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Tissue hypoxia inhibits prostaglandin and nitric oxide production and
prevents ductus arteriosus reopening.
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(e ER] Mm% b— X AR T LR TONS DA TREE NS . BIREICET 21X

HEVLEE RITHRTE T 2 U SR LI W 2 B 1, g Id 321 prostaglandin (PG)IC &L 5
#8 & nitric oxide (NO)IZ L 2T T 5N B Cef. 1, 2). BIREIIHAEBROBRENFED LE & &
HITIHET 2 —H T, MERPED MG OBHMIT KD RN ERFREBICKS., 2L T, 20
BRERHZZNMEEDY EF ) 27 -HEHFWEHBEICKETH S (ref. 3). UL, HEED
BFEHED EFITK DEIRE OUHEL, FIEN R NEBRFIRBICH > 2B THHER SN A
FREARHATH 5. APEOBMIL. BRBEOEITHED BIIRE ME b — X A DILHE EtFEDON
S UADERERND I &, RRICEIIRE PRLATH BRI T S 5R W EEE IR R & AR DB RIRE
T, ME =X ADNT 2 ZPNPHEICHES ZE 2R TH0ENEH DI EIH 5.

(WPRE - 5ik] 30 BEDERF (FER 125~137 A, MK 145 ) 2% LU THET. T
WREBIMIC K> TREIFLS B2, BREZHE L, S5REBIREZIE Imm DU > 7RI
FI0 9, 10ml @ Krebs K2z L7z 38COBRMOHF T, TOHERERNEHE L. Krebs
W OERFIBEEIL 0%, 2.5%. 5%. 15%., 30%MF N A2k > T, e 2%, 4%, 6%, 16%. 30%
IZELTZ.

TN DOENETTEIRE D > /B ORRBEZRET 272012, EFS EW5HHZ Krebs #




PR OEE

IZINA 7z, EFS IR FIRBICILA L THRBICHEE T 5METH S (ef. 3). SBRBETICH-
EIRE Y > U EFS ICRENZE ) Z 0 —FIIWiEE R WT, REEEERICKD BFS #4&
WERD., BAIOBRIBET EFS LS LAMELEHHEEZOBERELE TS Z &0k
TERE ) > JHMOBRRREZRE L,

Jobha—=)b 1:BIRE D > DRNEFSBIFRE T TRIE L&A net tension). RIT.
indomethacin(5.6x10°M) Z M X THFHET 531 (B: indomethacin-induced tension) &, 5
12 L-NAMEQ0“M) &1 2 THAET 5 EH(C: L-NAME-induced tension) &K 7=, (B) TEIR
ENRELEETS PG Lo T L TWeElE%E, (OTEBSEETS NO iITk> THlfEL Tw
LEIGEMNDZENTES, TOH, 9BMFEN X & A Wnizsts KCI00mM)Z ML, Zhiz
INEENERANEFERBONM E L, 51T sodium nitroprusside(104M)EEIN Krebs i CE
BLTHEONERAZERBOMBE Uiz, £ TORNEZ ORKRONHE LiiEDEHDEI
MNILEPRTRUE.

70 k2—)b 2 :indomethacin & L-NAME ZIADMN5IRINL,. Krebs iKRERFRIREE & BLREAIC
ZLIETHRE Y > VORANZME LIz, ZHUTE-T PG ® NO WIS HiERFOEE =K
£, BRKEKETD, HOVREEFELRVWIHOEEEZM L ZENTES.

PlEO7ORa—)VIZiA T, 2%, 4%, 6%, 30%% Krebs KEERBE T 30 HHBIRE & B
L7 Krebs &ML, 20 PGE, BN 6-keto PGF, DlEARE L. 30%METORELED
tERD-, £, 2%, 6%, 30%BEBRFREICBITDEIRE D PGE, ITHT B KGEERAND 2D
1z, indomethacin & L-NAME D¥RINEIZ, PGE,(10710~106M) 2N A TEIRE D >V Dk h %
HisE L, BERIEHRICBTS ICHh &RDT,

[pifg] (1) Krebs IOBFZIREN 2%, 4%. 6%, 16%, 30%TdhDHFF, ZORBRRICHBWTH
IRE) > VOB ZERBEIZZNEN, 0.1%. 0.2%, 0.3%. 04%., 14%TH-o7/z. ZD 0.1%&
VS RS SRR T AR OB IRE Y in vivo TR T S IR VVKER RIRBEICITHT 5 (ref. 3),
(2) 7o b3—)l 1:Net tension i 0.1%, 0.2%. 0.3%. 0.4%. 1.4%DEEERIBE T, 66+5, 21
+9, 23411, 2949, 46+£11(%) ThH o, Tixb b, BIRE LI ORBE THAL P TIEIRNE
BB FIREE T b K E I 27~ L 72 (0<0.001). indomethacin-induced tension i 0.1%. 0.2%.
0.3%, 0.4%., 1.4%DHMGHRZIRET, 040, 34+11, 36+15, 31+20, 22+£11(%)TH o .
Thbt, BREIRVWEBRZRETIE PG LB % b /ad o /2 (0<0.001). L-NAME-
induced tension 1 0.1%. 0.2%. 0.3%. 0.4%. 1.4%DMMERRE T, 0+0, 17+4, 17£5,
16+8, 14+6()Tho7z. T/xbb, BIREIIRNERIRET PG LRHRIC NO IZL iR
% B 7= 7a - 72 (p<0.001),

(3) 7o ha—)b 2: Indomethacin & L-NAME 12 & TiiE R F D&% K- HBIIRET 1.4%

DIBEERBET 78.4+6.9%LWNH KRERNMER L=, TDH 0.4%. 0.3%, 0.2%. 0.1% &
EETTBIDN, 7448, 69+8, 68110, 64+8C)ITRANMET Uiz, 0.1% DAL FIRE




EREWDEBRRREBLEEZD L, 64%EVIENNBRRITEFELEVWHEOEIE LS5,

(4) 0.1%. 0.2%. 0.3%. 1.4% DAL R TD Krebs #&H PGE, & 6-keto PGF,, O¥REIL. 0.1%

TOREBIEMN 0 72 (ZNEN 27£27%, 22+9%. K 1.4%IC BT BEE, p<0.01), F7.

indomethacin & L-NAME O¥si#. PGE, 29 % 0.1% R RIRE TOBIRER N D ICyx 1
0.3%. 1.4% TDENEBBENRN S 7=(ENEN 7+2x10710M vs. 54+3 x10710M, 541 x1071°M),
WA, 7Obha—)b 1 IZBT5 0.1%HBIRRBETO PG IcL5MEDORMG. BS5D PG E
ENEIETDEDHTHD, EKBRFIRET PG IZHT AREENMET T 200 Tz,

(FXR)] FIREPENHAERITERT 5B EBRFIRE S RROBRRBE T, BIRELE ~—
XADNG D AMKESNWIRITELS ZEZ2HRTERE., TNTRWERFRRETIIBRICEKET
HIHEN RS &H PG & NO DEAMEILUMBERFZKD ZLicko> T, BRITEFEL RV
ERNHE N NBEEET 2 EVWSHFICE S, BRWNVEBRFIREET PG = NO OEANKDNSEEN
TENEOEEICIIBRENEE LU THEATHELNE EHET 5.

BRIIBIRE LEHHMEEZ OB ESMEN A UL BEZ ERIE TR . H4E
BEIREIL. MAENEO M ET 5 REM & vasa vasorum % b DIMERIZ B Tl bR %45
JED EFIC LB AE U T 5. 2 ENBEOmBENKDIN. SEDN S BEN 7= IR TR
EERERENEL LROEFONMENFEET S, ZOZEMIIC S HDICHEEET 2 [UHEHEE I H £
BOBERE OERSH & MR UMSI 2B ICETEL b D EE A .

(3R] BHIRE AN AERICERT 2R W EERRREB L FROABBRRBEICBV TS, Bk
VL PG & NO KK L BIBERD C LI d o TAE I N BT 5.
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Tissue hypoxia Inhibits prostaglandin and nitric oxide
production and prevents ductus arteriosus reopening.

- (BIRERBOEBERIITOXY IS T4 v E—BILBROEL R
fHEL. TOEREZE)

BREIHEROBRRSEOLREEDITIMET 2—H T, MENR
PO MR DRI K D FIEAGRNEERFRBICHED, < OKER R
CENMEED)ETY Y, TRROLBEMFAMICHATH 3.
BRSED LRICKZHIRE OIREDN, BWEBRFBRBICH BT
R INIBFRIAHETH 2. TRXOAAEWIZL, TOHF%
RHTHIEICH S,
 RIRHE SR TOMHAOKEDITERENOERFOBIRE & 1
HU, B4 ZBRRBWET. ROEDERMEFOBIRE TR Z2RET
HZEBRREER L. COERROBNIAIL, EF5 &S EEERER




BICHA LU THRICESTA2WEZANVT, HROERBEZHET
BHUWHEZBRB LI EE, TOFEEZAVRIEIIXD, HE |
AT EGRIC BT 2 BIREBMERRBEZ In vitro TEERELA I
EThH3. '

BIRE IC BV DB IIER RITEKFE T DI S EFE LW IV
5. HbiBId prostaglandin 12 & 5 5kE & nitric oxide 2k BRI
SWsh3. RXEBHESIE, TORBRIC indomethacin ® L~
NAME Z&HmL, BRBEZEYICELIBZILEKLLT, Th
5OMHERBAZHASMIILE. FiIZ. RNEEBEFRRIBTED BRI
HNFEET B 2RI L. T OB prostaglandin *® nitric oxide
DEENELTE=DTHHZEZHMALE. O EIZEKY, &&
RICBNTERSED LR ICX 2 WIRE OIS, WL EERRIRBIC
fao B THMERINIBFENBAINLLEET XS, £, R
BIIRE O HESE ORI 2 E D - EIN 0 T, BIREOETRICED
DIFAENERICAKEERT BN LEERNEEH/IDDOEER
3.

2B, BOGRHEFIIMNL., FRXRUBEESBFICETSEHBZTN
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