SR IUE O RRAE & i 13

idine, methyldopa 7q & oA BEMREE I FI) LE B R IR 1T
5 HEERRER I L A ENT e TSR S T
5.

PR ERBLIT 0 2 BRRICRE & s A B
FERIDNF A LB L Fa A KB Ca FEHEITHL (F10).
Ca HEHIHIC2WTA v A U VA IE 5 & ol
MdLh, BEIROM HE TIEENEE L. Ca
FHiHE% 3 ~664 FF1520.57 ARG L, FOREOMm
BE(H, HbA, BRI THELYALE, B3 DL5K
MRz T EPEIRED bRV,

ACE BHEA K L TIEBEREDM, L O Tl
BEniEin b,

BIRAEREEC L AEMEOS S, (ARMmIEEREML
RV = v OB TIRFIRFIDER L 10 5. BEEHIE
LB 7 ow 3 FABILT, TokBEENE LR
feus & &l Ca #5HiHl, clonidine, methyldopa @
LRI, o BRI O T 5.

I FERE M TR T A & BRI LR O BT
U7l « 0 o B O MmE T 28 & B, 058, %
At BET LN H L. BIEFDLEIEZHCED

W REEE R, long acting OFBRFERIIET - L
Lo

AT MR T 208 5 S ME OBRRILED TRET, &
FREETRIEENTESAEEL, %9 7440 0—F
SEERT S LB S IE B E S D, ISR
BRI R LT A i LORA, YRR
st LT A b o & v Zofifs ErdA bR T
VA

B2 E X M

1) YrHER: B L i, BRI o A 190,
113~121, 1985.

2) BUER: RS S, BREOES, W21
#H, 137~148, 1987.

3) ®mEEWmk, f: SMUE & BEIRSP, HAREEIR, 44,707,
1986 (FRFEHIFHETIE).

4) The working group on hypertension in
diabetes, Statement on hypertension in

diabetes mellitus, Arch. Intern. Med. 147

830, 1987.

]

4)  IFHC S i

BRfHeikEaE & OB -8

Cerebrovascular Diseases and Hypertension

Soichiro TAKAHASHI

Division of Internal Medicine, Nagaoka Red Cross Hospital

The central nervous system 1is a major target organ for the expression of

hypertensive disease.

Sustained increases in systemic blood pressure

alteration in the intracramal vasculature.

The major arterial changes found in hypertensive

(BP) may produce pathological

brains are large-vessel athero-

sclerosis and small-vessel fibrinoid necrosis as well as arteriolosclerosis,

The results of these vascular derangements appear to be parenchymal infarction,

commonly encountered in hyper beta-cholesterolemic patients, and intracranial hemorrhage
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and small lacunar infarcts, which are almost exclusively confined to hypertensive
patients.

The arteries in the ischemic area lose their normal autoregulatory control, and so
any reduction in BP may reduce blood flow to an already compromised part of the
brain. On the other hand, a very high BP may directly cause further ischemia, as in
hypertensive encephalopathy, or hemorrhage.

The wisest course would seem to be that the BP should only be reduced in the
acute stage when the stroke is known to be due to a hemorrhage, or when  encepha-
lopathy is suspected, and then cautiously, In the chronic stage, there 1s little doubt
that, in the long term, active control of hypertension after a first stroke is effective
in reducing the risk of stroke.

Accordingly, high BP should be lowered gently to a normal level with anti-hyper-
tensive agents such as calcium antagonists, ACE inhibitors, beta -adrenoceptor

antagonists with ISA and hydralazine delivatives.

Key words: Arterial lesions in cerebrovascular diseases, Risk factors, Cerebral
blood flow, Management and Treatment, Secondary prevention.
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Hypertension of Patients with Renal Diseases
Yoshiyuki TAKANO, Ikuo AOIKE, Masaaki ARAKAWA

Department Medicine (II)
Niigata University School of Medicine

The kidney plays an important role in the mechanism of blood pressure control.
Four hundred seventy-seven renal biopsy specimens of patients associated with chronic
glomerulonephritis (CGN) were studied.

The histological changes such as mesangial proliferation, glomerular sclerosis and
interstitial scaring have significant relation with elevation of blood pressure. Renal
functions, such as glomerular filtration rate (GFR) and phenol sulfone phtaleine
excretion test (PSP) were significantly reflected with these histological changes.

Moreover, the prognosis of these patients have a significant relation with hyper-
tensive state.

These findings suggest that blood pressure control is one of the major key roles

in treatment of patients associated with CGN.

Key words: Hypertension, Chronic glomerulonephritis.
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