RH7 o0XF T oL UEMBREEE ACED) REFYTIABHIIRMEEEEE - FERERAZEEDIEX
£ L5,

(Long—term administration of angiotensin converting enzyme inhibitor produces wall thickening
of small artery and hypertrophy of juxtaglomerular apparatus about mural kidney.)

RBRFZREFREFHERBRRESF
OEH {-. XEft. FEXMR. MHEE, KEHE, BLUER

(B8] BE., BGEFREICEKE/ VI TINIIRDERILL, LZU—TFoFF T2 2% RAS)
DIFIZE Y BMER - ERIKEEBOEENEDZZENBRESINTILNS, LA L., HBEXHIZRASHI
HX, BIRENDE - RIKEFEETETINFICOVTIIRESNA TS LONEMER - FEREREEEIC
DNTOHEIFFREL L, Ll SRMOIYIVREFE > TIDREICODVTERELT:,

[(Ai£) 1) #BALBc (B) . WfC57/BL6 (BL) #ZhZTha> bO— /LB (BkikE ;0 | BETESD
TYIIEE5E (Img/kg/day ; T) 29 1F. &8 (n=4) %B-C, BL-C, B-T,BL-T& L. 15BN 530S E
THES5%. £8EM - FHEBFENETHEET o<
2) s & KICHIgAMSE & [GABERLOEREEEILZRTI12BSHHdY YD ABAXRMREIATHR

(HIGA™ R ;: H) IZ. BRE (10mg/kg/day ; TH; n=6) {E;EE (Img/kg/day ; TL ; n=7) #BIEEE

(0. Img/kg/day ; TVL ; n=9) DTEAH TV ILEI2ESFETEKIZRE L., FE&kRE5H#H C;n8) ErF537D
UEiRER (30mg/keg/day ; HH ; n=10) {EIREERF (3mg/kg/day ; HL ; n=8) &AM - BHABZFAILLE
L1,

[#58R] 1) £EFHERIZCDULNT, B-T,BL-TIX. B-C,BL-CIctt L TAEBFHERICDOVWTEHEERME
BT - MEEACEEEIMFIMNRD SN=-M, D5 *A—42—CHEEZFRD OGN o=, HBBFHE
E(ZDULVT, B-T,BL-TIZ(&. B-C,BL-CIZER&H >z LEEARM B EERE - EARIKAZEBEDORAMNED S
ni=,

2) MEXEEKRFEEICAEEICIET L., TL-HHE - TVL-HL-CREICHEEE(X AN 1=, MIFACEFMEE. T
BEEIZCOVWTEEKRGEHICEEICIG S, HH-HL-CRIICEEZIEGMN o=, FILT I UFRIE, TL-
TVLAMEEICH L TEEICHIFEI Stz REREA S DX LEREINHEIL, TEIC OO TEEKREMEIZHIH
Shtz, MBRMEREE - SREREEEDIEXIE. TH- TLICO#RBHLNT-,

(#48] ACEI#R 5 Ik Y., THOREICEBRRICHERMEERE - EREIKAEEDERNEOHON,
DEF. BEICKDELTIIAEVWI EATREINT=, ACEIIZDOWTIX, BEEROLEREERIZONT
DHBEIERINTIS—AHT. RASE knock-out< ™ X D&M 5 ABKEIEIL - REREE - e L
RLBFVERBREREE TORBLEENTREINTETLS, SEHERIL., ECHIEEEELY, XMW
[IZACEI 218159 5 2 & 12 & YRASFRKnock-out w9 REELIDHFLE = —EHERT 5 EMNHFES, D
A E MZEWTEHRTEDINESIMEK, FoEYLEL, BEBAICEFIIT—ELAFEELLELNES
HbhTHY ZOEBVWHARMLTWSAEEE L H D, =72, RASRIZMED Y FO—)LICHKE—A T, %
RUIZHEBBEICEEEESEZI TSI ENHRTER?



AR E LB T 2 B ARG E)

Autonomic Function in Patients with White Coat Hypertension
IWRLERLRY: 5 F 1, EREmE 2 . AMBF3

Ot 1. SRS, A Th1, s&li 721, EEJIEL L, IR,
HARLO L, RE G5l REEMEL, MBE @1, oz 2, MREEES.
HIATEE = 1

[BH] AR E fLEBRE O B ARSI W TR & MLE B & EEET L7,

[kt & J5vE] Aol T OREREMLE = 140/90mmHg O RIREAREM: & M EBH 714 (23~81 k) ZxIBIT
e B B I DA EE TM-2425  (ARD £E) A VT E BATE T OUEIImE (SBP) . $L3E#MmE (DBP)
FBLUB12 41D CM5 FHELEE R & 30 43 1T 48 IR [RIRFICFEER L7, £ LT, DA E) AT M VfEHT
2 L D AREF Sy (0. 05~0. 15Hz : LF) & &8 Ak Sy (0. 15~0. 40Hz : HF) %R, HF % R EARHRE R
LE/HF Z 288t RO L L=, LLEOFHAEIZ W TEREOITE A0 iikar 512, BRI O
BECORMIFSIMEMENOERE CORMELHBMOFLHELZE L L, BREISEIH OV
SBP<135mmHg 7>-> DBP<85mmHg TdH ~>7= & D& HAEMJERE (WEE : 20 &4, BHES 4., ik 124 ;
59+ 14 %) . B - SBP= 135mmHg & 7~ 13E [ DBP=85mmHg T - 7= b D & Fifgek d i ERE (H B @ 51
4. BME264 . 254 EHBTELLRE) & LT,

[AER] 1. WL HEEORER SBP/DBP (HAAL :mmHg) 134 E 4] 149+214/86£9, 15616/95+E12,
HE{TE T O 48 FEfEEY) SBP/DBP (BAAZ : mmHg) 1XZFNF4 117+27/71£6, 147+16/88+E11 TH o7,
2. InLF (B : msec/Hz1/2) OBMFIMMEIIWEAHEEI DV AREIZKEZ < (3.620.3 vs 3.420. 4,
p<0. 05) . EHREHMEIZWEE DN HBE L 0 K& VWMEMICH -7 (3.7+0.4vs3.5+0.4, p=0.06), 3. InHF

(BT - msec/Hz1/2) 1ZBEFIEENI (2.9%0.5 vs 2.5+0.5, p<0.01) L &ML (3.3+10.5 vs 2.9
+0.5, p<0.05) ZBA U CWAHIHEEL W FEICKENoT-, 4. LF/HF OEEEEIE (WAE 1.7£0.6 .
HEE L. 940.6) IZIX 2T 2o 722y, BEPESEIZWEAS HBEL D BB/ E o7 (2.1+0.7 vs 2.5
+0.7, p<0.05),

[FEaa] AR I B 1 R ME i BB 12 e BRTE BN K O 2255 2 18 U C B AL fqh
FIEEN 2N E < . BRI O R BARRIE NI T LTz,



AR RERFFRITIERFOME BRI T 5B EEETFROFHADR
Short-term Effect of Continuous Positive Airway Pressure on Blood Pressure
Fluctuation of Patients with Obstructive Sleep Apnea

RRAXZEFHEERE
Of K&, KERRE., SHIEMH. MEEK. REBK. EIEL. Kb+, KARE

FAZE TR FFEEITIRAE IR EE (0SA) BE IS MEDEHH L <. 0SADE M EFKIE~DREAHMIE 5 H 15
BENTZ, SACBLWTRERHEDEREE. FHICEEROOTOETHE L VMED LENFDHRED
—D&ELTEZOND, —A. BEEBEMR (CPAP) DERBNMAILCALDBEIRGENDEEDHREIZH
MTHDZEITHRESNTE=A, ZOEMIVELFBELZANZL, KHEIEL. 0SAIZEH LN TCPAPS:
AlCEH2MEBES I VEEHZEEEELLE TORREBEBADFZEZRITT S, IRITZTOADISAB %
(EHFEES04m%) . b/ A MYGEICK DIEBRMAGERD T D IRAEFREE (ANS 508) & A L TR HERERFF
EBE (15—178%) omEEDERZEEEEk L. CPAP(6-8cmH20) M ARIEDEIRSEDEIL ZAEHTL
f=. MEENTEMEZ 100 RE D URFEL M E DIZEERE (SD-SBP) i 53K & 1=, DMAZEID B RTIZTER
RS (LF) EERIREBAR S HF) ZEH L. InLF/HF &R BREEREED. InHF 2 3|3 iR EE D 1512
&Lz, EZEFRRETRESZM (BRS) [LsequenceikIZ & Y EHEBI L7z, Apnea index [XCPAP# A5— 7 Bi%28
4 AM53. 61 2F THELRIETZED-, RHEERFIEIAME(EX122+4. 3 mmHg A 511243, 9 mmHg
IZEEICETLEA, BEIXZER LGN oz, KEEREDSD-SBPIX., 9. 1+2. 4 mmHg A 54. 0+0. 3 mmHg
FTHEIZIEET L=, |InLF/HFIE, RMEEERR(X2. 18+0. 35/, 50. 76£0. 25F T, BREIIF2.3+£0. 5 H
51.12+0.2F TENENEELRETEREDHz, —A. [nHF [ZCPAPHARIRICEWTHELELEER
HiEMo1=, BRS . HMHEEEREFIXI. 2+1. 7 msec/mmHgA 514, 2+1. 6 msec/mmHgE T. BREIE7.4+0.7
msec/mmHg/H 510. 8+1.2 msec/mmHgE CENFNEEL LR
DIz, LLEKY . CPAPA AT R IZMZ I DIET BRSO LR % L AR D MIT ENE %
HE L. OSAICE TS5 BRIRBEDREICHRERET LHLEEZA ONT-,



BRERS 7V — + FIAN—DOMEEE L ZDEHE
~~ BREGBOLEEY XL~DEE (FHEEERRET —<) ~~

Circadian Variations of Blood Pressure by Ambulatory Blood Pressure

Monitoring System in 24-Hour on-Duty Taxi Drivers and Its Treatment

R SORBE AR R, RERBAEY , ARYIURRRZ 2 ¥
OT#TH, EM=5.0 , RAIEL , LHMHY, #WMUBHD 2

[ER] X HEERCBIIMERD 1 DCBREBEFY 7V —  FIAR—DOBFROBEMB S 528, HigH)
BERYOmMEEBICETIELE-oBERT PRV, ZZTCRREEFY 7V — - FIARN—OmEEZ, 24 K
FBMMWmMEREE (ABPM) KTHEL. EEHF D circadian rhythm. THICEBZRIETHEH T 2.
HBEIRBERFEEZRH L 2,

[(NHELFE] 27V — - FTIAN—3344 (B304, kit s4, FHER 386 F) 2HRE L, 1998 4F
10APDH 199 F 2 AT THELE, ABPMIZXZ2EMEEOZEIIBEABRBES (19993 ER) O
A RIALAVICHLL, BREEDC 7V —Fix, BMFLEZEIZL7%Z WHOISHI A FIA VOBEE:23E
L L7, k728 HE OEMEB ITH U logistic analysis T WEMLEREICRIETEHTF M Lz, & 5IZ ABPM
TGrad2 L EOBMEE L ZH L7 8 AOKRBREREDO 5> B BRICHEAE L% 64 A(Grade2,41 A Grade3, 23
A) PEZEJCIBCHT. BREEE GaEBHAX (=7=YFY CR) . ACEHHEE (FVAVvBF57Y
V) Lo BIEEBTEAR (A AR_RVe—N) TE2EDERZITV.,. THERNH - EEEETRH L&,
[RAE] 1) BRI EEZRELE 22 ARTAN—F T, 124 A (45.6%) BEMEE & BB & (Gradel, 37
A, Grade2, 54 N Grade3, 33 A), EXMEESHE L L& T 5L 3 DDORFE /¥ — 2 (Starting surge. Midnight
hypertension. Reverse dipper) BB S iz, 2) TRAEFH MY E M E O FEREF DD FH M E TS 5 M
EEFEN10%UELR2MIBEREATFLLT, ORMBOERARAE., QU ER 1 BRUANOBERNEY. @
EILEOCEEDIAFABREINE (HAEREIZEThEh, ©9.586, @6.642, @4.677) . 3) EERKIC
ERBAE caBHE (LcA) . o - BEMERZBRETZZ LICLY ., FRTF O INEH R IMLESBP)A IE# K
WeRoT (ENEN 86.3%. 65.0%) . BEEHKE., BFMCTRERBME & 2% Starting surge X L Tk,
LCAL o - BEMIEIRHZHICARTho, BEFEDOSBPIZIX . Y HFLCARTACEFRERZRA. %
FIXZEDEEORYPERREL Y HFMABER Td o 72 (P<0.05 Starting surge & Midnight hypertension ®
OB I, BERRO L-CAL 1ISHROACEMEROHALADTHY (AR I0%) . BIKFED o - BHEE
KA FDLCARCACEMEROBABIE N2 (ZENEN 77.8%, 66.7%).Starting surge £ Reverse dipper
DEGHIC S FARBRBEM A A 57, Midnight hypertension & Reverse dipper ® & 58] Tik. 18 ¥ D L-CA
HMARSG LSIXACERBEROBEMARTER Tho Kk,

[Fm] BRERBY 7V — - FIARN—DOERCIZ, #RBESHTVIZRREBHOV T - V—F—
LIRERRIZBELEENRZF—UBDY, TOFF L RIMBEORTFBIFEETIFARBERNRTRINE, £ED
BEHICIX., TLWEhORFELERZY - ZH LT, ERE - ERERBEOIR - RNBLETH»ILEXDN
2o



HBE PR I3 O BEAE = ML E B F 1T DA LR & BIEE OB R HFEE & L CoRHIMEM L
HbAlc O & F,

Predictive value of night time blood pressure and high normal HbAlc for development of left ventricular
hypertrophy and renal impairment in nondiabetic mild hypertension

OfciEie*, dLRFEIT* AATAE* JFL (% BE =% SlZUs* FEECE* K
BRERD ARG RIFR M, BRI
BRI B AARTIREE  EBREEHKRT

[ HA) : FERERFIEE & ME 2B 2 EasfEE o RIT—F T2y, 40, 56/~ ot
Wil Ly EEEREEEEOHETHFEEE L CoHHBITE T 24 i+ (ABP) &
RIPIEE D ERICHOWVWTHRFT LT,

[5f5 L HiE]  WANERPERZRZED Y b, EZIFNE 140/90 LA E CTRESEARTE & BERB. B
F OB B0 72 NBHI A DHED 72V B2 50 5] (43E107%) % 5 FEMBERBIZE LT, BIZERGRC ABP,
M E— Kbz a— |2 X5 ERLFHEEFREK (LVMD | Z2ERMEE, Mi% HbAle, MKl 27 0—
Ju. FRPERERG. ARG 2 IE L, B TRHIMR R P OMET VT 2 7 LT F = (Ualb) &N
ZCTHIE LT,

[ ] 52 ir bl Ar I X B R B AE I E K THFICH B 2T 2o 72 (127+£6,/88+5~128+
11,788+5), ABP O &I EM DY) 1% 12718,/ 776 706 133+10,/84+8 12 FH L=, %%
RN CIX S M o LVMI ORI, BEERAREO KM ML EAE EMEE L, 6 4FH O
Ualb |3 22 BR 4 e 0 72 [E] 1f = & HbAle ([ZAEBY L 7=,

[#55a)] MM E IR AR EREEEOERIFMRE L 720 BT AEEKR, BEEOMW
HIZHET 5 Z NIRRT,



KRiIBFE LT GO 2 & N B RERE S & JNC-VI MLEERER, =LK IS ] OWEE R o B
Relationships of Endothelial Dysfunction with the Severity of Hypertension Classified by JNC-VI
Recommendation, Left Ventricular Hypertrophy, and Glucose Intolerance in Untreated

Hypertension

BB TR R

OF s, FEnE:, &mFHkL, BHHEF

[ BY] /s N B RERR 51 m) ETEHE D surrogate endpoint & 72 2 FIREMEA /RIZ Jdu, £ DypifigA 8l
ORFHIEETH L, mMECEOFT 5 ME N EEREREIL, E LA D shear stress. KK + H4y
WPERRE S FRICEOFT 2 BEREIEE 2 ENEMICEE T2 B2 o Tn 5,

AWFZET, SIUEICEORT D M NSRBI E 2RI 212 dh 72, MESEEE, £REERBEIT
FERBEENTRFEE L RO ENERST T2 2 L2 S LT,

[51E] ZERErEilE DS 125mg/dl BA T O AR & fEEF] 107 Bl(54 10 i) 2 K& & Lo, & N i
HEIX 7.6MHz k7 > A7 2 —H—Z W\, 5.0 47D reactive hyperremia Aii#% CTORIBEENREE D ZEKIC
TRkl L7z, i EE A IR 2R O MLE 3 BIORIEM DOV % JNC-VI O ML EBRE B FRICHE,
stagel, stagell, stagelll IZ/3%E L7=, ARIEROFEIEERMEICCAEAELHEELHE ML, B
M:125g/m2 PA b, ZtEi115g/m2 PA EAEEER EER Lo, BHUHESEOF X, 75¢ 7 R UFEA R
BRI CHAfT# 2 R O MFEE 140mg/dl PA 2 BEAGHIERER & LT,

[#5 5] FEERFEAEIC X 2 I T DIERIES X O WEARBE 2 DL FICRd, B ESE A /0 3H Tl
stage-I: 60 51T 8.14.83%. stage-II: 37 /5l T 6.83.9%. stage-III: 10 #IT5.6+2.8% ThH V., MHE
WEHEREIT stagelll TH EIZIRME A R~ L72(p<0.05). ZEZENERIEGOHA 51 HITIX 7.974.2%. SO
56 1 TlE 6.914.0%ThH D, JERAOHHE TS OMER (p=0.1) %27~ L7z, FEREIERF] 64 Tl 8.4%
4.5%. BB 43 BITIE 5.8£2.7% TH v, FERHEES THEICME N RREDRE 23807, #F
LI5S fEAT CIX M NSRBI 6T U BEAERE H oA 1TAE 2R B R 7 & 72 0 (8 =-0.39, p<0.01). I
JEERE B VX BEEAE A (B =-1.49, p=0.1)Z 7~ L72,

Gtam ] e R 5 i/ N BB RE R T | (IR B N BRI BT 5 Z LAVR S, E7a, RIS
M EFIZAE D shear stress BB 95 2 &EDRE I L7z, 1o T, BRI S I OV & H0E B 13 i
ENEEREEEO THNICAEARIERE L R LELBND,



REBE T 1 7T LIERIHE OREER T
Mechanism in weight loss program+-induced blood pressure reduction in obese subjects who
failed to lose weight

OPFBE T . KICRZPE AR IETRL 2 L KICKRFR AR R R A FE RN =57 8
MR Fnrl, =R PR REERE S

[B B9 3 & (3R E IR I O B R P I X R M RIS B E O T, mA v R Y Ve, &L
TFMAEOMEINEE T 5FE L HE L. (ARSMET22 00 0, ISH2000, Council for
HBP Research 2000, Jackson-Cardiovascular Research Meeting 2000) , L/2L ., (KEHE v 7/ F
LEATR S THREREICKDTHRELE R LR WEERH 5 FIL L RBRT 528, (KEE
BN T THBRET DIEFANPFEMAT LDFLEETH D, SH, KEBRET 2T T
LEATROTHEWARBERELZRORLVICLEDLL T, BELZ TR TXHROBETEHEFIZO
WTTRRET L7z,

[05 ¥ 15 2 Wrikg . IR (BMI>2 7.0 kg/v) T 5 IEH £ # (NT, BP<140/90 mmHg,
27.9+0.6 kg/n?, 34+4 yrs, 131+5/83+4 mmHg) 5 2 4, KiGH & )£ (BP>160/95 mmHg, 28.1+0.6
kg/m2, 35+3 yrs, 171+6/106+5 mmHg) 6 1 £ (23T, low caloricdiet (1 2 O O kcalt+ 7 g NaCl) & J&
Bk Glh,/H) ICTHES 2 482720, O 2 BHEICRE, BML IiLE, ki,
g 7 7Y (NE), £ & (NS),LFF L (LEP), 7> A F i 1l (Angl) %
BE, MEWOMMIT@EEZW e L v . IR, &l E SR o BN E XY
1372, SEIOMBITIIEREBEARDE DAL Z IR E L TTR o7,

[ R AR FE I & A B (non-WR)Z 2 4 D12 1 0 Yo R OREW A & EFKT 5 &, B NT
D 37% 0=19), fIET# HT O 36% (n=22) TR B £ I AT (NS) o BJE( ] BP)Z ¥ M)+ (mean
BP) 10 %L EDORE, MEARZBP-)Z 1 0% RMOBELERT DL, | BP X
nonWR-NT @ 26% (n=15), nonWR-HT ® 18% (n=4, NS vs NT) T 7=, B (BMI>27.0 kg/m?)D
HFIENT, HT & ¢ BP—HEC | BPREICLEREHTH - 72(NT 7.7 vs 1.94  P<0.01, HT 8.6 vs 2.1
M, P<0.01), ARG AR, & i EFRE 2 D70 < &b F B2 B £ 72 1305 £ (>160/95 mmHg
FErEmMERER)EEERT D & IEMEERE, &l EFEEX BP-#E T | BPBEIZ A
EHECHo T, REMD EIL2 4 HEC NT,HT ], | BP#t . BP#ERIIC R IR 70
oo hy, MHE NEfE T entry f, 2 4 Kg & & BP>#ET | BPREICH LEME TH Y . %NE
W3 | BPEET BPoREEICHE LK Tdh o 7= INSE, LEP fi, Angll fi |3 NT, HT & ¢ BP—#E,
| BP BEMIC entry RFIC A2 BT3RO T, %INS B =, %LEP J§ 3% | BPEE TR TH > 72,
EWRILL Lo LY, EWAAAREREZRBO 2 CH, KEBE T 17 7 AT QB
EEMEITTEOME, &LV 7 FUMEOCSE., @A v AV VIEOSFICLIVEEZ 25
TEEZLNT,



s ZVELZ H8 1 2 K AR TR O 221 b

Changes of Blood Pressure under Water Walking in Elderly Women
B ITENVALY NS = 28 FSR PN =i

OB EZ&1, AHEKE, IRk

(B8] AKFEENS, &ifEOTEEREO—BCmin il 72 E s & LCRd b Tns. Rz, PARk#E
DTGB HEFRIE I 72 0 o9 <, B L CoERTIE, BEECHE~OBHEARE V. k2 EMN
TERSTHELARNS TEX L KPHITIX, HICTHLELDDMEESL Y Th D, # ORI DILE
ZACICBET 28513020, 22T, ABFZETIE, EICKFHITIER 21T 5 il otk & ek S EB T4
DMEZELZRIE L, KPBITOME~DEREL G LT

(x5 & J7ik] &80%, 60 Ll B 2 [\, 6 » ALL L 50%4EFEEE oK TiES 2 3% E LIEE LT
60 Ll LDt 28 4 (66.614.31%) ThHhdH. AL I VT AT —NDOT— /WA RO=EIR 31.5 %, /K
I 31.5 EOBREE T, AKPBITHOOMEL, AKPAATRI, B, 3. 5. 7. 10 2&OMER LA
BERELZ. RO 6 641%, KPBSTHOLAEERE Lz (77 XE1T# DS—2151 BLOLEX]
FH) L MEREE, AL TODIRO S SIHLERRE L, T U2 VABNNER (44 v HEM-907) %ff
MU [AkE] DG £, #317A7 128.4+113.smmHg. E#% 141.9721.7mmHg T, 13.5*+
18.0mmHg L5 L7z, #1783 431£1% 121.1+16.6mmHg C, AATE% & D21 —20.8£12.2mmHg T
otz BATHIRDEITH AT, BITEHEL L 3 0ERDOED TN RE N7, 3 5% UBEOMETIZIE
FEROE AR LEE LTz, 2 OmEEE, FECKPSITRE S OB oo, Fie, &
ITIEZOIGE-IMEDY, 150 mmHg B2/ >72D1X 244, 160 mmHg AL 14, 170mmHg & 3 4,
180mmHg & 24 Th o 7o, JLIRMIMEE, AKHPBITHIER CRE QLT D o7z, KPBTH OO
%, AITBHIAEZIL 83 8/min T, 2047% 10612 /min 1T L, 40 7312 90+ 17 /min 2% D,
60 771212 112+ 7/min Th o7z, KFSHITHORL 7 OB REHEEREIX, 60 0%IC [RLE DU
U T-LIAME, 10 ofElE <, Rl BRThHDH) Tholz,

Utam ] A E B % 0O =250, UG e CHEBAT & Bk, Bk L 3ok CREREIERLTE.
5 e, ZE LI EREMAE O, EHETL VIRWETH 7. BLEXY, Ky EEOES)E
B D 3t ETIE, MEEIBKEWEZD, BiffEido< 0 & BERITENTET 2 X 5 ICHRET 54
BRHD.



i I R S U D Al I E A & SERE IS oD el — A4 2 v > HEM907 % iV C—
Comparison with Casual BP and Home BP in Hypertensive Patients - Using New
Developed HEM907-

kA RL IR PR BR A A T, RN L R SEE R A A R I Anak L RSZ R R
fifi B N AL TIT
Oy B 1. AL, FIHFEIRE T, BT T, ME—ERIII

[ B/ @R 2 i EE B % L5k CORERFILE O & CREMIT 25 2 & 13 L & SAVGRE 1 E
DRI HINTW D, FEMERMEZAKRBMEOBRIC AR THY . £z, FEEMIEMEITIRBERE
JEXVENT-AGTHROTHRTTHDL EINTHDHN, ZOFEMITHA L TR, Al k2
DMELSME, B L B shioA4 v HEM907 #HWC, BIEIC T34y, 645, 9nEOMEE
WIE L. ZEEMLEME & kFEmRat L7z,

[xi5: & J53k] Shkimbef OARBEMERIME 6 9F] (6 21 15%) ZA5E LT, SRBEAIE QN BT
MEREZATV, ZOHMEIZTAH L HEM907 O HEWEE— REZHWT, 3%, 64, 9471k
DML ZBE LTz, Fiz, FEEICTHIRKSE L ERTOMEZPE L, ZOFHEEZ FEEmEE L
7o

(kA& ] AR RERFIEIX 1 54+1 9,89+ 1 2mmHg, FMZIM/EIX148+19,/87+11
mmHg TH V. BMLIEIFEETH -7, 4 Lm s HEM90T7 & HWVCHIE LZEE 3, 6. 9457
ZEhZh138+x15,/84+11, 134+14,/82*x11, 133*14,/82=*11mmHg
EARBEN M EIZ AN RIMEETH Y (p <0.01). Frfilfdd & & & IR A 278 U, IO+
WZOWTEALMLE S 9 3B DOMEMEOAELZ <S5 L, 1 OmmHg LA FIX1 441, 1 0~2 O0OmmHg (&
2441, 20mmHg 2L EiZ3 14icA 647 (ASBP:2 1+ 1 4mmHg). £7-FEMAEMEIZL 3 3+
12/78=*

1 OmmHg & ARENIMEIZ AT EIRETH Y (p < 0.01). BIETO 9 %0 BEMEFHT X 2
TEMEIEVMEZ R LT,

[Fsam ] AN RENT AR 5 8 1 XA R BT 0 B Bhif £ 3+ (442 > HEM907) 1I2Xk%5 3. 6. 943
% O MM R OFREMEEI RN b EECH o7z, —FHARToHEIMEFC X5 9 R D%k
BOMEMIIFEMEMEICE DD TIEVMEZ R L2 L0, HLIBARSh-AEmERH (Fom v
HEM907) I, AR TOMEEIICAEHATH D Z AR INT,



FREMEZ X 2 1)+ A 22 E) & 1% 0o B
Prognostic significance of day-by-day variability obtained by home blood pressure measurements:
The Ohasama Study

FAL R PRI S . ALK P ARE AT 2 | FALRFRERMEE S | AFRIIGAwmE . 5 FRT
(E

OKHEWE. BE B2, KAMRFER2, & —EB2, REOLM . R M, EHEE
A kIR, Rk RS GE R A0 T

B FREIMTEIC X 2 I0E A RAS E 5% & OB OWTOREITEETH S, UL, FEMTET
I E 2R CIAHIC T e LB Y . FREMEIC X S I0E B EZEE O F#% THIEEIC SV COMFFRITRAIC
VB SN TWD, H TR O—f il K ok — b 25U FRE R EIC L 5 i ERHEE O
DM FE T T FHIRBIC DUV TR L 72,
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Clinical use of ambulatory blood pressure monitoring
Jan A. Staessen, University of Leuven, Belgium

Objective To reach a consensus on the clinical use of ambulatory blood pressure (BP)
monitoring

Methods A task force on the clinical use of ambulatory BP monitoring wrote this overview in
preparation of the 7th International Consensus Conference (September 23-25, 1999 Leuven,
Belgium). This review was amended to account for opinions aired at the conference and to reflect
the common ground reached in the discussions

Points of consensus The Riva—-Rocci/Korotkoff technique, although prone to error, is easy and
cheap to perform and remains wor|ldwide the standard procedure for measuring BP. Ambulatory BP
monitoring shouldonly be performed with proper |y val idated devices as an accessory to conventional
BP measurement. AmbulatoryBP recording requires considerable investment inequipment and training
and cannot be recommended for screening purposes. Ambulatory BP monitoring is most useful in
identifying patients with white-coat hypertension (WCH, isolated clinic hypertension),

arbitrarily defined as a clinic BP of more than 140 mm Hg systolic or 90 mm Hg diastolic in the
presence of a daytime ambulatory BP below 135 mm Hg systolic and 85 mm Hg diastolic. Some experts
consider a daytime BP below 130 mm Hg systolic and 80 mm Hg diastolic as optimal. Whether or
not WCH predisposes to sustained hypertension remains debated. However, outcome is better
correlated with the ambulatory BP than with the conventional BP. In patients with WCH,

antihypertensive drugs lower the clinic BP, but not the ambulatory BP, and do also not improve
prognosis. Nevertheless, WCH should not be left unattended. If no previous cardiovascular
complications are present, treatment could be limited to follow-up and hygienic measures, which
should also account for risk factors other than hypertension. Ambulatory BP monitoring is not
only superior to conventional BP measurement in selecting patients for antihypertensive drug
treatment, but also in assessing the effects of both non—pharmacological and pharmacological
therapy. The on-treatment ambulatory BP should be reduced to below the thresholds applied for
diagnosing sustained hypertension. Ambulatory BP monitoring makes the diagnosis and treatment
of nocturnal hypertension possible and is especially indicated in patients with borderline
hypertension, the elderly, pregnant women, patients with treatment-resistant hypertension and
also in patients with symptoms suggestive of hypotension. In centers with sufficient financial
resources, BP monitoring could become part of the routine work-up of patients with clinic
hypertension. In patients with WCH, it should be repeated at an-nual or bi-annual intervals

BP variation through the whole day can only be monitored by ambulatory BP monitoring, but several
advantages of the latter technique can also be accomplished by BP self-measurement, a less
expensive method, probably better suited for primary practice and for use in developing countries.

Conclusions Ambulatory BP monitoring or equivalent methods to trace the white-coat effect
should become part of the routine diagnostic and therapeutic procedures in treated and untreated
patients with an elevated clinic BP. Ideally, long—term outcome trials should better establish
the advantage of further integrating ambulatory BP monitoring as an ac-cessory to conventional
sphygmomanometry in the routine care of hypertensive patients and should provide more
definiteinformation on the long-term cost-effectiveness. Because such trials are unlikely to
be funded by the pharmaceutical industry, governments and health insurance companies should take
up responsibility in this regard.



