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88 puromycin aminonucleoside(PAN) & JE (C & (T % Il # renin-angiotensin-aldosterone(RAA)
FEMER OB ERE(L & edaravone(EDA) DBER{EIMFIFARICDOVWTHREI L 2. HRIT8BERD Y 1
2 —RMEZ Yy FOETHS. 10EFTOIFHICHTF, ThZThICEERIEK (CH), PANP ),
PAN + EDAE # ) Z[EERIRE5 L /=, MEL S CICME ERPEEERES LCmMFEL =, 7
POFTFVCTIEL, PIVRRTOVEEZRFEL . S5ICHESL -V —EHE CEEBRN
—B{LZE R (nitric oxide:NO) EEMBMREOATEEZ TN ThOBEREZAVTHELA. I
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puromycin aminonucleoside(PAN) % 5- T 5§ iE 3

& D/NRD A T T — L REGERE X NEAL
BMThs. L»L, BUEDOE ZHH/NELR
% 7 8 — ¥JEf#E# (minimal change nephrotic
syndrome:MCNS) D K AP TH 5 V.
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aldosterone(RAA) RO G- 23Z 2 5T 5 D
DO, —E LI IEE > TV,
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oxygen species:ROS) b I 5- L T %
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7z. & 512, PAN BHEIZBIT A I RAA B D
Ak & SRERIAPI NO 3B X OV ROS OEJREIZHN 2.,
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AAOWFIZIZAKE T v b HIEEHE R TR % B iR
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# (PH), PAN + EDA®: (EH) o 3 #:1C
WEZHT 72, C BRI A BLAHE K0.5mI %,
PREICIZIERESE I Y PAN (V<7
VR v F Ty 8 U BRAEH, TR 3mg/100
g BW/ A B 7K0.5ml % & 2N FEERBIAG 1
HH& 4 HHICERENEZS L7z, EREICIEE b
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H 12 PAN3mg/100 g BW + EDA (138 =2 #
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0.5ml %, [A 4 H HIZ PAN3mg/100 g BW/ 4: 3
fIEK05ml & Z N ENERENI G- Lz W7
H B4R Z R 247\, [ 8 H B RIE
CRRIL L 7215, B L CERIERBIZ I L7

MEME

F v b -~ 2B F B i e e
(BX&stvy 7 by, Hg) 28HLT, B
BYR CIE %2 [ L 7=,
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B IR (2 1 $1 % 3 A L 7z. phosphate buffered
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LDEH DS ORETR AR F I 72 o 720 % fi
L, PBS IR L 72 DAR4-AM & DCFH %
NEGRHESE L CHteta L7z, i THRALOH
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(FR At EUCALAIEZERT, REAR) 2L
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LCHImm DESIZA T4 AL, e mE
A7 V8T — MCH AR, HfEHL - -5
s CTBIZE L 72, Excitation 560 nm ThE X
72 emission 575 nm D HIGMI{R T ROS il %,
excitation 490 nm “TJiie & 4172 emission 530 nm
DG T NO HiEE 2 AR L 72

Z LT, HPRIRIEAR 9 ~10WKk THRERIRMEI &
JRAE SO A e L, SURN oI 2 51l
L CHRERIR / JRAE L &2 SR 72,

AT
AR« A TR L2 WA
L SPSS (SPSS HRaixtt, HE) % H Wik
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AT L7z, BT ORI Tukey D% H LI %
T, 0.05 RO %Z b > THEED Y &
L7

ABFFE NG R R 7B W) FE B2 H 2% D KGR
ZzlF, JIEERREOE W EBIRSHI RO &
Fehti L7z,
L
RPIDEE 7 73 > E

1 HORFOEAL T VT I v imOFEREE K
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LYEB (p<005) CTHEICEIMLZ BB
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MiE&EE, 773>, BILXTro—plE EROZIIEPRICHNTHREICEMETH 72
MEEN, TVW7IvERIVATH— )L (p <0.05). MiEEIL AFa— ViEEIXC
JEORERZK 21RT. MFEHEAET VT I Y BICHRTPHTIIAZICHEML, EFTIEP

WL CRECHAN TP HETRAZICRY L. BICHNTHRICEMETH - 72 (p <0.05).
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(ZPE fil = B AR TR L2

L=, 7orFro>>IEO 7AF 72 MEEDEFTIRPRICRTERMETH -
X 77 >R TERAIRO LR r o7, MET I F T v
miHEgr =y, 7% 7rv 10, 7N YUTENEERCHICHRTPHTHEL
F2AT70 ViBEOREZK3IRY. L= #inL7Z (p<005). Wi#HE HEHTIZPH
VETIWVRATE VEEIZCHICHARTPE(p  WCHRTHEIEMEZR L (p <0.05).
<0.05), E# (p <0.05) TIHIZHEITHIIML
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BRI ROS & NO DM ik g
L — Y —BMEGTEZ X5 IR,
NO #6/R3ETH 5 DARL-AM et T, Rtk
TR BE 2SR R & BRI LIS 3BT LN
WVIZA B N7z, ROS HE/R#ETH 5 DCFH Fefh
T, fRtauaEHEEE)s 3 BEOBRMAE TR L X
WIZHBSNTH, BRERIKNTIE C B, E B,
P #E DN HEEE DB AS A & 7.
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SRERIR /RANE A 3BT L7 (X 6).
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0.05), PRECHARTEBTHEIEL-72 (p
<0.05).
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CH# PE E&

ROS

X5 Control # (C), PAN# (P), PAN+EDA (E) 2B 5T v MNEHKED NO B X U ROS D4R IE.
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MNHM¢% D—HETy ¥ 87 L%
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HRERRIEE DR A >~ - F ¥ — VDL Z
T2 TR L, EERLE U S ESRERIR R
ML % RS L CREAREZFHT 5 L o
bdH2Y. 2ok IHIZ, PAN BIED AT
ELTRPEZREM LHFRIZIEE > TRV oS
HIRTH 5. PAN G HEREKGEIZOVWT
BHE L OWEDRD B 05, REIR, EREEN,

ETHEGZNZFNOETFT U ERIZEZ W E
ST, EL5E%ES 10, 26, 3@#x
LHHEGF T EEE o WmETH L. &Y
= b 1.5mg ~15mg/100gBW & 2 F EFTH 5
LA aFRIZ LTS, 20O PAN G T
REH & MER L AT 0 — ViREOINE X
DB ERA DB % K724 2 RS HMRE S h
TWw3Z &5, 40 PAN3mg/100gBW O
2 Mg G- & L7z, AIfETIRI NS O
FTROAZL ST, RTIVT I v o & i 7
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JVTFZv 2T I VABKT LA E#MEL
7o, FEE S B EREFICE VT MCNS 2 I
BUAINET v FFF oy TiRED ERIZO
WG L 727,

T YIFT vy MIEARERE Lo 7
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W EHERE T Y V%7 v v v T2 BB
AT MLE B TR & B4R ISR PR OS50
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VAE S & 2 B 8 HE OAR T 254 ) 416 BR 14
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fbsh, kIR F D) A RIS o
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PRER G DDIERIEAHTD 505, PAN i
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it,%%i%f%;kwTMaw%%@
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SR AR S AMERDH H 2 LA, Bl
TSR E LR HEZR>Tnd EE X
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D& % EDA % GHETIXZN S OZALRIET
Holz. Loz &5, PANBIETORER
RBEE LB X > THEBEEIND Z LAVRE
ENb. L2 L, PAN BE TR @ NO 1R
BN L 22805 LA L s b
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TRERDH SN BY . L72h35 T, PAN BHEIC
BUF % NO OFREIZOVTIEE 5 % 2 HET A
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PAN BIREICBIT L TN —F I HINVAANRY
Trx—OFREIZOV TV OP AT E R Tw»
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V512 X % hypoxanthine 2° 5 D A — /78— % F
Y4 FEEABIH™ %, superoxide dismutase %
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IV E O L) ITHITIE N T oA Bl A 1R
ThbEEZOLND. U EOI EHEDA DR
B HL O 5-C b PR LR R DA S - HH & &
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Thb.
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L O'ROS DEAEDTLHE L7z, EDA 52X D
C DOIREDEIEAL T HAERDE SNz R
RAA RiGME &SR EBRIR B R Ml o @ B AL T 7S
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TR A~DOE G- 24l L7z, Sk 4 /NERE X
INO ORI L 72HERE MR 52 & T,
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@
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o2& F LREAL T8 A (B HEM e R)
ZIIUOEFERED R Y v 7 O®R, EBRICHIG N
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Plasma activity of the renin-angiotensin-aldosterone system, renal

peroxidation, and effects of edaravone on suppressing peroxidation in

puromycin-aminonucleoside-induced nephrosis.

Yasuko KOSAKA

Department of Physiology, Kawasaki Medical School, 577 Matsushima, Kurashiki, Okayama, 701-0192, Japan

| investigated plasma activity of the renin-angiotensin-aldosterone (RAA)

system, renal peroxidation, and effects of edaravone (EDA) on suppressing peroxidation in
puromycin-aminonucleoside (PAN)-induced nephrosis. Thirty 8-week-old Wister male rats were

used in this study. The rats were equally divided into three groups, and were intraperitoneally
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administered physiological saline (Control group), PAN (PAN group), and PAN and EDA (EDA
group) , respectively. Blood pressure, serum and urinary biochemicals as well as plasma renin,
angiotensin I and I , and aldosterone concentrations were measured. Distributions of nitric
oxide (NO) and reactive oxygen species in renal tissues were observed after staining by using
confocal laser-scanning microscopy. Plasma renin, angiotensin I and I, and aldosterone
concentrations in the PAN group were significantly higher than those in the Control group.
Plasma angiotensin I and I concentrations in the EDA group were significantly lower than
those in the PAN group. Fluorescent brightness indicating NO production in glomerulus was
significantly increased in the PAN group compared with that in the Control group. Fluorescent
brightness indicating reactive oxygen species production in glomerulus was significantly
increased in the PAN group compared with those in the Control and the EDA group. These
results indicate that the plasma activity of the RAA system, and glomerular NO production
and peroxidation are increased in PAN-induced nephrosis, and suggest that EDA has effects
to suppress both increases in the plasma activity of the RAA system and the glomerular

peroxidation.
(Accepted on October 21, 2009)
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