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# 1 Baseline Characteristics of Study Subjects

variable All subjects ARB group non ARB group CCB alone ARB alone ARB - CCB
(n=91) (n = 63) (n = 28) group (n = 26) group (n = 38) group (n = 25)

Age 674x7.0 66.8 6.7 686+7.6 69.6 7.7 67364 66272
Sex (M/F) 48/43 31/32 11/17 16/10 20/18 11/14
BMI (kg/m?) 245%29 24.3+27 249+35 249+36 242+26 246+28
SBP (mmHg) 130.7+174 130.0+174 1320+17.6 131.9+18.1 132.0+17.0 1272+179
DBP (mmHg) 749+11.6 747116 753x11.7 748117 748+114 747+120
HDL-C (mg/dl) 57.3+23.0 57.0+224 57.9+25.0 581+259 60.8 +26.2 51.3+133
LDL-C (mg/dl) 1164 +289 115.3+29.9 118.7+27.0 117.7+264 108.8 =249 1256+34.2
Triglyceride (mg/dl) 1484+76.8 1495+844 1459+54.3 144.0£55.9 1358+515 1705+515
Creatinine (mg/dl) 0.82+0.31 0.78+0.21 0.91+0.38 0.90+0.39 0.80+0.28 0.75+0.25
Length of the history of 56+4.2 48+36 73+49 74+51 44+30 54+43
Hypertension (years)

Data are mean + SD. BMI, Body mass index; SBP, systoloc blood pressure;

DBP, diastolic blood pressure; ARB + CCB group. ARB - CCB combination treatment group
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(CCB)THhATLuy¥rofFMritHsn, 740
DYV ORRIERR B Z 7R LI 2R S T
W%, %72, TROPHY (Trial Of Preventing Hyperten-
sion) " CIXIEH B MEMEER TH ¥ FH IV ¥ v WikEED
S ILE D FEFEMHIRN R AR EN TV B, Th b X ) BUfE,
ARB & 7 20 V¥ VIEEIME B ICIE R S s R
ZROTVD, WEX S ACEL & CCBIZHT 5k~
BRIF—=IHIRENTETWS., LarL, MoEKERKETH
e WEIMTEDOARZ W 2 FEHCE LT, RASROERHE &
CCBOELLDPENTVENREWV) F—FIIRENT
Wi, ez, RA RASEIUE O F8HE (2 5% 7 5 8 % {iff
LCTWw5 EE2Z BEREICBOTHEA% 14 Hh
1 LIMUFE 028 %2 M 5E L, ARB PUIREE TIRIEPIREE & Lt
B L CIHLE O LA S 15 2B % BEd L.

B &

XTRAEB]

T3, WFIEBAMEIC N5 T, ML SmbemBl R A &
IZBWTHEEZ 2T RBE 7.

Xt G B 157 SRR BE S —4E DL 1S 72 0 B LS C o
Berr B3 94 B (B 49 B &P 45 51 FIH4EH 674
) THhb. —EUL BREHOEEN 2 WEZEZXIR
1220074E6 H& Y 8 HoM oM kB iRz
BEa L7z REBRBMEIC 2 AKX CTOREAR 2 dk L
2. (D ZWwMEEIMESSEDbLN S B, (2) FEMRA,
TR Y, BREERAICRBRAL WA EE, () BIR
WERTARE, (1) WAEIRE, PoEE %5
) 28K ZFa4 FRIVEY, SERERK, KEEO
TAE) YPUSMNOIER T u A4 FRYSER], HIREEHR L
T, AVAY Y, FOMIMEITEEE S 2 % 8H] %8
Mo @, (5) LM% GEiER 52 LN, Pl
(24 ALINITHEE S 7 — T VIHEEERTEEIR D /N A 78 2 %
WiAT), ALEFEDERE, (6)HK LEEE 7 5 575
EEHLTWAEE, (7) MEREEOMELETLE

%, Q) FKWMHBHIREEORE, 9)EEOLAEEH,
(10) EEOBALELE, (11) HRLTWAEE, (12)
oM, FIREDAWY & HIR L2 BEERA L 5t
LHEZIIIIROBRE E, NEBLOLEICL23HH%
v, MEHORB A,

MmERIE
EMSRZBICIEZIEL, & 512 2 B 0K
HOFBZRNFHFEMT 2 0E Lz i HALER
B0 BSM-2301 2 L, 5 B LHF M. O%IZ 2 0B &
WEES EE L7 ME R O f sl & RS 2 B 72 3
B OFEEEFEER L, MEOEFRZRB L. MFEZE
By = (ep k£ O WU YT E — P AR v o0 UG 390 0 ) /P9
il D IGHEEAIME x 100 & Bl L7z,

7 R

Ahkmber o 94 Bl E G L Lzas, 2D b0 3 HiHs
[Fl 73 % el Ui 91 B 2 AR BR O AT D 3 52 &
L 7z, 91 %1 o ik d/if o of & 130.7 £17.4/749+11.6
mmHg TH Y HAEMEFZEZOHN A F54 v THHH
M %2 3 L Cw /2. ARB PIREE X 63 51T ARB JE
PIREEX 28 B CTH - 72, 72, CCB HMARk#EE 51 #1, CCB
JEPIRER T 40 BITH o 72, T 72, CCB BN (CCB
ZHIRL TV A28 ARBIZWIR L TV e o 72 BE#E)
1% 26 B, ARB HAhNAR#EE (ARB 2Pk L CTw 525 CCB
WENIR L T ied o 72 388 1 38 51, ARB - CCB M
BEIZ 25 BICTH o 72, HHETIIRIME O RBAERIC A EE
MBRDOOLENDL S DD, ZOMOKEFITIHEED2H >
72(F£1). ARB HANEREE OB TIE, 7SV 0% 2 PR
BEZ 136, ATy CHREEL2B, FUIVLS
CIRBEZ 1L, gy ov sy CPIREE LB, AV A B S
YHWIRBE2BICTH o 72, TN BT FEIEORBELRIC
HEEDNDHDSDOD, ZOMORFIZIIHEEAEDRH o
7o (#£2).

ARB JEN AR CIIIGHI M E DL B Z1L 161+£1.7%
THo727%, ARB WIRIETIX 107£34% Th ) LHEH



62

variability rate

in systolic blood pressure

HABE - S ik

JJOMT Vol. 57, No. 2

% 2 Baseline Characteristics of ARB subgroup subjects

variable Valsartan alone Candesartan alone Telmisartan alone
group (n = 13) group (n = 12) group (n = 11)
Age 64.4+69 67.6+8.0 675+45
Sex (M/F) 4/9 6/6 8/3
BMI (kg/m?) 243+19 231+26 249+29
SBP (mmHg) 1308 +135 1257+17.0 1355+16.7
DBP (mmHg) 708 +6.3 756+11.7 75.3+14.0
HDL-C (mg/dl) 589+154 55.6 +14.6 587+17.1
LDL-C (mg/dl) 99.9+18.0 1112+278 1162 +284
Triglyceride (mg/dl) 1331£604 146.7 447 134.0+53.0
Creatinine (mg/dl) 077+0.17 0.81+0.46 0.79+0.16
Length of the history of 6.5+35 33+14 35+25
Hypertension (years)
Data are mean *SD. BMI, Body mass index; SBP, systoloc blood pressure;
DBP, diastolic blood pressure
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1 The variability rates of systolic blood pressure for the ARB
group were significantly lower than the non ARB group.
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2 The variability rates of systolic blood pressure for the CCB
group were significantly higher than the non CCB group.

(n=25)

3 The variability rates of systolic blood pressure for the ARB
alone group were significantly lower than the ARB - CCB com-

bination treatment group or than the CCB alone group. The
variability rates of systolic blood pressure for the CCB alone
group were not significantly different from that for the ARB -

CCB combination treatment group.

(%)

—

p=0.037 —

[ ns 7
[ ns ]
o
5
7
[} (O]
2 &
a=}
2z 8
T © 10
89
g
>
172}
g 5 =— —|—
10.9 6.8 3.4
0
Valsartan Candesartan Telmisartan
group group group
(n=13) (n=12) (n=11)

4 The variability rate in the telmisartan subgroup was sig-
nificantly lower than that in the valsartan subgroup.
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3).
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DIMEBRBOIAE % FFi T 5 720 IMUE O EHF T
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CCB oA MM %2~ e ARB OF HM: % R 3 iBaHs
ZEMESIN TS, T/, VALUERBETIZCCB &
ARB OEHEHLBIZ I D WFhPENL TV S 0 OME %
fToTV3Y, BELVPOHEmITTH RV, BIED
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NRCEVRALNSL Z & 2IRE L THRE L 7.
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B - PO EAGE S, BEEER % #8 2 72 effect 28
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FBEEAEH 2R LT 5. — %I RA RICIEALEH oA,
Ty IAT vy TATL) AR THIBEEEIER, O
MBS, #HEL, JHERG %2 Bl LIE D) 7Y ~
TIREIHERT AL EREDLENTWS, ARBIZZ®
AT1 ZHREBIGICHHIL, €ORET v IF T 0¥
Y10 (AT2) ZHEOIEHOBHIZE < ZzomED ) €
FU v 7R, L Tw L o oERN: 2 UE
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LTWwW EZ2bN5. 72, RAZRZIHITALZETT
FARRTZF U RBMMEESZ LB WME SN, ARBIZIZ
FEIE D Z 2 B IRAEAL O TR, A P Bz B Ak O S /e
EFHLTWRYZ L35 NOMEDOKRELRBERICOR
HoTwblEZbNb,

72, ARB B 12X, ARB - CCB ff B CE B
BRKENPS720, TOZEDFERE LTIE, —2IZidpk
FIRECTIE AR AR L) SILE QM AS5hA» 722 &
bEzo6Nb. LaL, CCBHMEEEL ARB - CCB #EH
HLoMTRAEENRON P72 8 X0, PRAHR
ASHREE IR X O B ILFE O AR D > 72 & iE—BC
3F2F, CCB 2B % Z & Sm MLE OMRARM 2 55
LnHZLIZBVWTIE~A FADERZA L T AT
HHEZ LN,

WICARBBIToOZESE SN2 LIV THENT
. D DI EEAN ORI, AT1 ZHARA~ DR,
BRI, SAEDOEIHDLEEZDL. SHITL VIN—=2A
TI=A MDA, TV A—FAAL VO, BALA b
L Z oMHIEHYY, peroxisome proliferator-activated
receptor y (PPARy) OIEMHALIEH O A HIC L % & b
5. BICZOPPARYIEF VIV LY VIZRDOLATW
LREDITH Y, PPARy BRI A % F % B{s T
OFEBEzay ra—VTLIERHALNIIENRTEY,
PPARYICE o CT FA RAZ F Y OEAZIRET S
EHEbRTwaY, ZLTA A Y28y
LEEDLNTWBRYYY F7- ARB OHITIEZF IV IH )L
& IR AT 20 BRI DL L B R THROD TR, 24
KefIZH72 ) RA RZHET 2 Z LAWHET RASROH
OIEMZREHTHIENTEDLLEEZOND. ARBOAR
KOVERIE RA ROHETH L2, TDIHITA V3=
AT TR MDIEAE, T ¥ — F A4 > OFAE, PPARy
DOIEHALTER S ARBIZE 5 TH H VD EDDKRE B
ThsrEEbhs.
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Na. ¥, MFESEZILD, BERE, (I EEE 2B
ST ENRLETHD. 1) A7 FETIZER D 2 EEH
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B RIEBZ ORE#E E 2 510472 TIEHICHK
JET 57200 Tk, fisolEdlEseEx, 7
BT SGERS 21800 7Y » 78l 2475 2 & A8
VETHD., BMEORE, AF KRy 7Ty Fu—2A
DEFIZBOTIEIVWDWELAFR) vy 7RI )% 1kd5b
CEBRETHL. FI ) OTHRTREIMEDERRE, &
PR IMLEE DRHE, HIRBOHHR D LETH Y, HIKRT—5
FiZwAild BOIRBISHESHER TETWwa X)) i
5. LHL, SNHAGEEEROEREEZZLHIT1EED
FIVOLBTII ) %1k EPUETHLEEZ
LNTWA., ZOBIZIEZATR) v 2 FI 2ITELHE
boTWwhRAZROIHZ ERE LTwab ARB OFEH
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Comparison of the Blood Pressure Variation after Discontinuation of Angiotensin I1
Receptor Blockers and Calcium Channel Blockers

Masashi Miyamori, Seiji Nanba and Kaho Kimura
Department of Cardiovascular Medicine, Japanese Labor, Health and Welfare Organization,
Okayama Rousai Hospital

Background: It is known that the rennin-angiotensin system plays an important role in the development of
hypertension. Angiotensin II receptor blockers and amlodipine have been widely used in the treatment of hy-
pertension and are very effective in hypertension. We determined whether blood pressure variations can be re-
duced in a hypertensive patient group given ARB by setting a 14-day antihypertensive drug-free period and
measuring blood pressure variations.

Methods: Ninety four patients, who had referred to our hospital over a one-year period were investigated.
All treatments with antihypertensive drugs were withdrawn for two weeks. The patient’s blood pressure was
measured at the time of their periodical visits and at the same time of the day immediately after their two-week
drug-free period.

Result: The variability rates of systolic blood pressure for the ARB group were 10.7 +=7.5% and found to be
significantly lower than that, 16.1 £9.6%, for the non ARB group. The variability rates of systolic blood pressure
for the CCB group were 15.2*+10.0% significantly higher than that, 88 = 6.5%, for the non-CCB group. As for
the ARB alone group, ARB - CCB combination treatment group, and CCB alone group, the variability rates of
systolic blood pressure for the ARB alone group were 74 %+6.6%, significantly lower than that, 15.6 =9.9%, for
the ARB - CCB combination treatment group or than that, 14.8 +10.1 % for the CCB alone group.

Conclusion: For the treatment of hypertension, from the point of view of metabolic syndrome, ARB may be
essential and the best therapy.

(JJOMT, 57: 60—65, 2009)
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