% = 1= L& FA 2 5 K L /Y
B ia R &

R R
[ R 2 Bl 22 B BANOMILE

il
B
S




e 2N

/B RILE-&

= DL

L




RIESME (MBPS)

m Modesti PASHIR B, 5<50%F BEME, >60
% BAEIMEREEHEH S
= Koylan MER B, >65% B i L E R R
ERE R
» Kario K&EMR B8, HIMLERE>55 mmHgH] &
FER I B KT <55mmHgH) B

b

)
\—

Modesti PA, et al. .Hypertension. 2006;47;
Koylan M, et al.. Blood Pressure Measurement/Monitoring. 2001;14:part2.



ARIFRRIESNESE R EE

(mmHg) 200
180
160

140
120
100
80
60
40
A
0 !

<40 40-59 60-79 =80 (%)

Sun n, et al.. Int ] Cardiol. 2009,135.



n

i KM

& Ja iR

(Postprandial Hypotension,PPH)

: (PPH) R£¥&ft

pdh.
=N
.

%ﬁ@ﬁ%%%ﬁ%
E—IHERR B IXIIE, ZERIE)

m 19774E74

B

X

B
n 2

==}

ITan

AN

5% B RPPH P Z4F

i X

A B I

~7

AFErh B 2825%-38%, ANTIHRIE

TR E1R67%



B 1Ry ML s / %8 ) R I s -
25 iR L s R AFAE



ZESMERIIGKE =

n W4 EREE . ISH G I E K60%

s MMEFFIAN: “BE” 5 GRESILE) 2, HIL
& & F A7 PR 1 B 0428 f A I

R 1842 - &5 35 18 0o ML
Bk

s BRI EAE . JEAAEGEA AN 2

s HAKE IR Z

s [REFMEEZ

22553 kBB Ak, i B B R R 3 i %
1 Hs 177 AR T BE IR A o<

2010R5 € H 3] vy il A B v FR FE )

%*r




hEZ#R e HE™E
(ANAFRGHBEEL)

ZOOOfIE 205()£|5
80+ 80+ —
75-79 75-79
70-74 70-74
B 65-69 kg B 65-69 Ly
60-64 | 60-64
55-59 55-59
50-59 50-59
45-49 45-49
40-44 E‘ 40-44
35-39 35-39
30-34 _ 30-34
25-29 [mmmmmm— 25.29
20-24  [mmn 20-24
15-19 |y 15-19
10-14 | 10-14
| | | | | | | | | 0-9 | | | | | | | | | | | | | | | | | | 0-9 | | | | | | | | |
308642 0246810308642 0 2 4 6 8 10
1: 8 1: 3

B7 B/, FrEE/, =BRSS5 e, 553011 [E

World Population Prospects: The 2004 Revision (2005)



REZESMERRITIIR

I
(R

P 1
=N
.

n 24

IIRER, SN

605 KDL EZx

T I R
ﬁlkl%\ —‘l%—‘[ﬂ].,—'i ’
=i

EHEZ

20100 €+ v M = B vE TR FE )

ENL7842, R H13.26%

AR R,

RPN 77,
B A MR

R A49%, 214241

603 A _E A

3580007

1k

IR RO DI,




ZERMERBITIHRLS AEIL

BERSLE (%)

40%

30% r

20% |

10% |

0%

32.2%

FE 2RI E EE
n N32.2% 18T
n 1X7.6%15 2=

7.6%

I

AL B S



ZFESMERETT R

m N5 UL,
m /PR

T HIBE
m HERZ, ™ENE
m BREETT, BEENR

m S WINEA I, SR I

R E

[ /\Aﬂ‘ﬂﬁ, /\'leg'f’t/&‘ﬁ

m % E

B fi s P

= FFiET

N

=

' PRI

y ‘d%ﬁ%



I [ /R B E X

B {5 R N\ B EERRARGS e VTR BRI 4n 5 30 A, I s AAHXS
BARZK R BT+ 2B K RS B Oy I fs R U

(blood pressure morning surge, BPMS)

o [0S RIERTHE G5 BT iR R BT AR

= 06 :00~10 :00 Il Fs B B E- S B (E 2 22
= W45 R IE{H>55 mm Hg B A H =
= H I BHEAIA70~80 mm Hg

i F e e RIS ZE O A AR IR R

s DYESE , I, BB, EEREME

il




n PRS2/ P WedE B35 18 -5 B AR A o4 R B

I s 2 B

n BE)SRER)ES)

AHAREY JE P IR L s
n R 5 2/0E P e B35 4E S R i 2/ B P WL e B
TIREI30 S W 2 =

151

H) 2&

s PRS2/ NBF W YE IR E SR e R 2 =

Metoki H, et al.. Hypertension. 2006;47;
Kario K| et al.. Circulation. 2003;107.

I«

P

151

B (F&I&

HZ Z=




e e I [ %2 Ml (] 3=

Factor Association
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