-S5 50 4 4 o ok 2L A
FHAR R EFR A X, VAT ARFRES
WRWY5 5 28 B EH X, PPAR-B UL E R R
FERRLAI—AHES" . ZF PPAR-B Xt & MW R 19
TR HIVE R A0 BT BB 125 281 () 72 B 3 75 B8 i S sl 390 Fn 4 il 371
ik —20 T o
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