mS-423 m

b Al BAH SR A PFA (platelet function analyzen-100& o] &3 4%
715l Bt
A G50 sl ) pstaal

A, HeE, w2

leA

B AR A SaL Aol olw] B2 At A HiiEo] glow o]z il xRl FAAR e S7tE AoE kst
BASEY, £ AAA Q] AW ol HhAiSk . 2] A Qlt). Platelet function analyzer-100 (PFA-100)2 4% $-3] (plug)E 3 6]—%
B9 U 23§49 TYTA (et S WO ALk L5 A A B ol AL I 2 AT AR

3pol A A7) %5-9] wWste] wet PFA-1009] closure time of 1|2 G&Fal AA] 2 AFS vHdd 4= gl=x %‘ g l Sakis %LOM. Hig
20104 393 201041 9U7H 6719 BRE AHUTE AT WA F kg ApHes Arkd BAE sholck. oharebAolA

PFA-100 ZAA} (PFA-CEPI, PFA-CADP) % dul & AL &N $-3Q12F (VWF, factor VIII, factor 1X), "&E]Qﬂ <31 HA} (PT, aPTT,
fibrinogen), BUN, creatinineS A| 335}tk Za}b: & 657 2] 2RO A PFA-1000] A& om AH-S FHot 54.18+19.37A40]11 1L, ER}7) 27
 (41.5%)°] 3. oJ&}7} 387 (58.5%)0] %t} 7| 2AZS i o] 311 (47.7%), LE UL 46 (70.8%)©] 131, PFA-CEPI7} Z715 EAl=
299 (44.6%), PFA-CADP7} #7145 3xl= 309 (46.2%)°] ATt PFA-CEPIZ} AAFQl o H|af 7% :1LL3 M A(p=0.002), 4T
(p=0.000), ALFH] o1 THE(p=0.002), ST11A IX(p=0.031)0] FEATHO R oju] 1A Lokt PFA-CADP 7} HAFGl o] u]a] Z7b8 2o
A 2(p=0.018), LT p=0.007), AHFA o TH-&(p=0.031)0] FAFH R ofu] A Lokttt AT A HEA A= 4T (p=0.011,
p=0.049) Qo= FATHA ou] Ql= zfol7h Uitk HAE: PFA-100 HAN= 417]5 9 H3tEth= 40 Ao &S T A0 R 2RIy
gon A7lE Aste] w2 4w 7ol Ags] wrgstA] Kol Ao® AYztEh

mS-424 =

The renoprotective effect of cGMP phosphodiesterase inhibitor in rat model with
cyclosporine A induced nephrotoxicity
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Background: The mechanism of CsA induced nephrotoxicity have been suggested vasoconstriction due to the reduction of nitric oxide (NO),
and tissue fibrosis caused by the elevation of VEGF. In this study, in a rat model of CsA-induced nephrotoxicity, the administration of the
phosphodiesterase-5 inhibitor was studied to determine whether it ameliorated renal injury and altered the expression of eNOS and VEGF.
Methods: Thirty 8-week-old Spaque-Dawley rats were divided into 5 groups. The CsA group (N=6) was treated 15 mg/kg cyclosporine-A with
olive oil subcutaneously. The CsA with Nitro (nitroprusside) group (N=6) was received 15 mg/kg cyclosporine-A subcutaneously together with
the intraperitoneal administration of 5 mg/kg nitroprusside. The CsA with Udenafil group was treated with 15 mg/kg cyclosporine-A together with
the oral administration of 10 mg/kg udenafil. The CsA with Nitro and Udenafil group (N=6) was received 15 mg/kg cyclosporine-A
subcutaneously together with the oral administration of 10 mg/kg udenafil and the intraperitoneal administration of 5 mg/kg nitroprusside for 28
days. Results: The comparison with the control group, the CsA group showed that the creatinine was significantly increased (p=0.004). The
comparison with the CsA group, The CsA with Nitro and Udenafil group showed that the creatinine was significantly decreased (p=0.004). The
TUNEL staining, comparing the control group, the CsA group showed that the level of apoptotic cell in the proximal tubules was significantly
increased (p=0.014). The comparison with CsA group, the CsA with nitro and the CsA with udenafil group showed that the level of apoptotic
cell in the proxicmal tubules were decreased (p=0.000, 0.000, respectively). The eNOS mRNA assessed by real time-PCR was decreased in the
CsA group compared to the control group, and after the administration of udenafil, it showed a tendency to increase. VEGF mRNA was increased
in the CsA group, and after the administration of udenafil, it showed a tendency to decrease. Conclusion: The cGMP phosphodiesterase inhibitor
ameliorated renal injury in a rat model of CsA-induced nephrotoxicity. The mechanism appears to be associated with an increase of eNOS and
reduction of VEGF.
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