HEKREFE 55(6) @ 767~774, 1997

— 767 —

FESEEZE & A EEIRIC T 2B AT AL

Na FIJR~<7"F FiREZ

78 B K HB
NN

B R
B R E

AICBE Y B HS

mOH E R

RRERIRFE AR EE R
(83 FPRILTHE E(EHEER)

[(EE]

DEZERE O M4E ANP BEOZ(LrsEZE T B/ & 5 b O, BZEIC L2 LEEDEE Kk

L7cbDOrEHEEPIZT 2701, A XEAWTESBRTEFELGEFRESFRL, Z0BOBOOAM
D TRZEFEERIC B 1 5 IM4E ANP 325 & EEBhE O 25k % FLighRas L7z,

EEH TR, ARBRERSIET2 2L DERLL. 72, 1 XOEERBIRIEELRO S %
HEHRLTBY, GREIRIC microspheres #HEAT 5 Z LW X D EAEFEHEMET TNV E(ERT 5 2 L8 T
X, T OFER, FEETEFZICE » CRIME ANPBED LR L LDEEOZEL D B kino 7z, HEHR
ZIZBLT, FLBEERLEREL, ZhicfumsE ANP EET ER L7,

PUIEX D, B OFEEROMSE ANPIEED LRI LEEDO LAEZRKELIDDEEZ SN, £ MIZBW»
TEOTEDECAMEES TRFEAEBELIC, M4 ANPEED ERZED I5E, FEFESHOTTEE

PEAVRIR S iz,

T C &I

De Bold 512 &0 7 v bDLEM»SLEMESF MY
7 LFIFRAR7F R (ANP) BSFER SN TLERY, 20
NTF R RIVE VIR, TEBRO A EE R %
FRI:LTOAZEVHONPICENTEZ, LD
I, ANP 125 /77% 7 b U 7 AFIRIER, MEIRRIE
Asltv=r-7oF4 7oy -7V RATO Y
ZOMFEIERZE L TWa ZEMNHBAL TWwa, %
DODWEFEL T3 H o & bEELRTFIILERE
DEEEZEZ SN, LDBEEDLFICLD ANP OS5
WM E N B 720, ANP 2 OLTRL20 B Wi
LERTwL, UL, DEEMEE? ANP O 530
PRET 20 E S 0IERIEZPES LTI L, KW
WA OISR RERERR, MEE ANP B X ABTRE
Y TEREEEZRL, FORETT 2 EOHED
BB, LipLZDWMEDE S IFHIE» S ABEE T
SR EREL TR Y, BEEE»S LR T L0
HEIDEITETH S, FORILHEEZET

T ANP IZ ER LW EDMEDRE I E™1,
BHOBFEECBT 2 LEEDO FFORRE X, HE
ERAIREEH DL S L > TEE D, LEBEDLAED
Kk LTO ANP O E&», EZEHE ANP 5
WMERET 201 ZHSMNICTE I L IRETDH
%, ZORERMRIAT 57-0121F, HULEENSER
THRMEEFEL, LEEO LR 2L VAL
EEMZEICB VT, M ANPEEREKT 2 2 &
BWLETH 58, b MZBWL Tk AEF%E
MTh27:0ERIIREETCHS, LA XD
BE, AEREBIRZEZEOAEERL TSI LD
MonTBY, MELAEEFESFREST 22 L2
BETH 5,

L7e3o T, RFFROBEIEA X 2HWT, FE
L CELERED L& 2 #b i WIEE O E ) TEERE
Er, HULBED FF% T Mk E >
L, DR ERFEEZOME ANPIEEOEE 2, £
FR T RS L AEEE TR L, A2
D ANP OFALBEEEEIC LS b D», EDOLF

1997 %29 B 9 H3ZAF, 1997 %11 A 7 H=HE

F—T—F LEMF N T LARIRRTF R, BOEE, B, HERE,
(BIRIEERSE - T 175 BUBRIREHTHT 1-24-5 FRER FHEREKRER

(1)



— 768 — =
ERELLI:DODEHOEPIZTEIETHS,
HEMHEE L UHE

1. Wisedssd

A2 10~15 kg OHERERR AR 17 BHE v, LT 2
BB, EEBRTEFEENCIT, LECKET)
P10 5H, HEMZERE (LAT, REELRES) 78T
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SFEBRFEIL DV EEICERL, 30 DBICEA 86+
7.0pg/ml £ TERL, 60 0% THEER EAEEZR
L7z (Fig. 2, p<0.05).

2. RAP 8LU PCWP nZ1t

ANP OS5 WRIEDOIED—>TH 5 RAP DX
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E®RNSFEFTHEER LA EZR L (Fig. 4, p<
0.05). ZBLBEE% KT 52 PCWP OZ1b 2 et
R L7z Fig. 5 TH 5, ficELZRLTw3
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wdolz, REEDO PCWP & LB & ER, 120 S0
HETHEREH 2RO o7 (Fig. 6).
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Fig. 1 Time course of plasma a Atrial natriur-
etic peptide concentration in R group.
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Fig. 3 Time course of Right atrial pressure in
L group.

12

—_
o
|

PCWP (mmHg)
©
1

6 -
4_
2 —
O T I T I T T
0 5 15 30 60 120
TIME(min)

Fig. 5 Time course of Pulmonary -capillary
wedge pressure in L group.

— 769 —

— * . *p<0.05
T 804
b
oD
&
T 60
>
@
o
Z 40-
(2]
£
3
= 204
O T i T T T T
0 10 30 60 90 120
TIME(min)

Fig. 2 Time course of plasma Atrial natriuretic
peptide concentration in R group.
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Fig. 4 Time course of Right atrial pressure in
R group.
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Fig. 6 Time course of Pulmonary capillary
wedge pressure in R group.
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Fig. 9 Time course of Heart rate in L group.
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Fig. 11 Time course of Cardiac output in
R group.

Fig. 10 Time course of Heart rate in R group.
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Fig. 12 Time course of Left ventricular
end-diastolic pressure in R group.
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Changes of Plasma Atrial Natriuretic Peptide Concentration in the

Ulira Acute Phase of Left and Right Ventricular Infarction

Kentaro IGA, Yoji HIRAYAMA, Yoshifumi TAKATA
Takashi OGAWA and Sadamichi KIYOMI

Department of Internal Medicine, Tokyo Medical college
(Director : Prof. Chiharu Ibukiyama)

Plasma atrial natriuretic peptide (ANP) concentrations were compared following infarction of the left

ventricular postero-inferior wall and that of the right ventricle, in order to clarify whether the change in
plasma ANP concentration at the time of myocardial infarction is caused by the infarction itself or

whether it is influenced by the change of the atrial pressure due to the infarction. Following infarction

of the left ventricular postero-inferior wall, the plasma ANP concentration did not increase. Canine right

coronary arterial flow involves only the right ventricular system, therefore a model of independent right

ventricular infarction was obtained. Following right ventricular infarction, the ANP concentration
increased as the right atrial pressure elevated. Accordingly, increase of the plasma ANP concentration

at the time of acute myocardial infarction is recognized to be caused by the elevation of the atrial

pressure, consequently, this experiment suggest that humans may suffer right ventricular infarction, if the
plasma ANP concentration should increase immediately after acute infarction of the left ventricular

postero-inferior wall, even without left cardiac insufficiency.

{Key words) Atrial natriuretic peptide, Right atrial pressure, Ischemia, Right ventricular infarction.




