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Treatment selections for hypertension complicated by chronic kidney disease
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S E (s, BRI & & B IR EEE NN (chronic
kidney disease : CKD) FIED FE LGN FTH 5
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WICEE LT A, FEILE BB RER E 2 5IE S 4,
FBEINEREL SOICKTSES. BE%L
RN T B Z ENEHETH S5, CKD DJFHEE
% R L 7BEEAR 2B v &9 2o TERGEDYK
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k2> & 3l U 72 A A5 B B R 2 6 C o AR 2 & SR Bk
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PEAERIIHMAT 5.
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|3 DN & HI W L CRIEIZ . $72, DN &1BM %5k
R 4¢ (chronic glomerular nephritis; CGN) D&,
DN % b 72\ CGN % HNS 7% & O 443 1X DKD O#y
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PGC : REMAEMIMERNE (glomerular capillary pressure)
RA: LZV-7VI#4F7v -7V RAFOY (Renin-Angiotensin-Aldosterone)
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TRV, BRIk SE 5 2 L 12 X - TPGC
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iy B AIR 70> © o B FRAAS B A MR U2 X 2 0%
PR EAREOARE TH S, CKDG3L X)L F
TR Y o7 k2 BO L OPFETH 5. &
HIRZ RO R WZEDMOCKD & L CTld, BBk
fE (B HEENE) E IV A7 0 — VEREND
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1) HNSIEBIFDRIKAEED A DXL EBE
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AT BHMEEIHY L TWDDITHZ T, KRIMED L
AL TWB 72D/ RS & o Tl A E) IR 230
M A7z, RERAMTEITS SIBAT L. R
PGCAMET 3§52 L2 & o TREIKABEIMKT T
L. B GHENIR 2 YLk S8, T A2 BN S5 121E
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ARB : 7 IF TV I SHABEES (angiotensin |l receptor blocker)
ACE| : 7 IA Ty EIREEZRAZES (angiotensin-converting enzyme inhibitor)
ATIZSK : 7VIFF7Y V1 (angiotensin Il) SEE
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E IS AMBIIR I RAES % 728, LALCa™ f5hidkid
i AKIEDIR % IR iR 2 (M 4) 7.

2) BEENMETURHNSICHIFDAREKARES
AN LEBEE

HNS % JE B & L72CKD THh - T BHAEAG3b
~G4IZED EEARDPHHT 5. T IWE DO MEAT
WX o THEAEA 7T VBT 572D TH 5. HAF
70 Y DAL A4 O SRERPEA O A ML & 2SN
$ 52 L2 X BPCC ERITHED SRERKBE A E 5k
CHZEDNEKNTH A, &AKRD10 g/g CrriBr 7z
Ba IR BRABEHABEPBELTVWEEEZD. 2O
B 7 IRV TIZ LAY Ca R HUt 12m 2 C i HY A B IR % 91k
REETPGCHIET S 8L ENFBHICLEL 2 5.
LA CafbiPprdICACEI 72 1ZARBZ BT 5 Z L1
Lo TPGCEIEHILT 52 L2 BEdT 57,

. #¥HbIC

SIME %2 &0F L72CKDEFIIB T 2 BIEHEZ
120/80mmHg & ST W A, FENZEH 3 5 BEIFEH
ZEIRT HICEEAROAE - REHIEERERIZX 5
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JEATE 5N WA IZIZCKD O 55 B4 Z R LT
WIRELOD, ZRPEHZT ) RE LD %2REIRT
5. F72, AEDEWHDDH HCKD EH O TFHRUGE
AR — VPR bENL TS Z LA Kidney
Disease Improving Global Outcomes (KDIGO) #*5
REINTVEY TR L TRERZS.
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[Review]

Treatment selections for hypertension complicated by
chronic kidney disease

Hiroki HASE

Abstract

Hypertension causes impaired kidney function, and immediate treatment for hypertension is important.

In diabetic nephropathy, persistent hyperglycemia disrupts the myogenic response, and hypertension has a direct effect on
the glomerular capillary pressure, causing the glomerular capillary pressure (PGC) to increase. As a treatment, angiotensin-
converting enzyme inhibitor (ACEI) or angiotensin II receptor blocker (ARB) that dilate the efferent arterioles should be
used.

In hypertensive nephrosclerosis, a decrease in the amount of blood flow into the glomerulus caused by stenosis of the
afferent arteriole and vasoconstriction of the afferent arteriole, which occurs after the myogenic reaction caused by the
increase in body blood pressure, is observed. Therefore, an L-type Ca?* antagonist that dilates the afferent arterioles should be
used. In cases with proteinuria exceeding 1.0 g/g Cr, glomerular hyperfiltration is considered to have occurred. In such cases,
the efferent arterioles must be dilated and the PGC simultaneously decreased; therefore, we recommend additional medication
such as ACEI or ARB.

Key words : chronic kidney disease, diabetic kidney disease, hypertension, hypertensive nephrosclerosis,
renin-angiotensin-aldosterone system
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