MR OE S 221

4) BIFEEICBITLEEREED X H =X L

LIERD) EFY v —

FEAFEERE—NE 18 L3

Mechanism of Organ Failure Due to Hypertension
— Cardiovascular Remodeling —
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Hypertension is known to cause cardiovascular damage, and can lead to heart, kid-

ney or brain failure.
such organ failure.

The final goal for the treatment of hypertension is to prevent
On the other hand, recent advances in the fields of molecular and

vascular biology are unraveling the mysteries of cardiovascular remodeling that leads

to arteriosclerosis and cardiac hypertrophy. These conditions are formed by physiologi-

cally active substances (such as tissue renin-angiotensin, endothelin, natriuretic peptide,

NO, etc.) which are secreted as autocrine or paracrine. Once the remodeling mechanism
is fully understood, the clinician will be able to select the most effective drugs to treat

hypertension.
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Control DM without DM with Control IHD
0 (%) nephropathy | nephropathy o (%) n (%)
n (%) n (%)
Genotype Genotype
DD 13 (22.8) 2 (9.5) 4 (16.7) TT 30 (76.9) 13 (100)
DI 27 (47.4) 5 (23.8) 13 (34.1) MT 9 (23.1) 0(0)
11 17 (29.8) 14 (66.7) * 7 (29.1) MM 0(0) 0(0)
Alleles Alleles
D 0.46 0.21 0.44 T 0.88 1.00
1 0.54 0.79 * 0.56 M 0.12 0

(A) BRHI B 2 BRBEEEERE X O BEHTO
ACE #RIEF I/D SEIBAF
FREOLVEERTEERIIIASE Y,

kY, BIEROWNETFTAOESE, NETRANEZ
h, xrzu77—-VFNENETICERTS. £/, @
HEBEATUET B0, VES vy RMiEhO LR
EEWESMEN~NEALTL B, —7, BEEFOH
MABZ Y, FRpMAROME, BX, NEF~OE
EHIERIL, e lilANERYEETS. T4, 0T
MefER P BEE L, M/MRAEE L3, D TEi
RFTVIREL 2B, TROHE - T, BRI
ENTWLDITTHE. CORBOFIZE, EEIZEL
OEFEEDENEECEDo TVwA I XML Tn
5, FORTHIERELETFIZOWTUTILRT.

2. L= =TrI4FLYFR (RA &)

RA RRELEELBRELIELLIEFO—DT
HHILIFELBEDLNTVS, BERILKH 75T TRLE,
ML = —T P57 v VRS, E, L, Bl
BADOERBIEETAZEIHLPIIR-TVE. &
MEFAEMEEELFIERIL, #hilk > T ACE
OEETTESBZ D, All 2#NsE¢s, FL-BEMED
HRFHS, B, nEFRHERTA#ML, ACE @
EHALETAIEEZI SN D, Al I, FEfMKR
DR, WE, AMROBRAZ CEEEL, BIREILIC
HApbed, 360 AN iZBEA ML AN L THE
EErFICHEBEIEL bR TWA. AIl 3HEET
HDHVIETA I VLA REREEboTEBY, &
BT AMORFEEEL, HENICEBIRBELZERT %
LEZOND.

W, RA RIS+ 28 REALICH T 21EH £ &
LT, INBICHLZRETFOLEIIH T LRV

(B) SRHI BT 2R, WISMAED 2 VB
LEBTOT7 VAT ) -7 U RIEF
M235T D% EIEIT
Bt CEBBEREEN TT BMTh- 72,

{OPHESINTWE, ACE BIETDA Y o161
35 /D Bt ACE Bl Erd2EE2 6N
TEY, BRE{LL OED DB OPBEIhTND,
Fad, BRFEMEEY D OBEOBEREID, INb
OREFOMELRE LAY (K1), /2, 794
T/ —rrRIEFOSRE M2BT OERIE, Rk
12, Ty P70y = OREICHEL, BREL
EDOBDL DN OPBEINTVE, L DRETYH,
EEZRROR Lo b 00, BRE, BIFLED LR
VR OEBIFIEMA TT ¥4 7 THo72. L
L, ThHnSBIIHT 2 HERFNETETLL0D
B0, #HFIFTHR,
3. —BLEER (NO) DxE
NO EimERNEHERERT (EDRF) ThHar I &
PSSR, FOMICERLBEZHFo. I
BROBEL BEL LY, WEIE7Y ¥ Z7OHHE
FTHoIEPbhroTETWE, FEMESEREIC
L NO oE&EF#EEHRE L Tnkne, AEMED
BESTRENE, V1 A VEEMSBELICLVE
ReHIROMENBE~OBREIVCEBI SIS, 72
BRbiiEfid + Ml cE ok, NEMRBE)TS
LizBESh, Bk LDL B~x7 07 r—U0%E,
WALRARHET 5. M/MRIE, NO EEMEIZ LIV EE L
R, B, PREEROEL, ¥, #EER
L, BIREIL % (BT 2,
4. TFEY

Iy PR Vs TREED D 2 mMEINREER S
L, ET—1, ET—2, ET—32'% 1, Z&tkii ETa,



M iR O E R 223

ETs ZHEHEH L. ETs THEEEMERHEHEFEL,
BS54, i, FEHMROMEER, 1L
MERERFORRRBEICHES L, ~7u7ry—JV0EH
FPHYALEEET S, BRBEILEE B THB PR
OFEHMIETIE ET— 1 ORVWREFEIED OIS,
F7: ETa SBAERErHRELLO 707 7 -V
RIRFMROR LB S €L LOMELH 5.
5. FMUYLFR~NTFK
HREf A b3 s h7: CNP &, mMEFESHICHE
#TH GC—B IZfEBL, cGMP E£OL#EE/L,
MEMR, BLCNERBEARIERTEEEZONS.
BRI LAEREOMARE TIX, MBENEEEL &I
Y, NEMRE»S0 CNP BHIZET L, OEFE
R A BB R L, W5,
6. LDUEFULT
EIERCEAEFIZREIY. LERKOBRICIZES
eI B LZETFLUMN, ALL = FEeY ¥, A
Fa53v, IGF—1, ¥4 bHA2RED, AL
HYFAyEY Dy —%A4 L COHMBICBTAEEE

BEREETS. T0BATE, a9 -FrolEick
DMEOBELIELE. ALl TGF—8, =¥ F&Y
vhECEY), EAMEIOS - UEERRET S,

BEEHITVFRLBERNCERS HERFETSES
%3, ACE HEEOLEIBHESRIIMBLVOEETD
5.

X L

1) Hanyu, O., Hanawa, H., Nakagawa, O., Tani, N.,
Andou, N., Aizawa, Y. and Shibata, A.: Poly-
morphism of the angiotensin I — converting en-
zyme gene in diabetic nephropathy in type I dia-
betic patients with proliferative retinopathy.
Renal Failure, 20: 125~133, 1998,

B&-FB »OHFELHITEF LA
BIEREICSETAFRE—4 > R ViEHHIZOWT
E—HPOHEEL S LS BEVLET.

5) BIEECEHT LIHE—1 R V&I

FRRFEFZRE-NHERE (EE HEREBEER)

SV - AT 7 -
&F E-&EB BT
PR BT -HE BE

Insulin Resistance and Hypertension
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It has drawn attention for some time that diabetes mellitus, hypertension,

hyperlipemia and obesity are found in the same patients, and accumulation of such risk

factors is liable to cause arteriosclerotic cardiac diseases. In recent years, involvement

of insulin resistance and hyperinsulinemia has been reported in many cases as a common
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