RRICHITHEFEEMEET (A LB HEMI07) DH A D#E
Clinical Benefits of OMRON HEM907 in the Ward

MBLBRIERKEREEAKRZER R E R
OH L W+, R Rx, MH TP Aok, HHE G

(B8] EBrASMEFHE, @ CRIERICL > GRENZRWRLEAH Y | F 7oKERIME
FHE, HIEE O EfE S 255 S v, ERiEaE CIRERE KSR ER2MED D Z ERE N,

AR BB BEIMERE (A w > HEM907, LLUF HEMI07 &3 %) ZHAL7ZHEEDFE
FEIT ARG, B & AR ICE G 21TV FRBRIC R D HEMI0T A M & fiat
L7z,

[xi5: & J71k] #7212 HEMOOT Z A L7 5 Bt OfE lm A x4, EARL . 55 2
JRPEIIT—4E% 1 HEMOOT DA BT 2 BRI E 21T > 72, BRI 12 HA & L, HE
X TS ) b TaCEDRY) © 5 BFEFHEZ Gk, BOHE THEEEGREG GC
i EOMBEEE. B, SRR ELRTEEREE. ) b A 2 A RIEICESTE
B) 2Nk FTRALTSH bW, FHEOGE Tl Lz, ARREIL, TARF 119
£ ([N 73.0%) —4F4 45 44 ([EIER 90.0%) Th o7z,

[#5 5] HEM9O7 3 ARE, THEM907 OEEFIEIIHHE CTH D | THIEEDO R RMEN B30
LERTRE#ERIT, TNER 71.8%, 70.9% Tholz, 7z THER, BEPEREZFHZ
HZENRDHD) LEIE UIFE#ERIT 23.3% o7, [KERMEFHI AR TRIEE 2372 0 #
STV OERTIE, 55. 0% DF#EmN (2585 PLEY ) TELLEb 02
W] OWTRNCEE L TRBY, 4% bIRIEE LA bR o T, BEROEEE#IC
BT EHIE OWE)T 62. 2% T, BHEFHEODRWE#Em THEMI07 2 HHAIZHER 35 Z
LIIFEETH D) LEIZEL, ZWVANICHAAFRICE» -T2 (p <0.05), /A Z LA |
EDEIRIL T 18.3% TH V| FFICHBEITA LN -T2, HEMIOT AR L —H% D
IR, NAEICRERIS DD | LB X T2 FEH#E RN 26. 0% 5 37.8%IZHIM L, [HIEMHD
%%ﬁﬁ%ﬁwuf@@ﬁ%ﬁ%%f%éj@ﬁﬁfiﬁﬁﬁibﬁﬁkkﬂ\ﬁﬁﬁﬁ&
btz (p<0.001), £/, HEEH#EOZWFi#ERO TR, AENMER%Z B H AR L
Tz (p <0.005),

[#iw] 2 oD Z EBUTOZ LRI, O 70%0DF # w23 KSR M EFHT
T HEMOOT |3 fi{# T 5 & & U TUu /=, QHEMIOT AR Z | X EHER T DD 72\ R D B i
WERMEZE T TV, —FHOME CIXEEEE DL VRO F A B FIIEA LT
W, @& OFIA TIL, HEMIOT (XHRIEITREN 2302 LU 2 F b 03 %, KSR
JEFHC R THIEMEZ SRR L2 b b 7% D FH #Iw 25H E P OBERENTE 5 L\
RS A BT CHEANSHEMA LTz, @WHEMI07 DR flE, =T —IC XV HlELETZD
(CHERI3 2300 ) BEICE R 2 525720, MBEBRIRT L2 ENMETH 5,
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An Assessment of Manometer Accuracy at a University Hospital

O #E#EX.AERT. OB TA. RAER. SBBE . FEXXH . KIF#ER. AREER.
RERES. LWREEKS
BB BHAKRE M EIRGE

[B89] EFEMR THEH S D MEFHS OV T, FEAEMEF 2 F 7 E B ok RS B
DN LTV D, JEICE LTl BV & OFRZEFFAEPHIL 3mmHg UM & ST
% (Prisant LM et al:Am J Hypertens, 1995,8:210), L2>L. FEERiZ -+ 2 & B IAH 25 2 5
ZERREERZ LB H Y, R THEA STV A ML R ORI BT AR RREITIEZ L
WV, ARBFZEILRERE T H B ZEICHW SN TV A MEF ORI OV TR LT,

[D71E] BNERZFBE (RRE 415) ICHE STV D MERE 115 & OKERA & o KA 12
B, AR 78 B, TR A ¥ A7 25 H) ORBELZLTORECHlA Lz, HEiEmE
At (P TR A ) A0l BUEEYERE) 2 V) OmmHg, 100mmHg, 150mmHg, 200mmHg,
250mmHg @ 5 JUCEBWTREZEZFHHI L, E¥EMEEF & D2 £3mmHg LT O H O ZFFE
HPH & L7z, &7 280mmHg (B WT IS5 UL EEZ —EIZLT=7— U =27 Zf~x, &6
AR MEFHZ DWW T RO =7 — IR A, BERF O T 7 ARG L HKEUS IO H
2 R~ T

[F53] 15609 LETHEDRN-72012 70 HF OKERS3H - TxeA F17H) Th
-7, F72. OmmHg, 100mmHg, 150mmHg, 200mmHg, 250mmHg D4 S FFAEFIAN TH -
T2 DIFE %280 (KERDOH) ,99,9691,77 5 CHhoTz, =7 —U—2 (K3 H - T7xaA K
2 H), KBMEFHZB W TE= T —RA (7H). H T AEDOIHIUC L 0I5 E 2 R
HoHHLD BH) NHo7DIX 15 BTH-T,

[BE] BCKTIET xu A REA TOMEGFEED D ERBEIMEFT O 3 BN Lo
BN -T2 EHE I TS (Mion D et al:J Hypertens, 1998,12:245) , #% . KERIMEFHIC
BALCIEA=AH AL OmmHg DF = v 7 13THOIL TN\ DM, FHEMJTEFHZ L DG EE L%
HWIRFIT > TV DRI e neE 2 b d, 4B £ 3 FOMEF T 3mmHg % 2 S84
NV MEICHERRNE SNT=DX 6 B OKER 57% - 711 A K 68%) (& EFE -
TWeZ bk, MEERZIT O ECREIC D, EEMTEF A H W EMR 722w E i o
AT LOBEABMLIEELEEZ B,



BEEERUME HRNZEEL Health Related QOL DBIEMEIZDINT

—SF-36 ZRAULV=RE—

Relationships of Autonomic Function, Circadian variation of blood pressure and Health Related
QOL—Evaluation using the SF-36—

BIETIIKZEFRE2AR ETIAKFZEZHARGTEF? RRAXFXRZREZH
REP. RBRXEZXRZREFHARRIEREF
OR%E ZHRF'.FM M AR 182, KIE H¥ BFR R4 &k LA 18H &

1

[HrY] BURDES: - B0 S ClEas B - Bin 1 L57R CEFEIN DD & F Ll
RV, 2 AREFROWE D S ATENRHO D EL AR 724 1 O T B S a8k S v, IRTERE
& EBMRERER L OV B L ZADBMRICHOWTIHERE SN TW5, ABFZETlE, FEEImaHE
H B B i £ F TM2425 2 W T D H NES) & & I AAPRRISEI OB S L THN G
N5 DAZEE QRN 2 E L, BRI K VA AR~ % (HRQOL) & DRz
W C Medical Outcome Study Short—-Forum 36-Item Health Survey (SF -36) ZH\TH
ERERAR

[t & HIE] WFERART o7 07 (B 484, 444, G924 FHF 32.6 %) %
W& LT, FEBLIMAYHERR B BMERE TM2425 (ARD £1) Z MW CilE H NS X O
HEBOWEZ1T> 72, F72, HRQOL OFEAi D72 812 SF-36 & V=7 v 7 — k& Elii L%
MO OB Z G Lz, 24 B OMZEENC kv BARIRE 2 HE L, #ISRE R Z2 RT
EJEE A Sy (HF) & AR A g TG 8l 2 R A e Rl oy & JE IRl oy o kb (LF7HF) 23 L
7o. F7o. SF-36 12XV PF (S RHERE). MH (LDBERE) . RP (H W4&EIMERE « &{&) . RE (R
HACEIFERE - K50 . BP (KD A) . GH (RRPIEEEEE) . VT (7§77). SF (fh/ETEHERE
D 8 IHHBIZHOWTEME L 7=,

[AfE] 1) SF-36 THHIL, EEUR/SHTICE Y PF 1L 24 Wi e & B U, VT (34FH, 24
e O RFA & B L. RE |3 HF sy, MH (34R#ER, 24 B OR$A. LF,/HF a5y & B L Cu
Tco 2) HF BA7IE, IO EVME R 2338 8 b7z (r=0. 587, p<0.0001), 3) LFHF I,
FEEPF NS T 2 4 BERIME & RFACBEE L7, 4) 24 BRIME X, EEYFOHISTLES
HF, HF &BE# LUz,

[Fiem] 2 4 MR MEZE S, HARIES & SF-36 2 W @REOMELZ R Lz, &
IRAOGERREE & L C oD PF (% 24 R[0T & B U, FEAFADMEREEE & LC D RE, MH I3 B ik
EEHE B L Qe LLEDD . 2 4 RefifEd KOV A FEAPRIEE & SF-36 22D b
B R - KSR B IR REE 5 2 E N BT o7, SF-36 1X, IR T v —
oD BRI« REPEEREE 2 5t b T 2 ENFEETH VD . A%, S EEE B AR
PEEBEIZR T S HRQOL OFHii 2179 ECTHAMTH L L ER b,
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Evaluation of Ambulatory Blood Pressure with Exercise Monitoring

KRR HEILRF*

O ¥ &=, #BH FF. 8 o=

HHA : Ambulatory Blood Pressure Monitoring (ABPM) oA MAMIZELS Mo
TWA M EIZAERPNGE LA ShD, £ 2T DX IVHRVE —LEHIC
E L TCWDIEE o — 2 U CBREI A U EB R & FIRF I Gesk
HHEEZERL, 2 4 BERIM0E O 2 R 7=,

Jitk s T A NRR L 2 — R Cardy T (A X4 v kk) 1R (75g) H-oN
HWEYE Y —2WNET 5, Z OINEEF R O AITIZRHE iR 2 M L —
AR U7 B RREIC By D55 & U CREdk L7=, ABPMIFA&DAEHY
BHMAM300 (225g) & v 7=,  DvEEEF. AMBPZ [AIFRFIZ 453 Ui £ 13RI & L C15%)
MR CHBWIERS Lz, HEE THRENENOMEEEZ XY 2 ETHfFL S
. MEREERTG S OSE & O a oy BACTRHI L, EE#E & it
DA & B UIET U7, PG mEiE, IFEZE, i i O B2 D 204112
DEHIE LTz,

RAE - AFI24FER (96[E1HIE) 68 —95[al % E LIz HIEMNFTRETH » 7, 24KF
M OKAE L MEORIZIIMHBEERD R0 o7z, —F, % mERAfRIEZ.
BAMEIZIR W S O OF E O IEAEBEZ R T#E2 G AEBEMOFRD b v WEEE Tk~
T > = BEPHED 7o\ @£ FN I IEAR BF1 23 % < 72 XA BRRY & £ 5E &
B REIEGIN R O DR, A OHEZ 1 O G CIEIERBIE 232 < 5 & i
JEAE & &\ D REJEFIZFRD T, FBE DABEEIRITME N IEMEBERE T
EABEZ R THINL < ME—UOAEBGHEISE IS & B 42O raetkE 4 mied
LEWB D LT RS R b,

fhEER RO T P Z Vv 2 — R L ABPMOFRIX E S RIRECTH Y . Zha
Wl U CoEENERITZAMBP O T — X AT ICFE 2 OISR S 5,
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Home Blood Pressure Monitoring and Albumin Excretion in Obese and Lean Subjects.

TEEMN&KIG* . MIRUR I ERKRFEREHRFEH
OBEEXT . ARHM . 5HBEE . ABHRET* . KEEXE**

[BE] IR FIEET V7 X PR B RIF @ i 72 & OB BRI Lo THA 1 & L CHE
EHTh D, ME CIIEmMEOEHNEBEEICALIL, A A Y ARGUER & & O 15
I TWnad, SN, MEFEROREH&SIE 245 L LT, FEMEFHI L0 B & &
FHCMEARE L, IRPMET V7 I U PRIEREA R Y UG, Mg L7 F U fER s L
DBz SOV THRE LT,

(x5 & J7iE] mmECRERIE O\ W@l 4 74 % BMI 12XV, =25kg/m2 % B+

(n=19. 6610 %), <25kg/m2 #°H (n=28., 6912 k) & 2 BRI/ T THRFTAIT-
72 WREZRHKERMEFHI T 2 [EMEZ JIE LT, & OFHEE RZRMEE Lz, FhE
MBBIEFE (Favy 7471C) ZBAT L, EKRE 1 RN oML (Rit) & e
Weoo M (REILE) % 2 @RE L, ZoME#E s a v a— X CHBAN Lz, K2
R ZSRE CRai L, ZEREREMBE, > R U U, ML 7T RES, 2 4 RFFZEIR X
D2 ARIRFMET VT I VPR 7 LT F = (Cr) HEMEZBIE Lz, AR
RBUMEIL HOMA fefix vz,

USR] Mz L 2 BERNIC 21370 <. B Ch o7z (B @ 135.0115.0/76.3+
9.1mmHg. o :136.0+18.8/74.0-11.1mmHg) . FEREZRIIRT, T/ 7 I 8 R
PR T VT I PR E 7 LT T =0 SE SRR E, *P<0.05,%%P<0.01, ***P<
0.001

L I+ A& [ L+ BMI HOMA | V7T~ TINT I
(mmHg) (mmHg) (kg/m?2) (ng/ml) fatk
(mg/g * Cr)
A | 147.5215.9%* | 184.2+15.7/| 27.9£2.8%* | 29+1.9 | 16.0=5.5** | 23.1+10.6
/82.4%+7.4 76.3+9.1 * * * *
ESaA 129.8£185 | 21.7*x2.1 0.9+0.7 | 5.4*4.4 5.9*5.8
136.4£20.3/
| 74.2%
77.9£10.8
8.33

[fam] IS TR oMmE A2 R 5, HOMA fEESCILE L 7' F RE S A RIS
<O RPBET VT I VHREESABEIC R TH o7z, TOZ b, & A Tl E
WIEH TH-TH, BREFOMEEFN RS, A 2 AR L 7 F itk &
&H R L CREEEREDFET 5 2 LR ST,




Furosemide SBEIEIMMHFIEICR TS Indapamide D Na HEMIZHITHGtRAIE
The Na excreting efficacy of Indapamide in combination with Furosemide in Furosemide—resistant

anasarca.

RBRZEFHARMAERKREE (E3RH) ' BMERSEFHEARILERHE
BRAE 2, EWnH Rk °

OHmxkir ' EHizE ' HHETF ' EFHC ' BHEXE ' NHEE
HEEHE 2 BIUER °

[ B 9] HEPRIFIEESREATED % 7 v —8 ., FIRAHRPIEORELZ RO 5 Z L0 5,
I E CTHIRBIOIER S OE T L0 A—TFIRA L . BmOLRMEAERT 294 7Y
A RRFREEZGHT DHEBERMON TS, Vv hr~w=a T U8B 0T,
Furosemide & Metolazone D PfFH 23 HELE ST 5, 72724 HMetolazone D FHIZF N ET
IARFRETH Y . oA 7T A RBFIRIEIIMFERECHR B AR U % LT3
REVED N D, Z DD YA T A NERLUFRA T AIRE 72 34 & L Tl Indapamide 234
%, & Z TARF & 1XFurosemide & Indapamide ®Na HEIZ 1T 20 E 2 RiET L=,

[%t% & J5iE]  Furosemide YRRIEPUIETZEIED BESH] ( BHELA, M4 4E#R51. 0+
17.1) IZxt LHERET 28 272 o7, FUREBIE, BERBMERE, 7In4 R—v A, [WE
PERF 2% . MRSABEHE R 4% | HLIRRERINEELIE Cd o 72, Furosemide HJHFEH-FF & | Furosemide
& Indapamide PFHOIEME T, T EIVAE, JRE, MWE, 1ANaPREE, M7 LT F
= A, MSEHANPAE 2 0 U bR Et L7,

[%5%] Indapamide DOOFMBEEDHTE T, (AHEA 61.9+11.3 /°H 57.8%£10.5 kg (p
<0.05) [ZIKF L., 1HNapEE&EIT 94.0+£43.9 7% 147.2+41. 0 mEq/day (p=0.05)
EHIML., RES1350.04651.9 75 1556.0+372.4 ml & HIINA 7287, HANPIE(X110. 6
+84.1 LEfETH o728, 82.7£67.1 pg/ml AR MEMZ R L7z, MEIZLEMOHH
Aiif% TI%139.2+14.2 / 78.0£6.9 75 139.2+25.7 / 78.4+6.1 mmHg & ZE(LITFED 5
Niphotz, IMEZ VT F=10F 3.0£1.7 775H3.2+1. 7 mg/dl TN EHZR
Oz,

[2%%] Furosemide & Indapamide BfAREIZFurosemide HIRFE G0 b ~1 A NafFitt &
WML, ZIUT > TREOR & RERD & 7o 2 Lo h . EHEMEFIEIS X3 2 3K
AIPFH ORI R DTRBD B, REEBIZIBIT 2N RE ST,
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The influences of autonomic nervous activity on severity of arterial stiffness

RBEREMBESZ OBIIIER. KA F.HHAX. ZRERE. BEER. RES

A REARRTEME D BRAR 13 R MUESE & TROBIR 3 & 5 DA 72 53, BIIRAE L O FIE - 212 B G-
LTWBHZERMBATWD, BIffREEIREFRIC S 8 ) 7 ) v 72 K
ELTERETH Y . NEEE - NIRIBE - 77 —27 L Wo = B(L X 0 fRERAIC 2 W
END, Z9WVotZR AR FIEA 2T B R A BRRAY IR 3 5 72 D12 kk % 72
FENR SN TWD RN, LT FIEITR D, Fox 1SRG ER D &3 5
BERYENARIE L D 5 B pulse wave velocity Z W /-BEhREEE (arterial stiffness)
ZENREEL O — D OERRIRIEE L THWTWD, —J7, Box 2K B ARRIEE (k) & L[ B
F& & L7z wavelet fiIBAT S AT A0 24 BEE Holter OVEM L VB 52072 R-R interval Zf#HT
THILITKY 24 K B HATE)N T B EARRAEREZ beat to beat THMIiT 2 Z & A3 H[HE
Mpole, &I CAHBEIF A I, AREEME & ME B 2 %52 24 WEE B BATE) T B Eeheihe
Fi R O B R A b FEE 8 0D BEE 2 f it L 7

[5G - J795] PSR ITARENE & i EE B 60 44, 2B pulse wave velocity (PWV) 38 LY
24 ] Holter \EX & T L. 24 Wi Holter OB &L 0 5 5472 R-R interval % wavelet
AT LTTREHT L 0. 05~0. 2Hz ZARJE AR5y (LB) . 0. 2~2. OHz % & JE Ak sy (HB) 2 L CHA
U7z, HB % RIAIEAHRRIEME S KON LB/HB % AQEAFRRIEEDFREE & L7c, £72 2 IF, 6 I,
9 IF, 14 WFD 30 3OV B B3 X OVIB/HB # R L7z, S HIZHB B LU LB/HB @ A
B2 — Nk 0 BRE A OD T N—FITHHE, ARE  LB/HB OZKIZR 4 HB 23912 10
PLE, B&E : LB/HB OZALIZRH>F HB 3& I B H D 30%LL £ EF, CH&E : HB WA REMRK
M EFZ2 RS, HNLEN 2 5K TH Y LB/HB 28 2 {500 =458, D& : LB/HB DHWN
BEN 2 AW THY B2 U EEB LAEREME A2 RS0 b 0 L ER LT,
(RG] PWYV TR S 25 BIRAEALEE 1 Z4E# (P<O. 0001) . MR (p<0. 05), =L AT o —/b
(p<0.005) , HDL =t L> A7 11 —/L (p<0. 005) . LAHBEANGRD G LTz, BHMRERE & D REE T
IX. 2 B (p<0. 0005) 33 L TN 6 I (p<0. 01) @ HB & PWV ORICEDOFIBINGRD S, BEh ¥
— 2 DFENT T B BT A BE (p<0. 05) , C & (p<0. 0001) 33 L TD £ (p<0. 0001) {2kt L PWV fE2S
AEINTHoT, T DRFZZEEMRYT 2 W TE L7z & 2 A%, HDL =2 L 257
o—/L, EAERER A NEE S — 2 B BEEAMSIRF & L TERIRE N,

[Z42] BHEMRERED B WAB) X — ATk 2 7o/ 2 — U PMFEAE L AR TN Bl A A R 1
W ERT D52 A FIXENREL OFSE U7z Ml R+ & 72 0 | BhREE L M R ISR [ B AR A Bhs
BH- LTS Z ERREENT,
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Influences of Atherosclerotic Risk Factors on brachial-ankle Pulse Wave Velocity: Special

Reference with the Incidence of Hypertension

FORER R A

O B, FrtEk, R — BEF - URE

(B8] WA mE (B sE) FRFRNEZEEIC KD B - R EIREEEEE (baPWV) H
BV, BOIRGE (L R A i B0 2 S IR CX 2 RREMER BV IER STV, #EkOH
EEL VBN D HBR « KERIREE S EEHE (cFPWV) X RBE(LAERRIA 7O C b fE D
BEMIZTHTENMBNTND, Lol baPW O EICEIREE(LfEEE 1DV
< BT A MIE AR TH D, ARBFFED BHAJIL, baPWV HEHEICB 53 2 B REE( LG R R 1 %
WETHZETHY, FRCMEDOREL KRR LT,

[FIE] SRR 12 SEEEMIMRS 2 7,106 40 (CFYF G 1 46011 ik, 21-94 5%, FE:4, 763
&, bk 2,343 44, EIUE 1, 403 B, BEIRIE 410 I, R MIE 875 B, IR ER MIE 522 i,
WM 1, 738 1, AEE 882 ) (Z RS H O From PWV/ABI {ZC baPWV % Il E L 7=,

[RESE] POV HIE X 2B 5 S ANIZFIBE CTd - 72, A RMHTIZ T baPWV (258 < BIH9~ 5
K& UCHm (8=0.44) . i (B=0.40), M:(B=0.18) NE I v, FERIF (B=0.07),
AR IAE (B =0. 22) DR GIIAETH L0, FHWBEER - ThH o7, BEITAERPELR
DR o T, BIREECSERR A TR B Cldm i E S 00 A BB D 59 baPWV X, fERRIK
FHRABI LV AREICEMEZ R LT,

[ 1oaPWV X FE 8 1 G AT RE 2R R PR FRA%E Cd 5, baPWV DA H. 2 B[R & L CTHR,
PECIN 2 BEO A A RZ BB T 2L ERH D, S 62, @ESIFN 7 < & b Bk
{ESERRIR T PR A 5] ClE baPWV 28 JCHE LT D 2 & DSHERR S AL, of PWV &[RRI I A e % 15
BT 5 R EIRIEIE CTH D LB X HILD,
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Hypertension Objective Treatment based on Electrical Devices of Blood Pressure Study? HOMED-BP Study

HItXERFREL-EEMER BREFEE
OkR = TH Rt BWE M BX B
TR E RKAGRZE SH H.HOMED-BPHIEZHRRLT

WEEE DAMFFER T F U T4 13 HOMED-BP PO SV THE L7c, SEITHEZOME L £ D%
@ HOMED-BP WFZEDEATHRILUC DV T T 5.

AT A RN L B ERANDZDOE METRHEICET 5 evidence 2T AHZ LA HME LTV,
Fox (THURBIEAFIE OGBRAFZE) 208 U C. BRRIEHR E L COREMEOHT AMEAFEN L T& 7, LarL,
AFRTIE T E TREBEERRATZEIC -5 evidence 2372 < | BIRHERLIFRED K & < F72 BBk O KA
HEARRBROMEE T O EE BAANOGEMIEREISH L TODOMNBIRTH 5, BUEARF TITMITAI L L
T BIAIUC Ca #5HUA] (Ca—A) L ACE PHEHE (ACE-I) A —RIEEL LTHVWOLATEY | BARMIZE
DERMIIHEE SN TN LN, ZTNHOEDOFINEETL LIV HAANC L 5T, EOREERR LA
BRONEVIIRIUIKRANL TN D, I HIT, 1998 FLBR, 7o FAT v TT R BEEEHEE (ARB) 234
HICARICBT2MEZIET TS Z ED, Ca-A X0 ACE-T (2 ARB 2% 2 & 3841 3 BRI o F At % bt
BRI 2 Z L BBETH D, YLD &) RAERCR L OEURIC S & | A 35EmE L 1T 20 L7
KBS ABTE A, Z ZHGERHE L C& 72, BRMICIE, 1C AE Y —Z2 Wl L2 FEMT I L 5 fET
=R ENR=VF LA Ea—E—PERA A a2 —|JRE L, —EORMEICESE | AR,
BIELSVE T A ML, FREIBZ D EVWI VAT ATHD, S LIRS MET — & 125
. TNI=XAfESTHRA My Ea—2 =l L 28BN OT v F ME, BEREORE, BEROH
BEERORFMREREND, TNAOOEMEBZKT LT =X LE JNC-VI, ISH/WHO, HASEMEFSAT
A RIAVEZHEILL TR Y | BUEOREIBI DA X v 4 — RamfEHFHENETCE 5 &5 ICkE
ERTWAS, L, BKHMITEREICER LN TV D ONAMIEOREM E VX5, A TIIERBE
¥ PROBE (Prospective Randomized Open Blinded Endpoint : B[] & #E{E% A — 7 2 ki Faltik) Hla
FANTWER, ECTLBEMOANAL TR ITE2HANEZ EICE Y RIRENTRY, a2 a—F —fifE
HLRIOT I b & ) il b ST\ 5, ABFSEIE Ca-A, ACE-I, ARB =F 235\ T—#F 3000 T
S 6.7 AFBIR L, O outcome ~DRNRDFE L FKFIZ, FEEME TREZBE L ~LDOFEIZ LD outcome
DEEZRFLLI LT 2O THD, EFEOHZEHEEZTLE LTHMB Z2BREEZ AL L1285
YT ALT 4 bARET, KR, BEFHEY. MERTTATIVHIERE, TV OO0 T 2AZ T
A TN—T PRI TN D, FRLIBES HIZ My bAZT 1 ZBEE L TUOR, 8 HEAEREIC 400 4
EBZDIEFIN BRI N T VD, EBIMAEEMDS 800 442 T\ 5D,
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A Review of Epidemiological Studies on Hypertension and Stroke in Japan
Heizo Tanaka, MD, PhD, FFPHM
Director General

National Institute of Health and Nutrition, Tokyo

FESRRFIRREIC ST, DBREO 2 0 i, ko SEICOEEIND @ 1 HEERHML
(Mo 7T v Za@MERIFERET), 2EHER FrFEHEEmRER) . 3 mERG K
BRER (A via v ) AERERERR OSTVRERE) . 5 Rk, BARAD
AVEEIE (T4 7 AZ AN, ARG, EH) - 57E), B, SGNE%) ., ERHERKT (Y
ATy 7 BA—, @milE, @IRIE, mFERREE. M%) Mt - m it O R B oS EE
ISR EIREBOREZ R 2T T,

YTV & THR. WM, B, RBFE TV & EE - B ERE. s -
R DA ATE, BEIE, #GRIE, St Ka L A7e—LiEz b6 L,
fzad RO U A 7 2@ < LT e, 2o X 5 ek, 2EOICITREERA
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ARTERIAL STIFFNESS — A NOVEL MARKER OF CARDIOVASCULAR RISK
Prof. Roland ASMAR, L’Institut CardioVasculaire, Paris — France

Cardiovascular morbidity and mortality are mainly determined by arterial lesions
which may occur in different regional circulations: kidney, cerebral, coronary..., causing
respectively nephroangiosclerosis, stroke or myocardial infarction... Despite the
arteries heterogeneity, structural and functional abnormalities are usually observed at
an early stage of cardiovascular diseases in both large and small arteries. These
alterations modify arterial wall physiological and mechanical properties; they facilitate
establishment and progression of atherosclerosis and arteriosclerosis. Since arteries
constitute the target and the common denominator of cardiovascular risk complications,
several non-invasive techniques may be useful to assess their haemodynamic: casual
and ambulatory blood pressure measurements can evaluate pulse pressure which can
be also directly measured in different sites of the arterial tree using the “Tonometer”
device; ultrasound techniques can be applied: Doppler signal to assess the arterial flow,
video-echo signal to analyse the arterial structure such as intima-media thickness, or
echo-tracking systems for direct measurements of arterial wall distension and
thickness; pulse wave velocity (PWV) is widely used as index of arterial distensibility,
its assessment using the automatic Complior device can be easily performed in clinic.
Several studies have highlighted the importance of arterial stiffness and PWV in terms
of pathophysiology, prognosis and therapy:

- Cardiovascular risk factors Studies performed in various populations showed
significant interactions between arterial stiffness and the so called “major” and “minor”
cardiovascular risk factors, as: age, gender, hypertension, diabetes, pulse pressure,
heart rate, left ventricular hypertrophy, homocysteine,...

- Organ damages - Surrogate markers: a) PWV and microalbuminuria: Faster PWV in
diabetics with microalbuminuria than in those without, and significant correlation
between PWV and urinary albumin have been reported. b) PWV and arterial
atherosclerosis: Several studies have shown the associations between PWV and
different arterial atherosclerosis surrogate markers, such as aortic calcification index,
carotid intima-medial thickness and ankle/brachial systolic pressure index. ¢) PWV and
left ventricular hypertrophy: Studies of the relationship between arterial distensibility
and echocardiography parameters showed highly significant correlations between
carotid-femoral PWV and left ventricular mass-volume ratio.

- PWV as a Marker: a) PWV as a marker of atherosclerosis: Studies have shown close

correlations between PWV and atherosclerosis. In a cohort of hypertensive patients



with or without atherosclerosis alterations, higher PWV in the presence of
atherosclerosis alterations have been reported. b) PWV as a marker of morbidity and
mortality. In hypertensive patients analysis of aortic PWV as a marker of
cardiovascular risk on the basis of Framingham equations showed a constant increase
of PWYV values with all the fatal and non-fatal risks events calculation: MI, CHD, CVD
and stroke. In patients with end-stage renal disease, increased aortic stiffness has been
reported as a strong independent predictor of all-cause and mainly cardiovascular
mortality. More recently, PWV has been reported as an independent predictor of
all-cause and cardiovascular mortality in hypertensive patients. Moreover, changes of
PWYV after antihypertensive therapy have been described as an independent mortality
predictor in patients with end-stage renal disease.

Taking into consideration all these aspects, assessment of arterial stiffness and its
changes under cardiovascular treatments is now encouraged and recommended by
several scientific societies and authorities.

Since cardiovascular morbidity is due to arterial lesions, it is important to evaluate the
effect of cardiovascular prevention on the arterial wall. Large therapeutical trials,
including arterial evaluation, are necessary to assess whether this consideration may
particularize patients with high cardiovascular risk and contribute to their treatment

and pronostic improvement.
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