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Selective Augmentation of Prostacyclin (PGI2) Production Can Inhibit Chemotherapy Drug (Doxorubicin) Induced Apoptosis in

Cardiomyocyte

—
, o TR [T

PC9308-0720

NSC93-2314-B038-066 o WHH T = e HE

o AR 9308 ~ 9407

. T2

Ll;l—r‘

Doxorubicin fl— Gyl E #0808y > fi 2 TN ~ F o 9 Ul s 0 FE i3 E L o T Doxorubicin 3
HOEFE A 4 7 SIS 2] S RE R @i “‘%ﬁ'@ li i ITI"| Doxorubiein & (7RI PEINLEIE
ISl > 0 H Doxorubicin S5 Jf1% (5 f'\_T Fratpu g S e Ay o L - PGI2 YRR R AR RS T T R e
FHHPININE ™ FrElE s e Rt BRSO T SR A A I L d PR (arachidonic acid; AA) TR T
Z A2 (phospholipase A2) K ZB& | ‘“‘ffﬁs (cyclooxygenase; COX) &= Al {*rY 3[4k H2 (prostaglandin H2; PGH2) »
PGH2 7r{jif[Isk 775 % 3 (PGI2 synthase; PGIS) {&H|™ %~ #9455 PGI2. PGI2 [iY {5 755 iloprost &7 RLGEHFCZ[E (%
Doxorubicin Frd [E-SJaf a1 4EE > 5 fClRE (SEERRSETE Al o i b U ged o SUE g, PGI2 AP HRuO
Prostacyclin receptor 7% PPARS » AKTI prIAF L [E?L’F:I&rf“ Ejpged flufE 2o COX 7T [ﬁjpﬁﬂ”” SR S AR Y
i b 2% | [REEAP WS 5] COX Mk 5 F | R8RS T > ST [lRL COX-1 K COX-2 » COX-1 & At HIGEIuAr - g1
F1 PG AR 5+ [y COX-2 FNIFSIILIOPS - [ V538 % ffis P2 g [ 12 S0 g g ol PR - 00
fr*ﬁf%fm:plzw SR R[IFES COX-1 % PGIS FUsfit A » SEfyb gy 1R~ PO PGI2 % o > 2 AFTRY
AU, > RLTJASH T COX-1 % PGIS [iusd 2250 > & [h g - [Epuserp PGI2 1V & s fc e | 35l [@frﬁ'ﬁﬁﬂm el
Vo o o B A ERINTY (PP

(1)t (EGE IR0 COX-1 % PGIS HL PR & f Rl hAs T &




PEAIW L f - [EpulEp PGR2 A AY o (2)F [t = Jial 1@ T Doxorubicin BZENN PGI2 RL WE HEE V(B o Q) o
a3 Doxorubicin E2El ™ PGI2 Tﬁ«(r:d@ AP R EERE 2 o (4) E T~ Doxorubicin E‘ﬁ,@dl:ﬁ{%ﬂ@& HEHE o (5)7F
YR IE AT COX-1 AIPGIS ZE[Sripft- IV PGI2 IV & Y30 AFthl A ¢ Flfil Doxorubicin 3555 = i FsE) o
W oo (6)F N FH] PGI2 IV {=28 A8 110prost [EREYE e doxorublcm [Eﬁ,%[_“ "’?‘/ TR R SR TR e




