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Fig. 1. Biosynthetic pathway of prostaglandin (PG)D,, PGEy, PGFsa, PGly, and thromboxane (TX) A..
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Fig. 2. Myocardial infarct size after coronary occlusion followed by reperfusion in wild-type (WT), IP”, and TP~ mice.

A; Representative photomicrographs of section of LV from wild-type, IP”-, and TP mice after 1 hour of occlusion of the left anterior
descending coronary artery followed by 24 hours of reperfusion. Tissue stained blue by Evans blue dye represents nonischemic area;
tissue stained red by 2,35-triphenyltetrazolium chloride (TTC) within ischemic area is still alive. Tissue not stained by either Evans
blue dye or TTC appears pale to white and represents necrotic myocardium. B; The sizes of the ischemic region (area at risk), infarcted
tissue, and the left ventricle, defined as AAR, infarct size, and LVS, respectively, were determined by digital planimetry using computer
software (NIH Image). *P<C0.05, *P<0.01 vs. wild-type group (n=10) (Ref. 13).
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Fig. 3. Developed tension (A) and creatine kinase (CK) release into coronary flow (B) during post-ischemic reperfusion

period in wild-type, IP”, and TP~ mice.

Isolated hearts were perfused according to Langendorff technique and subjected to global ischemia for 40 minutes followed by 40
minutes of reperfusion. *P<0.05 vs. wild-type group (n=6-18) (Ref. 13).
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Fig. 4. Murine ventricle expresses mRNAs for EPs (A)
and myocardial infarct size after coronary occlusion
followed by reperfusion in wild-type and EP,” mice (B).

A; Competitive reverse transcription-polymerase chain
reaction (RT-PCR) showing expression levels of mRNAs for
EP,, EP;, and EP, (n=3). B; Infarct size, AAR and LVS were
determined according to the method described in the legend of
Fig. 2. "P<0.05 vs. wild-type group (n=10) (Ref. 18).
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Fig. 5. Developed tension (A) and creatine kinase (CK)
release into coronary flow (B) during post-ischemic
reperfusion period in wild-type and EP,”- mice.

Hearts isolated from wild-type and EP,” mice were perfused
according to Langendorff technique and subjected to global
ischemia for 40 minutes followed by 40 minutes of reperfusion.
*P<0.05 vs. wild-type group (n=6-18) (Ref. 18).
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Fig. 6. Effects of 4819-CD, an EP, agonist, on myocardial infarct size after coronary occlusion followed by reperfusion in
wild-type and EP,” mice.

Infarct size as a percentage of AAR is determined in the control group ( ), the group injected with 4819-CD before ischemia (),
and the group injected with 4819-CD after ischemia (/). 4819-CD decreased infarct size in vivo in wild-type but not in EP,” mice. *P<
0.05 vs. control group. TP<0.05 vs. wild-type group (n=6-8) (Ref. 18).
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Fig. 7. Expression of mRNAs for prostanoid receptors in
the heart and degree of cardiac hypertrophy induced
by pressure overload in mice lacking prostanoid
receptors individually.

A; Expressions of mRNAs for prostanoid receptors were
determined in cardiac ventricles of wild-type mice by RT-PCR. B;
Representative photographs of whole heart isolated from wildtype
and TP mice at 2 weeks of aortic banding and corresponding
midtransverse sections stained with hematoxylin and eosin. C;
Ratios of wet weight of the heart (HW) and body weight (BW)
at 1, 2, 4, and 8 weeks after aortic banding in wild-type and IP”
mice. *P<0.05 vs. corresponding sham-operated mice; T P<0.05
vs. aortic-banded wild-type mice (n=4-7) (Ref. 26).
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Fig. 8. Cardiomyocyte hypertrophy induced by pressure
overload in wild-type and IP” mice.

A; Histological manifestation of cardiomyocytes at 2 weeks
after aortic banding. Magnification X 300. B; Cross-sectional area
of cardiomyocytes was measured at 1, 2, 4, and 8 weeks after
aortic banding. *P<<0.05 vs. corresponding sham-operated mice;
T P<0.05 vs. aortic-banded wild-type mice (n=4-9) (Ref. 26).
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Fig. 9. Cardiac fibrosis induced by pressure overload in
wildtype and IP/ mice.

A; Histological manifestation of van Gieson-stained interstitial
and perivascular fibrosis in sections of cardiac ventricles at 2
weeks after aortic banding. Arrows indicate fibrotic area.
Magnification x 20. B; Ratios of area of perivascular (top) and
of interstitial (bottom) fibrosis to total cardiac area at 1, 2, 4,
and 8 weeks after aortic banding were presented. *P<<0.05 vs
corresponding sham-operated mice; TP<0.05 vs aortic-banded
wild-type mice (n=4-10) (Ref. 26).
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Fig. 10. Effects of cicaprost, an IP agonist, on the levels of intracellular cAMP ([cAMPJi) in noncardiomyocytes (NCM)
and cardiomyocytes (CM) from wild-type and IP/ mice.

These cells were incubated with vehicle or cicaprost (107¢ or 1075 mol/L). Isoproterenol (10-7 mol/L) increased [cAMPIi to
1115.0 =379 pmol/mg protein in cardiomyocytes. *P<<0.05 vs control group (n=4-5) (Ref. 26).
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