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B, AMEO AV F — R O AN O BRU AT
KT, THIZSHBRELTITHIITHTHS. EEHEAIIBN
TEFHBWHEE L 22 5 2 0A%, HERRREER EEE Tk
MEERTEV)MEYRIT. SFICE VRIMEIEL D S
L%, 19774 B MR R S5 O 1 % Parkinson i T & 1%
WCEMZRI T EAMESNEH SN, BMETLE

BdhbHETLMENRDY, rTliERETCORBOREKNLE LT
BETHLH. FICHIMEDSD 5 BH T, PPHIZKEES
EHERKE L THESNS Z W% L, PPHIIZHLE
R—BERE MR TIEbH D, PPHOREMIZD
WTHLIR 2 Fp 7o 7207108, BRI 72 2 MU S 0
fER—%& —GF S Lizn?,

I. PPHZELX®JUVVER

MBS IIREICLDELEETREHADVPUTOL ) TH
5. WMHBBEEDIESD &1, BIFE L PPHO 2 WL i s ik
FoTnARnI L —HEZZ LMD, E5ITHMRETERE
TRIHBHNC L ) Z0BEEOMBOBRENZILT 2720, &0
KR CORMETH 22 HIEIZ 25 TL 5.

1. EEHEETMERR

a. $RHMEME (multiple system atrophy : MSA)

(HEIRBEE (313 100%)

MSA X, AN = 7N E R, WA MRS TR PEE

INRARSAEINZ AR AAAANAAINANANANAAA

(IR 32 1 338-342, 2015)

AL, AR EY RTHREOBITH 5. Shy-Drager
I type TIE, FEIERIII 2> & 35 B 70 ke 37 AR L <2 HF IR
BasEze & o BEMREEN L SN D, PRk B E
DEAET, MM 2T EREDIFRIBEABE SN B 720
WCHEASE L S EB) 3 5. MIRHEEEOHFATENRFETH
0, HRaRd 2 HOFE B HEE A ARE & B2 0 WA S SR
W R M & % 9 Fn SRR 2 K2 A U 5.

b. Parkinsoni% (PD) (30 ~80%)

PD %, Lewy /ME2SHREMNE N IZ I BL 2 s 28 19 i
TdH 5. Braak 512X 0, Lewy/IMAD MLk MR 1
oML, ZoRICEEOEHREZAELS Z LG SN
2P BB, BERICD DS Lewy/ MEASB R BN S Z &
oY BRI —A—E LTHV G RONS. PDOH
AAIRERE S O BRI RO B ETH D, DS
HZEPR LN Y, MBI Z PD I HAMRERE A 4 U 5%,
BIZMEDOPD 72 ERBICE YD H 5720, MSAL R4
HAREREESREO T FITRET2EHXLHET 5.

c. ALewy/MABIZEHIE (dementia with Lewy bod-

ies : DLB) (i2(3100%)

RIFE P& LICRAEREIR & 78— Y = X 4 & i
REL7EBRTH S, BREEORIZREMASTEH I N TS
9129, WEO MR ESDN ST S, PDE
[FHEIC Lewy /MEDH R EH R B HICA SN L. L, PDXR
DLB it Lewy/MEJi & LT E LD OSNLMEINDDH 5.
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Fig. 1 The change of BP after meal and glucoce injection

PAF) (12/£100%)

Bannister 512 & » T, #E47MEH A 2IE % MSA,
PAF, HAfhREEDZE L WPDIZSE SN2, PAF O35
BRI IEF IR, EMRREEOWMEDO R, EhOTE
NLHEBTHL HABBAOmEDL LR, ZOREHIC
Lewy /MAZSHIFHIIBPIC A L 727, B o | Aok &
DORMOBIINN—F VIV ZZALDBEL DT EH%E L, Lewy
AIMESF & LT OB A O &0 BN D 5. IR
EHHALZWZ LS, FRIZERITTHSY.

e. TOft

1) BERIEPEAIRESE (40 ~50%)

BER L, RO, BEE & DICHAMREEZ AL
T RIS, Sl CRBEIE AR VI EPPH O A MR
AT 5.

2) mlitE (50 ~60%)

ML AE B D B-blocker X° a-blocker 7 & @ H AL A#% 4
WigRIC & G BRERAE SR R, UL (PR ) BhIRTEAL & % E 2%
BROREDPHE T 5 WHEESD 5. EiE 13 PPHAH
HLRTWwWEEbILTWw5Y,

3) Jks (20~67%)

PPH OB IZ LR AU BEC, HA AR =B H O PPH®
59 RS OMEIRTIE R <, AR TH % .
[ZaR R LS EREKE LTHREENS 2 EH% L, PPHRERC
PelER — W E M AR Lzt oG bH s ™.

II. PPHOER#RE

HREOBEI L 2 M2 N2 L Tix, BT
DENCEZLNT WD, BHEILE A 7 By T, I
WA YR Y EAAVELTH WO 2L T2 & v

Trpn, ROERT 22 EPEETHL? (Fig.1). 78
7 BN C O B ERIL I DI NI PPH K & R A T3
FRECTH D, EFHED B MEREIZIZ TR T2
EEZOND. LAL, 7 FEEOEIIC X 2 IE5REES
HIALEART T FOZLOME T, FOHEIUT X ) LSS
MM EIDEZ LTk o THILERZT 20w sh, Hic
AT RT 22 . (neurotensin | NT) OWMAKE W &
BHISNTWAEY, ZONTIIMELEEIDZH Y, Pk
DILFIM O 27 55 KM & PR S E A 72O NT D55

RNNRNNNNNRNAS

5. JEERIME I MEEIOR T2 AL, T07z0Hi
EHOMEERTZ2E LT WIREE 25, #EETIE, M
BB B QM R LM E DRI, A7 2
720, BROI Y TIA TV ARKTL, #RICEHEELTw
LMK EZEHIEL Y. EETIIOL) ITERICIZHE
RO RMIEHC & > CEABRDIEEK F 2T n2 &% 2
bNTWwa. —7, HEMREESLONDLEIE, ok
EOREIZL > TMERTAEL S, §abbegimE o
RICEZIMER T2 RETELVADICMER 24T 2
(Fig. 2). &7 VEME T (orthostatic hypotension : OH),,
WAL AR IEBRDO TREAND Y 7 ML o TEL L Z &8
MHNTWS, QHEPPH D R > 7FTRE 27201
MW X, FEAREED S 2 BE I AHRICAICTAL
o720 EH L7205 L MERTABEShS. Sid
HEDDEIZ X BEE TR DD IS EBEDOEENLETDH
5.
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meal

Vasodilatation indeced
by intestinal peptide etc
BP fall b
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M Increase catecholamine

W Increase MSNA

m Decrease venous compliance

Increase HR and CO

Fig.2 The mechanism of postprandial
hypotension

III. PPH DA

PPHDHHICIE, ZOEICHT 2 HHE & BB T Ok
EDVEETH 5.

1. BERFORE

OHZ AL S A EKIITXCPPHZHESES. T4
bH, RERSEWC &I L 2 KHMEOIIRIC X 2 KT
WEPPHZWET 4. T/ BAKIRE T, o Mt %
4952 ETPPHZAE LR T V. HAHKROMIMLEASE
WL % B3 5 2 720, PPHAVE L3 W IBH TR Ak
LR T ZE VL 2 R X I L, BT 5. #ok
\ZOHZ FHi§ % 2 &b HHTOZ O DKTHEIIPPH %
FHiTHURELNH LY. BFEOERRHEHICL > THIMLED
BTOREPSRL L7290, BAu) —f&%3hEIT 5 LD,
AN & CEF LA T BT 5. F72, oK
WD - & BMELTARE W20, RAKIEH7ZT TR L
BEMGi % & T v ) — 2T 5. 7TV I— VR,
WHICBWTCHMEK T2 RY. AFEMREREEOFLET 58
BTIIKIEIEEEETH 5.

2. BEEE

S MEARME O TR & LCTHW ST 2 a1,
FPHRIME 23 L TH PRRIRAA SN T 5.

3. EMEE

HYRE L LT, KBBR EEHR % & OBRBERE 2 BE
L7c#idEid v, LaL, BIEETORERTFEZER S L,
somaostatin'® & L  1&+ 27 73 4 KX caffeine 72 & DIHALE
NRTF FOGWIHEGEY 2, ol 7 KL VB0
3 (midodorine) & B17 FL F VY ¥ A% 3 (deno-
pamine) OERIHHHEILD G ITAEMIEITEHNEEZ B
(Fig. 8). F7z, WHERENFBRE SN B8, HAERIN % 25

Y

g Vol. 32
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b a7 NVay ¥y —EHEIE (acrbose) DEFIHL-2HE S
ncTwns?,

=3

(—fs) (ahsa)

midodorine AMYTY
denopamine AWNT— b
acrbose (XA RAV)

AR 13 COTHEHDRMAH 0, FRTNZHHEH Y TEA.
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Postprandial Hypotension

Masaaki HIRAYAMA

Department of Pathophysiological Laboratory Sciences Nagoya University Graduate School of Medicine

Postprandial hypotension (PPH) is a common but un-
der-recognized condition among older adults and patients
with autonomic failure. Seyer-Hansen was firstly described
the phenomena of PPH in patients with Parkinson’s disease
with severe autonomic failure. The patients with progres-
sive autonomic failure (Parkinson's disease, multiple sys-
tem atrophy, pure autonomic failure) are approximately
80-100% shown. But the prevalence in elder people was re-
ported about 40-60%. Classically, PPH has been defined as
a decrease in systolic blood pressure of 20 mm Hg within 2
hours after meal. PPH induces syncope, falls and even coro-
nary events and stroke. Risk factors for PPH include certain
medications (diuretics, SSRI, anti hypertension drugs), car-
bon hydrate-rich meals, hot meal, dehydration and warm
environment. The following mechanisms are suspected why
PPH occurs. Health subjects with stable blood pressures
also experience splanchnic vasodilatation after a meal be-

cause of intestinal mobility and release of intestinal pep-
tide. Some kinds of intestinal peptide have vasodilative ef-
fects, especially neurotensin and CGRP. Healthy subjects
are able to maintain systemic blood pressure by increasing
peripheral vascular resistance, heart rate, and cardiac out-
put. PPH appears to result from inadequate compensation
for the normal physiologic decrease in blood pressure after
meal. There are no larger randomized trials for postprandi-
al hypotension. Drinking water before a meal has been
shown to attenuate the decrease in blood pressure. Patients
avoid large mount of carbohydrate consumption. Eating
smaller, more frequent meals also can prevent PPH. Alpha-
glucosidase inhibitors have been shown to decrease PPH.
Caffeine, an adenosine receptor antagonist, may ameliorate
PPH. The combination of denopamine (betal-agonist) and
midodrine (arfal agonist) before meal attenuated PPH.
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