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e AJREE L & 5 iR I EEREE O TR I 2 KBTS

—TORY TS T4 Y ELORARIR—

SRKEESHELMNAFE T (EF  EBRETHE)
I | "=

iR EEREE R, HHEECL 2 MERESEREEZ o0, ke LENEMRIHS L TwE. TRAY YT
¥ 54 ¥ E (prostaglandin Ey, PGE;) {7 M/MESSEEIRIER £ MG IRIER, PR MBREIERIC X )2 EORER
BEER L ISR S LTV A, AFFRIRITOSIRT O RN FEREE 08T 5 PGERADTHRIT OV TRE L7z, 2R OB
iR FBE L% 4 I8 L7 New Zealand White O H F &AL, BMEBICRO 3FEEIER L7z, *HEE  EWHOA
DD 3 BEMMER (0=5). BB ; AM2RMBM%O 3 FEEERE 0=6). PGERSE | LM 2 WHEME, 3WH
OB PGE, % 42-50ng/kg/5 OB TREW A 77 4 F — T TR ICRA S ¢ 78 @0=6). 605F IS FHHBIRE,
EHIERE, TWELCEE, FHKBRLEEEMNELZ. i, BELEOEEL L THIIRMERS T (arterial oxygen
pressure, PaOy) % #llsE L7z, iz, MIEME, S LiHHR L MR ERE Lz, 3 RERICHBEIE S, TER % i LR
EHEERE 2T o7, 3 BEICEOABRENEERE I 2d o7, SHEOBERIICBNT, EILMIIIREL LT
HEBIRE & DA BICEEEE R0 2o 7. BIBIGTEE L KN THLEEREIEECH {, Pa0 3 AREICEY -
Fo. WEMEBSERETE, HEEINZERARLAROFRTH SOt L, BN TEHRTRS L UHBEANOLH
R L HKE S, BRERBENBI oEEx b, —%, PGEHTIIMBIRE L 3 RMRRICE TRMFFIL
NTHECETLTW. DHERCAEEY RO R0 o707, FILEEN Tk PGE B BILE I ~FRIED o 1.
Pa0, 12 BT b PGE B [ MEE 2 A E B RIF AR 2572, REMBSEIRET b IFRIRRES L OHOKIEORE S
MBI L CBETH o7z B b b PGE, ORGERA R HEREENRRICHERLER LN,

Key words ischemia-reperfusion injury, lung transplantation, prostaglandin, neuturophil
infiltration

BRI, BOKICBL T4 DB L 2 BEEPRASEE PGL &, MEHIRMEMR & iFp siBSIIRIER, /MRS

IR BEEEE LTHY LTS, L L, BiElomEs
B RSB ROBEE o Tna Y, BllC L A EREER
E L IR AT FET 5 LREEESMET 58
MR ER, HBHONEREEEATARFNO—-2TH
. BRI E R S I P EREEE TR R & R D SRR
R LMREELRITEENRTVE?,

Ihb OB L TREMBEET ABHETE LT
B: {b 8 % (nitric oxide, NO), 7@ X ¥ H A4 7 »
(prostacyclin,PGL) B L U7 7/ ¥ ¥ #d 5. NOIX, MEMAE
BETHA—S—4F 3 FEEFSE, BH5LERHTRE
ER % bH, BHIMIKOEERm/NMURE 2 ME T 5. K,
NO ZEWEED —2Tdh b - OIEMHIIE DEERFTH A
BEMAH DY, T, BOMHERERICBETIEEBRELX
L, MBEEOHVLF X Y HERE (peroxynitrite.
ONOO )& FE ¥ 57,

PR 114811 A 25 A5+, FR114€12A 22 HZH

e, VY- AERECERAYSS. IThHOERIEIP
SHREEALCRBTAD, COZFEFRIITTASTT 274
> E\(prostaglandin E;, PGE)) i & BRItEAE WO TPGE b #
PORSEER* b2, INHOMBIZL Y EE, FoORLE
R R SR, MBEIZBV T Fr—RK
BoEkRe LTHE SR TS,

—7, o OISR ISR S C LD, vy
NI A S0 S IR AR L 2 BAL XS AR S 5. BA
I 55 8 9 2B (adult respiratory distress syndrome, ARDS) &
U AR 72 v LI PO R AR B 2 2Rk ) MR RERE E T H
BH, TOAZFA T VG ATCHE S REY L INT
Wa, E72, NORWA &5 2 & o il o B iRa IR
Tho7z? LR, BEADBRITFREBENBIRGIRE Y 255
ELTRABEIER OGNS,

AR TIRRAEME BV THEREE 2 /B8 L, PGE O

Abbreviations : ARDS, adult respiratory distress syndrome; CO, cardiac output; IL, interleukin; LFA-1, lymphocyte
function-associated antigen 1; Mac-1, macrophage 1 antigen; mLA, mean left atrium pressure; mPA, mean pulmonary
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B A DS B R E OF AR B R L7,
R EHE

[. EREH

HEER 23 {KHE 3.0-3.5kg @ New Zealand White FOMENE Y ¥
(BERZATNY —, BE) 17RAFH s L CHiER 7
Fo ¥y (i3, KR) 0.2mg BLUHERyr 7 I (2%,
%) 50mg/kg FHAPES L. BABRICEERERRL,
N~y RSV E Y —F MY oA (HZ) 25mg/kg & RIRICEIR
PHES L, FHE IV TEE L CHiERE L URTRIER £
BIE L7, BIESHORCTERNERRS L UTRELEDL,
SEYEICL ) AE3SmmORENFEEF 2 — 7% 1.5cm ¥
AEE L7, KizHarvard B A TP 85SN-480-5 (¥ /, K
RFEEL, BREMOFa -T2y bIVv=ws3i 74
F—UN70L (7 X7 =V, KIRK) 2EFNRITC. 2B, BA
AN KB E LEBBIEA T 14— 0O8ES v 7 ~HE R TH
CTEALBEERAZIT-7.  WEOFEILFIO, 0.5, 1E
A E1520ml/kg, BB ESI0E L L. ALTRE
~DEEEARICR{ Sy ooy s (ARF VAT ¥, TE)

Fig.1. Schematic illustrations of experimental groups. Both
the pulmonary arteries and the veins were isolated from the
bronchi. (A) No vessels were clamped. (B) Left side vessels
were clamped. (C) Right side vessels were clamped. Tr,
trachea. PA, pulmonary artery. LA, left atrium. Tq, tourniquets.
Black Tq indicate clamped Tq.

1mg & #IRA%S LIEBIL L7z, Brd 5% 2B ~ 7 Vil (K
%, B % 5ml/kg/FER TITVy, HMERRREE LCHRBET 4 3
v (Ed, EE) F 10mg/REROME CHERESEEEL, Bt
Nrrus YA REEEmL.

I. ZBROMER

RIS AR & ATy, MBI L CEMIMEICE D B
FRETEAERMEL, ETHBMIREZEN, 30 7oL ¥k
(ZFar, W) CERLEY—=F v & ETICHE L6
MEEF LA, ZNIZL ) BOEOMBEETEEICL, 2
gk % ETICa) 5 2 & OB SR ERTR IS LB R RE S
HGIRER A HET 2 A\, 70, GREEMLIC TR
VMR R B L LT oEMEERICY — =7 v brELE
1), &5 Bk ERE & KREVHRBICED L -AEBIK
WKENFNRBCHONy E—F 3 A4 (X F1F v b, BR) %
BAL, NI YAFoa—V— L VMEOEFEE=S) V7%
FTofz. DWT, ~Y >+ 1YY a (RE, EFE) 200 HA
[kg FERPIES LEag~ ) AL, ZhEBWTEAES
WCROFERVER L72 (K 2).

1. »FHRH#E (n=5)

WEREE L L CAEMBEIRERT 3Tt 2 BH O MATE Rl 2
%, GIFENERIRERTIZ X 0 ERiOAOHRET 3 ReEHlE L 7.
FOBEGK % 1RERNIC Sml OEE T 3BT A S8/,

2. % (n=6)

TERGEIEIIR % 2B REWTE, A BEHER L. ENEER
10532 BT AR 28T L, Ao A0fkies SRMFEMmEL
7o, Tk EMEE L ERICERKOFRRA T o L.

Control group; No ischemia of left lung

r Right hilar clamp

Inhalation mist of water

Ischemic group; Reperfusion of left lung
r——- Right hilar clamp

Left lung ischemia Reperfusion

Inhalation mist of water

PGE:! group; Inhalation PGE!

F——— Right hilar clamp

Left lung ischemia Reperfusion

Inhalation mist of PGE1

Ischemia Reperfusion

(min)
0 60 120
e i H = : —
before0 10 60 120 180
Sampling A A A A

Fig.2. Protocols of the reperfusion injury model. The numbers
of the rabbits included in the protocols were five in the control
group, six in the ischemic group, and six in the PGE; group.
The time of clamping and the sampling time are shown.

artery pressure; PaQ,, arterial oxygen pressure; PG, , prostacyclin; PGE;, prostaglandin E;; PVR, pulmonary vascular

resistance; NO, nitric oxide
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3. PGE/ AT (n=6)

EIEE L FARICERELE L UBERETo 2. Efioio
MERIZEE2 1g/ml D PGE & L, 1K SmlO®E T
PGE, DFHHRRA %47 - 72,

. AEEE

R OBERZRBEL TH5 6057 T L 1I23ME T TOM
ERTWERMICEE L. AEEIRD S EIRM Z R &7 A
S ATV, BIIRIMEYZESE (arterial oxygen pressure , PaOy)
FRE LR, TAEEERE EMBRE L OECEICEEL
Hoa—lick ) MiTEERRIE L. BIC ETRERIC Y Y
75 —MFHETIOL (7 RNV X, B #HELEYOLKEZ
HEF), LHHE (cardiac output, CO) DIg#EE Lz, F7o,
X LEFE (mean left atrium pressure, mLA), FXHTEIIRE
(mean pulmonary artery pressure, mPA) #* & fifi il & ##1
(pulmonary vascular resistance, PVR) % TRz TR 72,

CO=k X F

PVR=(mPA-mLA)/CO

PVR=(mPA-mLA)/F/k

kTER

5|2, COBXUPVROBAIZEMATOMEE 1 & L7t
RYZRERE L L7z,

V. RIEBAMSEARE

HIE SRR T RS &, iAW L 10%EE s <
Y TEBIEAELE. Ihon857 ¢ YR 2L,
HE 4ef8 % fif7 L7z,

V. #EtEaugEt

BoNF— 7 IEATXLSETERRAL . BRNELICH
TAHEEERTEICE, KENEOH 5585 (repeated-
measures analysis of variance) % I\ p<0.05 % FE & L 7.
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Fig.3. The changes of the mean arterial pressure during three.
hours of reperfusion. [J, control group; &, PGE, inhalation
group; A, ischemic group. Each value represents X = SE. No
significant differences were found among the three groups.

B #
I. FHHFEHIRE (mmHg)

SEW KRB IR 3 E B AR VO BRI 74.0 £ 3.54%, HRIMEE
72.8+2.21%, PGE1#75.5+£2.90% T3 MMIZEII 2o/,

ZZ}

21 4

20 A

*%¥

17 A

16

Mean pulmonary arterial pressure (mmHg)

before 60 120 180

Time after reperfusion of left lung (min)

Fig. 4. The changes of the mean pulmonary arterial pressure
during the three hours after reperfusion. [], control group; A,
PGE, inhalation group; 4 ,ischemic group. Each value
represents X =+ SE. **p<0.01.
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Fig.5. The time course of the relative value of CO after
reperfusion. The relative values were calculated as the ratio of
each value to the corresponding value before the reperfusion.
Each value represents X =+ SE. No significant differences were
found between three groups.
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Fig. 6. The time course of the relative value of PVR after
reperfusion. The relative values were calculated as the ratio of
each value to the corresponding value before the reperfusion.
PVR=k (PA-LA)/CO, k=coefficient. [], control group; &, PGE,
inhalation group; A ,ischemic group. Each value represents X
=+ SE. *p<0.05, **p<0.01.

Fig. 8.
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Fig.7. The changes of PaO; during the three hours after
reperfusion. : [], control group; A, PGE; inhalation group; 4,
ischemic group. Each value represents )—(‘ + SE. *p<0.05,
**p<0.01.

HE staining of the rabbit lung. (A) control group; after
three hours of clamping of the right pulmonary vessels.
control group shows no severe change. (B) ischemic group;
after reperfusion of left lung for three hr. Neutrophils
infiltrated in the alveolar wall and space. Mild edema fluid was
found in the alveoli. (C) PGE; inhalation group. During three
hours of reperfusion of the left lung, PGE, inhalation therapy
was simultaneously administered. Patho-histological
appearance shows slight edema in alveoli with infiltration. The
intensity of the infiltration of neutrophils was greater in the
ischemic group, compared to that in the PGE; inhalation
group. Scale bars indicate 100 um.
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VL IR 2 IR E T 3 BRI E R REE70.6 £
4.47%, EBIE69.0+1.59%, PGE,#72.3+321%TH Y, FilE
D PGE AR D HFEERET RO 2d o 72(43).

I. F¥HEHEERE (mmHg)

TR IR E e B AR I IR 17.4 + 1.08%, mmB
16.2 1+ 1.08%, PGE,2£16.7+1.09% T3 HMICHFEELROLH
o7, BRI FNEITERRIZ18.2 £ 1.20%, 18.2 4 1.14%,
18.0 + 0.84%, B EEIE 17.7 +£1.59%, 18.2 +1.64%, 19.3+
1.84%, PGE,EETI318.5+1.43%, 17.7+1.84%, 17.2+£1.85% &
HeF L7:. PGE B BMBOMICHEEE RO (p<0.01) (K
4.

I. DiRHE

MFEE,HHRE L LmEEE, BEORTEMERL, 3
BRI A C I BB BE 0.88 £ 0.02%, B #E0.815 +0.03%, PGE.#
081+0.03% & %o, WTNOEMIZOEREZRO LD
7=(X5).

V. Bim¥ER

BIIRIE & OBE, OHEED HHRE L Him BRI,
WERHEE 1.00& LT, DBRIMNICAZ EAHEEL L
0.03%, 1.14+0.04%, 1.18+0.01%, M # 1.13 & 0.06%,
1.24 & 0.08%, 1.50 % 0.13%, PGE,#£1.17 =0.04%, 1.24 =% 0.05%,
1.26 +0.08% L #:7 L7z, PGE B & BB (p<0.05) B & U R
BB <00 IcEEE, AR, —F, PGE L
BEOCEIZEEEIRD L o72(6).

V. EiRMELzESE (Pa02, mmHg)

BRI B 2253 L0 RE B G I (A BB BE 500.0 = 14.4%, R
503.2 & 5.06%, PGE;%£499.2 + 6.10% T2 % fRoO L dr o 1279,
ISR IC F Nt BREE 12 493.2 + 14.0%, 487.4 £12.5%,
483.6 £ 12.7%, REIEEIZ494.7 = 4.81%, 482.5+ 6.04%, 4625+
8.55%, PGE,BETI£492.7 £ 6.31%, 486.3+6.91%, 476.3 %
7.35% L HER L7, BB oL VETEmERL, PGE,
BEX RIMEE (p<0.05) 35 & U HEHE & R M BERT (p<0.01) IZHEE
REH7. —), PGE ML BEOMICFEEIRD Lo
7= (7).

V. RIBAERIEIIFTR
X HREE SN 0 A T 3RERARIE L 72 b O CH oM AT B I
BCRELHD L, - 72 (WSA). mmBETiE, MdEz
e L, —HBIiNIE~E T AR ERIR B X OIKEE £ 20
7= (M 8B). —7, BEHTIZPGE, & HfMICIRA S &7
PGE R ABETIZ, —ERICBE DI PEIZM L MAKEE D 5
PBIMBEIZ B LBREETH - 72 (K8C).

% =

FEIRE IR Ao EE - BRI 10205
20%4 059, ZMMBMAEER SR, E1T T A RRE,
gy 7947y AT, EEETTEIC L DA, Bk
I U F AMORBEEISEFYE SN0, 2OREO—D2°
BMEEREEL SNTWA, EEEREICD - MR ERE
%52 ETARICHETHEOMBBEESEET L Z L1dhL
P OEEFEINT Ny 7 X (oxygen paradox) & LTHILLTW
72101 1082 4F, FROD it 0D F I TE-HE U I VD IE PR 3R 0 B 5 e
BESND, DRIFEBZEOEMICOVWTIHEIThI, f£i

B LTeREFT Y F V-5 U F VEB{LBEERDOE S IHE

ENFOW 20, IFPERNADPHA ¥ 28— ERLT 7%

FUrBRLEEENEETAFFEHROBSHREINTE
P 15)16)'

BEMFEREECHRFORME, HEHltzEES LD,
BBk E AEMBODEOEERRAFEE TH S Z L 5ER S
NTWVBY, AR A Y F 7)) R L2 F R ED
B EESTIMERT A, L 2F U773 -1, Rl
PR MRS M Bk % 5 F 1 (endothelial-leukocyte adhesion
molecule-1, ELAM-1) & ERTWEXLV 2 F, o« HHNESR
B (alpha-granule membrane protein, GMP-140) & 5 \ > IL/NE
MR B/ EE [ (platelet activation-dependent granule-
external membrain protain, PADGEM) & S TW/zPtL 7 F
v, TAY yRERTRVWE SRz L 2 F o EE ST 1
(lectin-like cell adhesion molecule-1, LEC. CAM-1), b 2 5 ¥
#%5F 1 (lectin adhesion molecule-1, LECAM-1), BIMER#EH
F 1 (leukocyte adhesion molecule-1, LAM-1) Z& DLtV 7
F TR ENTRE D,

B I B R E I B Bk B B AR L TR Y Lo
H, FOBRIZ4IBRHLEEZLATVEY, E—REEHE
BRI R AP L 7 F 5 LRV T 2-3 5
MEBICELL 2 F U RET S, INO0EL 7T /IIREHE
EY IR L BILERE R GESSET-LEVI R
AL L, RO, PREME LICHIT 2 MiaeEs R
1 (intercellular adhesion molecule-1, ICAM-1) & BIL¥k1 ~ 7
)0 ok EEMENE 1 (lymphocyte function-
associated antigen 1, LFA-1) %7077 — 7 1 ik
(macrophage 1 antigen, Mac-1) |2 & A A% TH 2. LFA-
1% Mac-1 358 % ICAM-1 £ DEB IS LA, 15 —04
%  (interleukin, IL)-8 7% &0 A k4 4 ¥ OIFFEIT X 1) TREER
WCHENT A2, Ik hAILERiE T - V2 E R LIS
BETH, B3 OmBRkIINEHERMEERT L. 2T
LFA-1% Mac-112 12 THILEKIC & AR OREHIZLF
FEY B IM/AMIR I EE ST 1 (platelet/endothelial cell
adhesion molecule-1, PECAM-1) b/EH¥ 5. &f&iZHILEKIE,
IL-8 %l /G LE F (platelet-activating factor, PAF) 7 &'
EALERTF eV~ T 5. 2 CHMEK, TP
HRITEMENEE, A Mh A v, ERSHES L W LR
MRETL?,

ARFFE I BV CRILEES 2 B o R4 3 BEM O H RO
T, HBECIARTEMEIRESA RIS, MnERRL A
EIIEmh o, £, PaO 3 AR, o 7o, AR AY
Wb MOKEE, I ERBE RO EhS, HIEREEASEH
L&z LN,

MR MR E Y, ORI TMRICREND A — /3
FELFREAEICLNFIEBIENAWY X5 TRER I
EOTC X D IFRERAEEE S R, Ik n T AfRERIE, AR
{Lk#E MO0, € FEXFIALTIHNV(OH), ¥4 I A2,
TOFT—Eh &Rk LN ERETS.

P 2 R R ) AR BE S B (R F & SRR IR - o0 B Y 7 2 AR TR
WEEENS, FEZBHETIENO, PGL, 77/ ¥ D=
wrh b, MEMBONO X, NEMBONOASREAETESL
ENDHANY I LANEY 2 VREEEETH S D, NOD
PR 7 7 = VERBIUBEE AR T A 2 L2 XY, cGMP%
WIS CRRTSY. NOORRHIZ10208 L H L, 20fE
FHOREA—S—F % Fekifee, MELIRL, HFhik
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DEFE R MRS 2 3 5 B0 Zh o nfEHZiEH L,
NO 1B FR 1 L2 £ VR B 80 M FE 8 12 8 B iR R0 e KA Lo BF
BEHBROBEMTBEDIERSATVS, oL, KPR
WaABELrESE b ML, MO EEERED
ONOO- AR S N2 ) 2 LA EER % & 72677,

PGLIZ7 % FYBLEYWTHATRARY /4 FD—DT,
PIRHAIT 12D TCT TNy 7 T —HFERFHEILEED 2 LI
XY, cAMP %M S ¢l % %HT 5%, PGLOERIX, i
ISR L, MUMESELZINR, VY- ARETENL
ER

BB, TFI/LLThAE INEST /M TART
- MEEBBIZI Y TFoVEEY 29— EEHE LTI ¥
SRELFERL L THRERERTD. 77/ ¥ Y IENORPGL
& FRE LB RRE A % B BRI S IR RE 2 40 5, BFFPEROM
Ja B AR T RIF RO A —/8— 4 % L FEAIIHER b &>,

K IO BN EERROREDET L L CRERMIZLIE
{fEDbNTV:APGE 12 EE L7z, PGEWETORY /4 FD—
DTPGL & & b 2507 72 M HLER VR A e L/ MRUEE SR 0 6 R R
2#FT5. PGLOERIZIPERERICEN T T VERY 75—
YriEltsds 2 ETERET 2072, ZOIPEEMFIZPGE,
120 BHENEVOTPGE, ThAROEREET 5. PGED
PR, MEIARIER % B MBS M/ MEO BEMGIRE S L oft
V2 JE 5388 I F (tumor necrosis factor, TNF) B OIH®, T
)y SEROMBEEOIIH P, IL1OBEENGI R EaHRE S
NTn5h,
£ O T B M EEREE TR B IR O R R
PGE, ¥ 72 l3 PGL 2 BIIRAES LT3 Y. $72, PGE,,
PG, NOEBEWE TH A= b7y Fa B o
BIR A% 5-1C & 2 BT E L BGRER T, BEN OBRFELREIZ
BWEED LN 2725 00, $5I2PGE, Tk O/ MEE
DRHERNREIHD LN ENHD, T BEMNIZIE, ARDS
2B VT PGE, 2l O /NME OIS % T, MAESLH LR
WMEMAL ST L 8NP, WEMFE 28\ T PGE A IL/ME S
P M ER O EEAE F 4] 8 & 730 A R ST B,

IO X I IZPGE D 5B M FEHIICEMTHL LEL
LR BAE, MHTIEPGE L, MEHRAL ~R@BT 5720 T
FDT098%IIAFELENTLE S, WHTTORSY /4 FORE:
< iz Faxs 7ur sy 735 o ¥ s kR
(hydroxyprostaglandin dehydrogenase, PGDH), 13,14-#% JCE% 3,
157 NIRRT Gy U BTERREOBETH L. RO
T F M E 7V T PGE A% G E e M A ZMBE D HE T b
b &hhorzb vy yENe, KoOMBIEE TV TPGE, %
PGLOMAT=7 T v ¥ 2 &M UG & 1T o 72057 27t
e MAE IR RE L 2o VI RERE, Thon 7
ORAY /A4 FBREEFELDEEZLENE, BALZPGE, D
RBNZER L7228 0id v A®, Walmrath 5213 ARDSIZEIT 2
PGLW AN & & BRI O%h iz Gk & & b ic @ P
CHEBLZE#HELTWAEZ DS, A LAPGE, # PGL b
MBERBE SR ERICRETALELLNSL, &6, REM
@ 2 [ ] 1 T HE VR NP V2 PGE OFFERIE 12 & 0 MATHI R DA
LA E 2 5N, ROBHTE TV TIaBH%PGE, O # ik
BEDNFNTHo I LD oS PENTHEEELSL
A, 72, ARDSIZHT 5 PGLOWEA & #HED B %47 - /2
EBOTIIEER BB LROBRTRI o2 Sh, #HiER

DWRIMFILOAEEziEHML TCnwa, £/, NOTRASHE
5L THRHMOBERTEZRALZ L) #|EY D H 500
OifaENER £ 25 L BRDHEELY. IThsolhr
SR, FBEAEEICH LPGEBHRABSEATT 1T —
FHCTHERAES T L7

KFE Tk, BiEFtEIC 42 ~ 50ng/kg/ 5 D PGE, % F#R A
FEEBI LD ERERBIRILEE TS 2 &2, FHht
BRI % T, MM EEEEGICTITR Z EARE N,
TFHEF RS O BRI 7 2 4712 5 W C PGE, BRI I BE & bl L
THBEILBRESEIBIFCTH o 72, HEMABFENIZ L PGE, 7
IRmMBE R, FiEEIIRE CHPRIZESER SN TS
ZEPTRENT.

UL EOFERE R A 5 PGE, O FREEM A, Fili B L 5 i i
WAL THM GRS HETH S LERTEL. KL, Bk
BIZEREICh 22 ERAKIZ X 5 BIMEF R THREEND
D, THEFHRIGHESERHAIE, BYORE, H5HH,
BB EECRET A LEND .

f& B

REMOMMBME/EZCIIMELFERTTLVERY
T, HERRKICPGE 2 HHERAZRE L, Z0%RE FHME)
RE, FHEBRE, MAHE, WILEET, & A5, W
MR L DIRET L 7.

1. TR 3 BER OB BV TS INBIIRE 1 B M B T
HRBICEEEICSETH ), PGEFEEMBICEEE
IRV EERL 72,

2. FHRBRE, ALE, EEEL D EL L -MnER
HETE, PGE B EMBEICE_NFEICENELZRL, PGE
B AHBIZAEEE A, RO LRI HhTw
7.

3. Pa0, CII MBI IBE I _"AEEIZE/LLTBY,
PGE BRI IR N AE V2 LA I RAFTH o 72, PGE, FE I3 HBIMEE
EEOBFELEE RO o7,

4, FRPALEESE AR TIE, PGE B RINEE 12 1L LITrh sk
B, iR O REANRE TH o 7.

WIHMTHBEERD.

8 %

BABADLIZH0, EIEELEREEZNY § L SRKEEERS
PR R IR BB Ao L E T 2, EROMERY,
W¥ER T W& E LA RE G CHIFLIP L FaFES. F 00
PSR SR HA T L o AR B 1l
hoBELRLET. S612, BHERY LT DA AT AR A N N2
[ESEER o — LR O FBIE L TR (BB - L E Y

X [
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Abstract

Toxic oxidants and protease appear to be the main causes of pulmonary ischemia-reperfusion injury in which the
interaction of the leukocytes and the pulmonary endothelial cells should take part. Prostaglandin E, (PGE)) is an eicosanoid
that has the multifunctions of the vasodilation, prevention of neutrophil adherence, and inhibition of platelet aggregation,
resulting in protection from ischemia-reperfusion injury of the liver.

In this study the author aimed to assess the effects of PGE, inhalation therapy on warm pulmonary ischemia-reperfusion
injury. Under general anesthesia, New Zealand white rabbits were ventilated and both the pulmonary arteries and veins were
isolated from the bronchi to create ischemic conditions in the lungs. In the control group, rabbits were maintained for three
hours without reperfusion of the left lung (n=5). In the ischemic group, the rabbits underwent three hours of reperfusion of the
left lung after two hours of ischemic status (n=6). For rabbits in the PGE, inhalation group, inhalation of PGE; (42-
50ng/kg/min) was continued while the circulation was reperfused (n=6). After reperfusion, mean arterial pressure, mean
pulmonary arterial pressure (mPA), mean left atrial pressure (mLA), blood gas, and mean blood flow from the aorta were
assessed every 60 minutes until three hours after the reperfusion. Then, the relative value of cardiac output (CO) and
pulmonary vascular resistance (PVR) were also calculated. The arterial blood gas was used as the indicator for arterial oxygen
pressure (Pa0,). After three hours of reperfusion, the rabbits were sacrificed and the left lungs were histopathologically
examined. There were no significant changes in the arterial pressure among the three groups. In the ischemic group, there were
no significant differences in the mPA and the CO values, compared to those in the control group. The rabbits in the ischemic
group had significantly higher PVR and lower PaO, values than those in the control group. As for the histophathological
features in the ischemic group, a diffuse infiltration of neutrophils into the alveolar wall and space, and pulmonary edema
were found. In the PGE, group, mPA was significantly lower than that in the ischemic group. Although there were no
significant differences in the CO values, the rabbits in the PGE, group had significantly lower PVR and higher PaO, than
those in the ischemic group. Histopathological features in the PGE; group showed decreases in neutrophil infiltration and
pulmonary edema, compared with those in the ischemic group. From the results of the present study, it could be concluded
that continuous inhalation of PGE, contributed to reduce lung reperfusion injury.




