126

G S iz, REEBRAORER, FHEREH,
ERARFREE iz IgG, IgM, C3oiE=RDH, L
o UEIRERTFRE I BRAS IR IFAT & HEB U 1gG, IgM, C3
EDCLVEERILEERDT:.
9. BMNHOEEERDOIHEEIZH TS nitric oxide
& peroxynitrite DS
(CE—gwEE) T - Al X -
PrEfoe - d)IRER - 528 &

To investigate whether the nitric oxide (NO) is
involved in the myocardial damage in acute myocar-
dial infarction (AMI), ventricular myocardial tissue
of autopsised cases with myocardial infarction was
examined by immunohistochemical staining with
anti-inducible NO synthase (iNOS) and anti-
nitrotyrosine antibody.

The damaged residual myocardium were positive-
ly stained with anti-iNOS antibody and anti-
nitrotyrosine antibody in AMI. These findings were
not obtained in the myocardial tissue of patients
who died shortly in the early stage when myocardial
cells reveal contraction band necrosis with minimal
inflammatory cell infiltration. And also they were
not obtained in patients with old myocardial infarc-
tion.

Since iNOS development accompanied by cell
infiltration was noted in the damaged myocardium
and nitrotyrosine was also disclosed in the same
area, it is suggested that not only NO but also
peroxynitrite is involved in myocardial damage in
AMI.

10, Menkes j&BEI4&/)\B¥IZ (T % superoxide dis-
mutase DREHAGELIFRIRET

(BE—iRH) SEHEAT « /NVPRAETE

Menkes JRICBI 2 7V —F VA NVEEDEE 2
%tz %, BB/ E B VW T superoxide  dismutase
(SOD) D JE1E % FfEHEMLFRNCRRET L7z, SETH 1
~ 2 1% D Menkes & & Xt HFES 5 Bl D/ D /¢ 7
74 VUIF CREREERL .. — Rz e b
Cu/ZnSOD 7 & "2 MnSOD i2xt3 % v 4 FHillE
(WBERNEREHILEREE L 5 EE) 2RV,
Cu/ZnSOD ZxffE# D Purkinje ffZZ B4, Menkes
R Tt TH o 7z, MnSOD D FZEiE M iZ BB e ¢
1358 - 7253, Menkes f&#I Tl Purkinje ffdiZ &
T®H o7z, Menkes W TIIHIRZIC & D FAEKBER T

» % Cu/ZnSOD % cytochrome ¢ oxidase O i ¥ 43
BTT2E0bhTEY, EFLERD DD superox-
ide radical DFEEEHERICLID I baryF Y TH
MnSOD FEEI NS EFZ iz,

11, FREFEKXICEITZ L = U EETERIKSHE
FAfEDEE 1151

(EZARD FHA &« BE T -
ROBKE - S48E - HPIEE -
WHET « OB - INRTF - BN 1H
(WPRZERD) RE s

5 R BRI 1 2 1 & TIAILSBIDIREH D 5 D
HOBD THZ_RESMETH 5, SEEL I, %
HI8mm DEERIRAMIE 2 RER L 72 D THRE T 5.

TEGNX3E B, 245 S IME (160/110 mmHg)
ZEREIN, DORBEXORBIC TMED 2 > Fa—
WVIZRIFTH -7z, XML = & (PRA) %
HZE L Z 55 (54.4ngAng I/ml/hr) THY,
FRARK PRA OIIFIARRLFED s hfz, MRIWT
AE ERICEN8mmM O EEERE 2 W), A B ERIkID 4
PRA DSENCEL LEHS DICEETH o7 2 & 5, &
SREREHIREE % 58 A B IBES VIR 2 T U, T
HAER RSN S L Oy = PRI X 2 RSBy
R 2 5, RIS & 2t s ne.

I E THERIRAMAOME X LK & BB O RS
BB, KEFIO X 5 /NEET, fiETCRES
DABETH - Fe Bl A7,

12, 7w OERBEIBREREDRIEFHIRGT

(38 ZimbeimbeRERD HEPTTE -
BRRIE « ATEBE - BAREMR - AEEE

t b aldosterone synthase cytochrome P-450 (P-
4504140) & 118 hydroxylase (P-450,,8) IZx9 555
polyclonal #iifd (BICKENY =K#EMtsS) 2H
W, BIBHEEEEYIR % envision system I & D
B l, BrOBEEDY vy Y ERBOBIBKE
PEBET VR AT O U B L7,

(FER) anF VIVEELRR FERRIE L P-450,,8 1%
B 72 B3 P-450a100 X BE1E, ACTH FEKEFMERFEEIME
TR IR FE MBI B /NS E M B AR O RS EET,
ACTH REMHBRMEDFR « fRIRE b Bk O J pat-
tern R L7z, PR A5 0 v EEREIL P-45044 &
P-450,,8 W% & b PEFOREM LT LT, FEEE
EOBRRE L, B2 OEIEGT (Er i BR/ R/ g
H92% < BEARARIC) P-450010, DFROHEME & P-450,,8 O
(SSE W AE S IR AN X N DY
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