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Assessment of arteriogenic ED using penile ischemia model.
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NTWBED, FHEEEMITIZEZESN TR, A id, REEHOFRMEREZICLD, Eof
FERE AR TE M S E R T T b 2 E L, SRHERERERA N L —= v 7Ifb %
LWL AR T2 L2 HME L, WHBBIRERIC X 2B ZBEERIET IV (7
¥, T v b)) BIERL, LR O RS, AR O 448 NOS mRNA %
BIEBB L ORI X 2R ANEOZ b2 72, K%k 3 Hig, 1AM®%, 4:8RH%
AR AR L A AT AR Z S8, WENEZME L7z, 20k, BEEHEL D
L isometric tension study 2 C IR SO 2 #4272, fil i L 72 BEZE AR o —E512 T total RNA
M L, realtime PCR #:12 & 1) &% NOS mRNA OFHEE) % it L /2.

HERR UG OFE R LY, BTSN EEREEL 2T 2PN E R o/ LA LED
5, AR AR S & N AREF AR DS IRIE L, AT & 225158 & L 3B oA
AR SNz F72, MERBEIIC eNOS, nNOS OFIASIHA L 7275 4 B #4121 [R5
D, RSO ELZEMNTLLDTHo72. TNOLDERIY, RO B M TR 4 P 5
DFERER 72— ZAE T AEIANCH ), ZDF A 3 2 712 5 H DOULE % fid 1 X FEZE R R OB
REZIRAE T X A REMED D 1), BIIRTE ED OWBBEEICH L WHRDSID 250 Lz,

& U &I NIEDS EA LEEDSEN T 5. Zo L) ICBEE
P IR OIS L), AN SRR EIREDO ¥ 1+ 3 v 7 B i o T
S5 —MIb e HE A WEE S (nitric oxide syn- AU A 4HBIRTH 5.
thase ; NOS) 250 MEfL L —BRfbzEs (NO) A% FhHEE (erectile dysfunction ; ED) & [
BHENLZEICX0IEESL. NOWCLVEE EaUREBOLo0FENPEHTE 2V, #
R 7 & IR AR L, B HCTE2wIRE] CERSNLRETHY), B
~NOMERA RIS 5. En LRk, W f5, AP OBATEED 5 ~20% A HHEE DL
MAEEBEOMRIC X > T g HIR S O ED (FE%EED; Fie, MR+ nshi
5 2 L CREEMASIE Tz s, Wk B0 TETHFETAIZLLTES) T
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HDHEINTWD, HaoEkibs & 412 ED
BERIRIN L, 20254F 121 &R T3 mA%E
Wz HEFHENTVS, EDIZAE OHEM
ED L #EMED 2SN, H#EEED O 1
DIZEIRYE ED 253 5. Bk ED 13 & 24
PRI I % BEAG 3 2 BRI AR A2 R PAZE DTS4 L
TWEIELLED THY, EnKKNE LTH
FEVEBIIRREALAE R B Al #n T407,  2ClB il 2
Sl L 2 H MR REAANOHN MG &
ML, IMEEOBINRME ED BE Tk, SHHk
ED OFERICASM 23 EHIERE SIS 2 &b
%<, FRERICAM T B I Z & L
N R

N FE THMEMEIIRTE ED £V & H v 72
FEIZ BV TIE AR RE DAL R R = MRS 1 X
HENTWEDHDOD, EBEOBEEZEREEIED
Mz E AR EIN TR, Z 2 TR
T, BRI BIAREAZEICAE S BIIRYE ED O
EMIAZ HIEL, WIBEEIIRZ & L CBEA
DM R A Z HIR L 72870 (73 -
F v M) EHWTCHERAORE G B & &l
NOS OZE &) % fa) L7-.

HiEERER
AL o FREEREMRATR N E

HEPE NZW 7 4 3 % pentobarbital sodium 30
mg/kg TR A, WO N IGE BIIR % 485
BHARB L OERIR & BUEE L, RIS EEIIR & o5
HIZTHRAEREHCTHEEIT- 72, #%3H
%, 1HEMZ, 4HEERICEEZEZRHRBLZ R
7715 1 isometric tension study (2 CTAT - 7.
Acetylcholine (ACh, MRz % /-3 % k) ,
SNP (NO/cGMP #%: % % /-3 A 5tifk) 8 L O
electrical field stimulation (EFS, NO 1 #) 4
WEE % A9 BEAR) 12 X AR RS % 5E L
7z,

AR KIS DR E1X/ V7 KL+ v (NE)
30puM OYHEE #100% & L TR L2 #HEKIC
LV EEN RN - 72358 DN E~DEE %
WaES 44726, ACh 2 X But#g S0 % % L
7o, BEEMAE NE CIUE S ¥ 7% ACh =
BREEGT5 L, BRI 205t SUOS 25 &

N7z, 454k 3 HBEOMMIC BT, ks
sham #EIEFFEE O SOo 2 < L7z (Fig. 1
a). L LASZRIAR2S 1AM e &, FgenE
IZBWT ACh 12 & B RUS S I T L
72 (Fig. 1b). S5 IR 4BMBICHEE L
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Fig. 1 The change of ACh-induced relaxing re-

sponse by ligation.

(a) The relaxing response by ACh after 3 days liga-
tion, (b) after 1 week ligation, (c) after 4 weeks
ligation, (d) comparison with three ligation groups.
In the tissue of 3 days ligation, there was not signifi-
cant change between ligation and sham group. In 1
week ligation, the relaxing response was lower than
that of sham group (% P<0.05, % *P<0.01). Af-
ter 4 weeks ligation, there was not clear difference
between ligation and sham group. Among three
ligation groups, the relaxing response had signifi-
cant change (% P<0. 05, * %P<0.01).

(n=5-17)



ToRMETIE, RS AREEIC B B bR UG AY A AR
L, #ERBEL sham BEE OMICHELREIZRS
nino7: (Fig. 1c).

ACh 12 & % itk FUS & #E2#E D A THIK T
B &, KR 1M BEOMI B\ TR 2 ik
BSOS S, #i%k 3 Hik & #%k 1 HEMH
R OREER 1 & AR 4 MM RO MICIEA
BRENSH o7 T2, WERIHK LK 4HE
MEOMBO NS P RBE RS e o
72 (Fig. 14).

B. #EHAAN NOS mRNA F31

RT-PCR #% T, #4E NOS mRNA D%
HEZOWTIRR L7z, BEEHRENICB Y
Ttk FUS I\ HZE R X E 2 H o Twv % NOS

(nNOS, eNOS, iNOS) 122w, BEEEIil
B BBIANOEE R L. RV 7473
Y hua— )k LTIt p-actin & Hv 72, nNOS
mRNA O3, normal # & K55k % L
LA ETRIR N o7/, LL,
eNOS 2B W TId#i%k 3 H A OMBE T, IR
HAMERCTE b 00, %k 1 AMGOMIET
2T & A EEBIDPHERBR LWL TITHRA LT
Wz S LIRS 4 B A L U eNOS
mRNA O FB 2R S 7z (Fig. 2). INOS
W TNOFIZBWTOREP AN o

MNarmal 3 dys 1wk

Fig. 2 NOS mRNA expression in ligation groups.
In nNOS mRNA expression, there were no signifi-
cant changes in all periods.

In 3 days ligation, eNOS mRNA expression was
confirmed slightly, and there was very little expres-
sion in 1 week ligation. In 4 weeks ligation, eNOS
mRNA expression increased and returned to nor-
mal level.
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P MR R I B U 2 MR e R 2L 2 1
T 5720, Azan FI2 L AT R AT 72
Azan G 3L 39 —7r v 2405t %
CLEWHRETH D, FRE - M - B2k <
BeF ), TT—4 - SRR - MRERHEL R <
BeF b, FIT, RGEFE o 728 & AR AT
W, T gkFokimras—rrin
L, I ohhpozZZoinzs 2V A4 FE
LCENZENOmELLESEHR L, i - HEt L
7z.

AR AR S 5 (smooth muscle 5 SM) 12D
W IE normal #F & iR L THREZRBEIC B W Tk
DEIAZH Y, FER ERBOMBRIC BT
normal £ & (L THEIZWA L Twiz, £
72, 3T = B LTI EE R &z
AT S A, #E%& 4 A 7% OMRE Tl normal
BEEHB L CTHREICHEML W, Y X VA F
13AETE 3 H A OMBR CRHE 12 A L7225, Ktk
1 AR 2 K O 4 81 % O M T normal #f &
AT S 2% ZAUIERRD 5 1L b o 72 (Fig.
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Fig. 3 Structural change in rabbit CC

(a) Change of smooth muscle, collagen and sinu-
soid, (b) SM/collagen ratio. Smooth muscle tended
to decrease by ligation, and contrarily collagen
tended to increase. In 3 days ligation, sinusoid
space was lower than normal CC. SM/collagen ra-
tio was decreased in all ligation groups. (% P <
0.05)
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3a). ¥51|2, SM/collagen lt& KDL &, &
DOFERMMICB VT D normal #E & L L TH
A LTz (Fig 3b).
D. BREED €70V T v b OER

B W 1% 88 Wy o M 1 Wistar-ST 7 v b

(SLC) % w72 F v b2 Pentobarbital so-
dium (55mg/kg) & BEMEPITEST L Rk % 200
72, 7y MARo 721, FEEIARIAD A L2 PR
FEELZ. 0% T8 7 — VT TIEERE AL
7otk IEHICIEo T4 ~5em YIBH L7z, B
Bk, WA AN L R AR AEKIZR
L7zF 274 7 CRllE LHE 2 HEfk L7z, B
#% (Olympus SZ60) T CTREFIR2 S 2 A2
G TW LR EEIIRE FE L7 e
Bk S BRI A~ZIE L T 5 NS Bk %
FE L, BHEL T MERHEIRE GO 2w
FREEZ W22, RF AW CEEICARY
AR & HUEE L 7. HEEL NS EINRE SR T
B L2, WS EIIR %2 M5 L 72 1%,
B Ewea Lz, oy ba—)uEE, BIIE, R
G DHD sham Flix i L7z7 v b & HW72,

FEARMG, b L {Id sham PMiZ ML T2 5 3 H
M, 18R, 4E%ICKEEOTHERLE 2 27
L7.

E. AN (Intracavernous pressure ; ICP)
{52

Z v § 12 pentobarbital sodium (55mg/kg)
w JEE NIRRT U 2 200, SIS mE L 12
U ZEE L7z, THE2SRE IS TIEFRY)
B LZCSHBIIR % [l e, HimE L 7-. HigE L /725
RO CEMEZ Bk L ATy 57 L,
W% R CEHER L2, 7T v T & itk
A ORIZE N T v AT 2= — 12872 PE
509 2. — 7 (BECTON DICKINSON) # i &
LATHEEL, 7Ly X & &IMEZEL
7z.
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Fig. 4 ICP change at each period

ICP/MAP ratios in ligation groups at 3 days, 1
week and 4 weeks were significantly lower than
those of each control group (p<<0.01).

PES0F = — 7%, Wi $250U/ml d~\/3%1)
YO L7z, WIS, RIS SALE S A i
MAMEE L, BB ERZ W T 1 o HER
HE ATV, ICP OBy 2 % L 72 JliE
Electronic Stimulator % H \» T10V, 20Hz,

pulse width 5 msec D =4 T17- 72. ICP O 1fH
RIMEC S AR ENL 0, AR Tl
® ICP @ #x K fE (maximum ICP ; max ICP)

ZENRE OFIIMFE (mean arterial pressure ;
MAP) T L 72 max ICP / MAP 2 C &1l L
7. 3HM, 1:HEM, kU 48EMEOETOH
T, #EZEHE O max ICP/MAP X, =~ b
O — VERIZHAREEIZEA L w7z (p<0.01)

(Fig. 4).
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FEi9 5720125 NS BIIRO 2,
ZIUCHE U LSBT H B

G TIAT O NAMEEENIRTYE ED OB &
LCid, WmNEGEEIREEFR 17727 >
MZBWTEZERMANTEOMIKT, NOS &
MR MDA, ¥ XV A4 FORE TGF-4
DN EHHRE 572 &) D, NG EE)
BRoOFMS L < ixml % 4 BEEE LT v b
2BV, SRR Tl 2 2 ki3
EAER SN o728, WHAEREEICB VT
FFERAE R E - nNOS D4, MR MR O A
BLOWH AL, a-actin DBV SNz En
IS, F7o, MMNEEEIRE 288 L
CIZ6BBHEELZT Y MIBWT, YaTr
MO, §i7 4 7 2 ¥ bOEL, FEHo
FEMPHRZ 5728 TLMEV R EDVD 5.

INHOEREEE 25D, L)k MEw
SERELFRL, IW#ElED /3y — 2BV T
b b MEEmMALEUL TV D T2 v
T BRI R BIRPAZEN A UG ok
AR BT 2 Ui R FE g D 281k & 5T L
7z,

G OIRITBIEIZ OV TIE, W EE)
BRAGZE 3 H 4 Tl N AR Mt RO 123 B 72
AT I 5 7278, #E%R 1M EOMIZ B W
TR AR O IR AME T L T 7z (Fig. 1
a, 1b). TOZLpoFEEBRN DS HMRAE
MR B\ TR RERE HEAME U5 2 &AW 5
neolz. BEEERkE 2 HEHES LY
HFNZ BT b AR T O N B AR50 UG
DWIIVHE ENTWBED, FFEERIZB W T
A & FJ L 72 WIREE T 0 B 2RI AR I~ D IR
A EIIPAZERE & sham BEICBWTH L N 7aE
Wit o 72 L, PAZEREIC BV TR R
PHZ N EPE NOS %] T & %5 N-monomethyl-
L-arginine (L-NMMA) & asymmetric dimethy-
larginine (ADMA) O ZRENH & 722 & A%
5N TWA. LNMMA & ADMA (% > X
VEEBRT DT NVF = v REO ST =V 8
% 77 protein arginine N-methyltransferases

(PRMT) OEEAIZE > TAFIMLERN, A F
MG % 2725 82 BO5IRIZHE - T

bL<CiF
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symmetric dimethylarginine (SDMA) & 3t (2
HHEE NS, 209 B L-NMMA & ADMA
DAV NOSHEEMEEZ B L, £ THNOS 7
AV 7+ —2r%xlETSH. F72, LNMMA &
ADMA IZHIZNO EAEOHFIICE ¥ 57,
TR = BRI A L NIRRT 885
ZEdHMOENTWEY, ZoZ L bEREOD
Fr DEBRIZBWT, #HERHIHTIIELZNE
WCEEGHEN 2272000, BIHMAE
LB ONTIHEYENERHL, NEBRERLY
AR ARAF PR SR O T A5 X 72" REPE & %
ZAbis.

F72, BERNIZBTEEORILA ML AD
FRERDA=I)S—FFTF (0,7) b, 0, D
FrONOWEREMIZL Y NO & O, DNT v R
WHEET S L, MEICEENREELEEZLN
TWV29, EHIZA=N—=FF T FENOODK
IGEMTH LNV X F A4 T A b LHEE
AR EEZ SN TWDH 7200, A %N E M
NOS HEME RHBLA M L AIZDOWTHRD
L L HLDIFEEHICBWTEEL 2L TH
o)

SHICKHEIMMPEL 25 &, #itk 4 %
DA TN B ARAF AR SIS O RIFE AL & 7z

(Fig. 1c). MERFRIREEIC BV CUEIME N Bz Al
o 34 5 [ F (vascular endothelial growth fac-
tor ; VEGF) OEAFENREX L LEFHLNT
W7o, BN REERIIC LY VEGF %
TGOk~ 2R R F25FFE S, NE a0
TER N REDOTGEDS R E - L RS D. W
AU OHTEIZ oW T, WIHEEIIRE 6 R
HARLZT Y MCBLWTHHE SN TV BY,
H B\ IZ BRI 3B\ T B A O RAE S
EZoM b7z, NEANEOMGES X OEIE
TS DFEE - A X 0 BIIRRE SRR S A,
NO EREEDTE L7z d LitZe v,

B IR A A e o B Z AR AR 12 B 1 B NOS
mRNA O FEHZAL % RT-PCR #:12 & ) #Hat L
722 2%, eNOSmMRNA 2B W T DO AEHH)N
Boh, #FER3HBZTRRRBHIMRSINS
boOo, itk 1AM BEOWRMEIZBVTHEBD
RSN o7z, S HITHEER 4 AMBICIEH
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OBBHERE sz (Fig. 2). 2, ED
HEDRER L IZIF—FHLTWE, 2O &hr
5, eNOS 2B L TR Az BWTd 7 <
&d mRNA LNV TI—HBPT 53500,
ZOBRBIMIREEDREM 22 £12 X 0 3B mAE L
72OTE L nwnrEEZ LN,

F 72, nNOSmRNA OFEHIL TR TOHEE
FEICBWTHER S, HEELZELIER N
ol NEEBIRKEE T v MIBWThEg
1T D A nNOS FEBLI A DA 7 &3t &
NCTWBS, BILIKEEIZ B W I BE MR A
T® nNOSmRNA = HEIIKE CEfLL 2w
»h L\, F72, 7 u— AEEIREE LIS
£ 0 o F ORI R MAREE I L 7258
TlE, R 6 AE F Tl nNOS mRNA & 3§
HAEMLZ-b o0, Rtk 8 M LTI T
L72E W) HEDR [FETFTIVIZEWTEFRS
(2 & B iR UG 2SR 8 B A LARE TIRF L 72
ETHHEPL DY, EMIZK T S nNOS O
ZALIZRINZED > < ) LHETT 200 Lk
2%

S5, ZROEBRIBVTIZED Y HF
DEZFEWAFEIZ B VT D INOS mRNA O FEH
MRS N o7z, INOS IHIEWE B L O
TFEHIZBWTHEIT 272, ERIRETIXIZL
AEERROONT, A4 b A VR EICL
LHFEERIIC L > THID TR RO LR T
HHT L, £72NO BIKIZ X % INOS DFEBHD
FIVHEENTVDE I ERENSY, INOS D
FEIN DT E OREER RIS ARG 12
ELTwWhhrozdbnEbhs. 5H%ING
DOFEFRIZEH L TIEmRNA OA LR ST, TITA
7y MEIZXSNOS Y 8 HEDER
LEERTOTHELRUINE L L nWEEZD
nas.

R IR 2 A A D ARRRA L 2 AR 2 47 ) 7280
2, Azan Jeft % 47 o 72, Azan 4efa T, &
ERA L R ORf) Lag—7 2 (Ff)
BT B 2 EDEETH L. T OREE, T
ARG BRI 25 < % 2 12 CRAME LS
HY, TT=T T EOFEHEIZ BT H
@ %z~ L7z, F72, SM/collagen I % nor-

mal B & T 5 & EOREBRBIEIC BV THH
B2 L Tw/e (Fig. 3b). 22 &hn
BRI &, BRI & B
OMHADRZ D EEZONL. ZOZEIZH
L CIHERBSESIES v b & HW/AEERICB
W, A TORMEED ) BT ¥ 7 KE)
PRz EoRIMED) €5 ¥ 7287 L TR S
HIELRENTWESDW, HHoMHEALo
FHEBEIIRIFZEICPE D ED I2BWCHEH EOE
WREEL D THA D). BRI K > TREEILA
AT DI OV TIZE AP A% »
7, ERERFETIZHBWT TCFR BRI FEB T 5
CENFERDO—DEEZ BENTWAEYW, TGF-4
AR EIC B W T =7 A
NS4 2 EPHERESNTVD, 377>
ASEEIN LR i S MG 5 &, BRI
OB DI, S ST ISR B4
WA EOREROMR LB ENTH L. 0
T = v 7 EORE AR & TR O ERIZIER
LR E RO OICEE L BERNTH 572
W, ARIZRERE % O 72 A S R
i, nNOS Bttt EoGHRICHET 5L
W, 35— o TI AT R IR
ETMR) OZALAR EICHEH L7z S SRV
RESTLTHALD.

T v N ORI X 5 N TEhE 0 %E
BRClL, HH%RM% 4 HIE - T b FhietiEo mE
HESNT, v FokaEB L NOS
mRNA OFER L IR o /2R TH o7, £
DORE L U TSR — M TR B RE X 118
2D 575, N2 CldEhietiitiddss¢
$, TGF-8:D @I FE B 70 LB D ZEH A FERE O
FREEEZESETWEDE L w, BE
P41k, PDESHER OEFRGICLY,
BOFEEEORELZ L TBY, ZORhEIW]
HEhb.

T/, @FMoMER~RL ED L idZ Kot
W)RA7 7707 —%FOZLNE, EDHEH)
WREEAL - OIAE A R > b - SRR O 4 G P4
REZ LI T AR~ — - ) b L%
ZHNTWEY, EEMMEREO—ERE L
TWIEEIRZ: SEEICTRA T 2 BIIROERER



BRI D EEZ DL, SRORRIE 2 H M
EIRE AT LR ED OJRERIHIZS e v
N ZDDOTRBEWREEZTVD.
BIRYE ED IS BT 2 FiBliniEk oL LT
&, B FEERIC BV CHEC VEGE o Bk S-
MBRALNTED, DRI 7 & 25HERR
ENTWwBY, F7:, PGEDEMANIESIC X
LAY R L ERIOHIZIE, B A
BRI & OYGEE IR BARFRE O FEASH 5
NBHZELH D09, PCGEIESTIZ X 5 i
KM == 75/ Lk, 5100
12 B C sildenafil 2SI EH A% K $ 5 &
V) FEERT— S A ED £V T v b
\2x9 % vardenafil 121 5-12 £ 0 WA O
HALZ IR C & 728 ¢ 285 % & H 5%, PDE-
SREEHI D@ P 5-12 & 0 BEZE~ o BIE AT
DFEEARAL R & N WA AR D TEF 70 AR 5 D
BEPIfECcELEELZOND.

LD LR AMIEEOREEIZLY, L )IER
B THIROBVIGEEDSHE S NS 2 L2
fFshs.
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