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Hypertensive States in Acute Phase of Myocardial Infarction: Hemodynamic Chara-
cteristics and Effects of Nifedipine. Shinobu Matsui, The Department of Internal Me-
dicine (II), School of Medicine, Kanazawa University. Division of Cardiology, Depart-
ment of Internal Medicine, Kanazawa Medical University.
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OE pSUNAERAIE 160mmHg 2L E, #3EHAE 95mmHg
PEDWTFhh—75, H2BRIBFERL, D, 3K
REIDL R L2 19 R B RE LT, 58, EERS
HEEEE T, »o, FEREIMNIIRDEEDE
2HSY, AZBCERME 2R LR LEEEE
18 Pl SRR (UT CRLEET) & Lk, SHHcE
MELZ U7 19ES (total HT B) %, FEFED
WIRBMEERD TR SER (HT-18H) &%
FERT L D BILE EW/WD Tz 11 R (HT-ITH) =i
DL, =7 2 VEVBRERIHTIEO 6l LV
HT-U 80 70 13 FNiT-> 72, BB 2 ES,

¥

MR, BERMNBLIV=72YE B 50 F®& 2
Table. 1 IZ7RT M TH 3.

INSTREONM S 2 I KEHMIRE D Swan-
Ganz balloon-tipped triple lumen # 7 —7 V%A
L, ZokiirEMERkcEER, WBIRE, GBEE
B & UBIREIZ X 2.0EHE (CO) OREETTo T2,
BIRIME 3 A _ EREBIIRIC T cuff 2 BV CIRERmAIZH
FEL7, kB, MEIREE SIMENS #HBE 5> X7
a—4 — 746 % F\v> Mingograf 34 2 TEEs%k L 7z,

EEEEAEEC THIEREE (MRAP) LTk
sz, ARG 0CCICHEIL 2 A BRI REK 10 m]

Table 1. Subjects

(A) Hypertensive patients without a history of hypertension before acute myocardial

infarction (HT-I group)

case age sex

1 K. O. 68 M

2 I.Y. 66 M

3 S. S. 64 M

4 K. A. 50 M

5 Y. S. 78 M

6 K. F. 57 M

7 T. Y. 78 M

8 H. T. 47 M

(B) Hypertensive patients with a history
infarction (HT-II group)

9 K. T. 56 M
10 U. K. a7 M
11 G. S. 64 M
12 S. N. 44 M
13 M. N. 65 F
14 N. I. 50 M
15 T. Y. 52 M
16 M. K. 53 M
17 S. S. 39 M
18 T. A. 55 M
19 K. I. 59 M

infarct site
inferior
anterior & inferior
anterior
inferior
anterior
anterior
anterior & inferior
anterior

nifedipine

CRSRCRC RSN

of hypertension before acute myocardial

inferior
inferior
anterior
anterior
inferior
inferior

POPODDD

anterior
anterior
anterior
inferior

anterior

(C) Normotensive patients without a history of hypertension before acute myocardial

infarction (Control group)

number of patients 18
sex M: 17
F: 1
age yrs) 35—75 (mean 66)
infarct site
anterior 10
inferior 5
anterior & inferior 3

Abbreviations ; nifedipine + =a case administrated 2 mg of nifedipine, M=male, F=

female.
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Table 2. Hemodynamic data and statistical analysis of hypertensive groups.

HR MABP MRAP PAEDP CI SVI LVSWI TSVRI  Double Product

PRI eats/min) (mmHg) (mmHe0) (mmHg) (Limin/m) (ml/beat/m) (g-m/m?) (dyne.set.  (mmHg beats.
(A) HTI
1 77 111 55 30 1.56 20 22 5487 12782
2 86 114 84 10 2.29 26 37 3773 12986
3 80 128 115 30 2.66 33 44 3609 13120
4 68 113 115 22 3.73 54 67 2252 10064
5 87 115 80 27 2.00 22 26 4360 13485
6 100 117 95 15 2.73 27 37 3223 14200
7 74 113 100 .25 1.73 23 28 4902 9620
8 67 112 145 19 2.63 39 49 3072 9581
“mean 80 s 9 22 242 a1 39 3835 11980
S.D 10.3 5.1 25.4 5 7.2 0.644 10.6 13.7 978.6 1772.8
T HTIL T e
9 58 124 110 15 4.45 77 114 2085 9164
10 93 156 30 18 2.45 26 55 5023 20832
11 83 123 115 20 2.87 34 48 3206 12450
12 94 127 64 13 3.83 40 64 2548 14476
13 56 122 145 23 3.04 54 73 2921 10640
14 67 115 25 1 3.48 51 72 2598 9648
15 82 132 125 27 2.45 29 41 4016 13038
16 94 148 68 22 3.35 35 60 3415 15792
17 70 111 110 7 3.22 46 65 2559 9590
18 79 114 46 13 3.48 44 60 2552 11297
19 109 115 186 25 3.73 34 42 2123 16350
“mean 80 126 B 18 331 8 63 3004 13025
SD 15.8 13.7 48.3 6.3 0.569  13.7 19.1  837.4 3422.9
(€ total HT (n=19) T
mean 80 122 95 20 2.93 38 53 3354 12585
SD. 14.1 12.5 41.5 6.9 0.762  14.3 21.4  1015.7 2972.9
(D) control (n=18) I
mean 72 89 81 10 2.85 40 43 2361 8394
SD 13.0 7.2 40.0 3.6 0.456 6.4 8.2  378.8 1672.4
Cpvalves T
€) vs. (D) ns. 0.01 n.s. 0.01 ns. n.s. n.s. 0.01 0.01
(A) vs. (B) ns. 0.05 n.s. n.s. 0.01 n.s. 0.01 n.s. n.s.

Abbreviations ; HR =heart rate, MABP =mean arterial blood pressure, MRAP =mean right atrial pressure,
PAEDP =pulmonary arterial end-diastolic pressure, Cl=cardiac index, SVI=stroke volume index,
LVSWI=left ventricular stroke work index, TSVRI=total systemic vascular resistance index.
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A2HEEL D AHEAL, Edward ## cardiac output
computer (Model 9520) # AW EH L7z, HEShi
FEIMITERESERT L O MTOREEEEE L2,

FHEIRE (MABP) = {IUMEMAILE (SBP) — A%

HAIME (DBP) }/3+DBP (mmHg), LME#K(C) =CO/
hEEME (B.S.A) (L/min/m?), —ELLBHEFRE
(SVD) =CI/.Loa# (HR) (ml/beat/m?), ZEE—BEIL
HEEEH (LVSWI) =SVIx {MABP—FBIIRILE
FHEAE (PAEDP)} x0.0136 (g-m/m?), &REIEE
HiiR# (TSVRI) =80x (MABP—MRAP)/CI (dyne.
sec. cm~5.m?), double product =SBPX HR (mmHg.
beats/min)

=7 = ¥ Y OMROME R, LEEETF £ HER,
MHEE 3P 2mg D=7 2 P EV (FFI— B
4 T VER) EETREL, 0 30 2EBCEKROMIT
BREHETERAE LITo .

%8B, STORBEOFKET FEORENTICIE paird t test
FROTpHIBUT2HEEL Lz, &1, HREH
ROMEE & CEERUOZERORE W IE 2 RE %
i 1RVAR

154 1

1. WRIBMOER, ML L CEERGOERE
2WT

FECEL TR CEBIcL HT- I BRI ERICESET
H o7z (P<0.05), Rl & I BESM AL TIRE
HEcEEZIRD >Nz,

2. DOITHRERSEIEOWT

HR id total HT B C CE W UEIMERIC H o 72
PEHECEEZRRED R roM. £, SIMED?2
B EERERRED oo e,

MABP iz total HT #CCEIZLERZE» -
7o, BIMED 2 HE S HT- 18T HT-1 8
HLEBCE» 7.

MRAP 3 CE# L total HT BErOMTHEEE:E R
Rigdpote, £, BIED 2HEMCHEELERR
oYoY (R RN AN

PAEDP 3 total HT BT CH#ICHLEBEWC EFL
Twiz, BIMED 2 BT HT- 18T HT-IL Bkt
LEAERC S > BELEZRD R o7,

CliZ CEE: total HT BRI CIZ L AL ERTRE R
o, BIMED 2 #EM i HT- 1 # T HT-IT 8wkt L
BELBYERL.

SVIiZ CE#L total HT BRI THEEEZ R I LD
7o BIMED 2 FE TR HT-I BT HT-II Bt LE
PEAR D > T EBERTED s o Tz,

LVSWI & CEACLEL total HT BECHEIMERIC &

#

SThNEEERRD sk o, AIED 2 Bt
WHTIETHT I BCLELAERICETL T,

TSVRI i3 CEEZEL L total HT BETHEE ML
Twiz, BMED 2 BT HT- 1B T HT- I #ickt
LEIMERICH > EEBELERRDONR P o7,

double product t& CEEZLEL total HT B#THEE
WEMLTW, EmMED 2 BT HT- T L
HT-I #TEIMER S > AEEEERD s ih
572 (Table. 2).

Zh S EEAWCEME % R U IHERD LT
p % TSVRI & ClL L OBRED A THLE, C
O TSVRIBLUCI &8 L L72HE, HTI#T
i3 high output-normal resistance %% 1 #iZ, normal
output-high resistance #3312, low output-high
resistance »% 4 FlicFBb sz, —F, HT-UHETR
high output-high resistance »3 1 $iZ, high output-
normal resistance %3 5 #fiZ, normal output-normal
resistance 3 1 /i, normal output-high resistance
»4ENzERD & e (Figure. 1).

7>, HEREES LVSWI & PAEDP L OBR» 5
HTHDE, HT-1EZ 8FIF 74T PAEDP It
BV LVSWI 7R L 72, #:iz PAEDP 20 mmHg LA £
O3B TEE L LVSWIDET 2RO 7. —H,
HT-II# T 114 54 #8 PAEDP 2 kb L & W
LVSWI %R 78, ZORER HT 1B LBE
THot:, %7, HT-UBOD 2EH PAEDP ick
L& LVSWI 2R L7 (Figure. 2).

C I (Yminym?)

3000 4000
TSVR[ (dyne sec-cmd-m?)

- Fig. 1. Cardiac indices (CI) and total systemic vas-

cular resistance indices (TSVRI) in hypertensive
groups. open circle=patient belonged to HT-,
solid circle=patient belonged to HT-II, stippled
area=the values in patients belonged to control
group (mean=+S.D.)
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Forrester D 734812 X % hemodynamic subset T
garLTH D &, HT-18E T subset H-1 2324
(25%), H-I1 553 (38%), H-IV #33 %l (38%) T
»b, HT-II BTt subset H-I 436§ (55%), H-1I
2551 (45%) TH -7 (Figure. 3).

CHt, HT-1#, HT-II#£4E Tk MABP £ Cl &

L[]

w|
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=40
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20 o o
0 10 20 30

PAEDP (mmHg)

Fig. 2. Left ventricular stroke work indices (LV-
SWI) and pulmonary arterial end-diastolic pre-
ssure (PAEDP) in hypertensive groups. open
circle=patient belonged to HT-I, solid circle=
patient belonged to HT-II, stippled area=the
normal range.
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Fig. 3. CI and PAEDP in hypertensive groups.
open circle= patient belonged to HT-I, solid
circle=patient belonged to HT-II. The dotted
lines are placed at the levels of 18mmHg for
PAEDP and 2.2 L/min/n¢ for CI (hemodynamic
subsets defined by Forrester et al.)

OMICHE R 2HEBEMRIEAD s ko7 (Figure,
4), —%, TSVRI L Cl L0 » A THB E, C
B, HT-18, HT-IHE2ETEELAOENBERE
EHl(r=~0.70,p<0.01), 7/, HT-IIEETIX CHt
5N HT-I Bk L TSVRI vs. Cl OFERIE RS
&b EHFwfrE L7 (Figure. 5).
3. Z7xPECOYPRIZOVT
=7z Y 5%, total HT HTREEL MA-
BP, PAEDP 0{ET, MRAP ®» L& B L F TSVRI,
double product DFEAHIFH & iz,
HTI¥TRE=7zvv#%5%, MABP, PAE-

°
&
°
x oe
x x L .
- X X °
(E 3 i X °
< X ¢
£ x ° °
= x o
X X X L4 L]
(&) i o
2 o
o
o
1
60 100 140

MA BP (mmHg)

Fig. 4. Relation between mean arterial blood pre-
ssure (MABP) and CL open circle=patient bel-
onged to HT-I, solid circle=patient belonged to
HT-II, cross=patient belonged to control group.

. r=-0.70 { o
- P<O.0! x
X .-O °
= x x 3
TE x X L ¢
T ~
z x
E 3 XX X
ul
ol x
- *x xx
o) X
X X x
2
1
2000 3000 4000 5000

TSVRI (dyne-sec-cmi® -m?)

Fig. 5. Relation between TSVRI and CI. open ci-
rcle and solid line=patient belonged to HT-I
(r=-0.96, p<0.01), solid circle and dotted line
=patient belonged to HT-II (r=-0.84, p<0.01),
cross=patient belonged to control group.
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DP DEERIETFTB XU TSVRI, double product @
BERRY L CLOERELBMSRD sk, —F,
HT-UETR=7x2YEr%5%, MABPOEEL
ET##RDB2DATH-7: (Table. 3).

=72V RED#HMRE TSVRI & CI L 0BE%
posdE, HTIETE 6 Fl2pl o g ey
OESCHFLRHE N ERL .

C 1 (Urnim’)

a\
3000 4000 5000
TSVRI (dyne sec.cm®.m?)

Fig. 6. Changes of TSVRI and CI 30 minutes after
administration of nifedipine in hypertensive gr-
oups. open circle=patient belonged to HT-I,
solid circle=patient belonged to HT-II, stippled
area=the values in patients belonged to control
group (mean + S.D.)

ACI(%)

40

20

A TSVRI (%)

Fig. 7. Relation between percent change in CI and
that in TSVRI after administration of nifedipine
in hypertensive groups. open circle and solid
line=patient belonged to HT-I (r=—0.88, p<
0.01), solid circle and dotted line=patient belo-
nged to HT-II (r=-0.96, p<0.01), total HT
group (r=-0.94, p<0.01).

6P 2T =7 =V &5, % high-output
DEA%ER L. —4, HT-H T 7§tk 4 Flcim
FBEROBA CHFLLARBREMLE, =729
~# 5 high output-normal resistance #R L 72 2
BIT IR EROEEROMIN L £ OHERIZETL
7z (Figure. 6),

=72V EERE0RRE% TSVRI & ClORELT
ATHDBE, HT-1, HT-II B BOAEBEFEEZ R L
7z HT-IBCBWTHT- B L LINEEH A 14
LA B ORI K & WERICH -7 (Figure. 7),

7 VEVBRECHEIEZSBEOELIEOWVT
PAEDP & LVSWIDBE®En 6 A THB L, HT-IHT
F6PHSPTESRZBLELA~, D 1HIETH
ANOROLERD T, HT-UEHETR 78S 4 FITER~
DRI EFRD T2, PAEDPIZEL L LVSWI (D3B30
ERDRLIPTE=7 = P HE5E, THNMROL
fe. B 2BITEANDORAMZFD7z (Figure. 8).

=729 &EDOFE % Forrester ® hemody-
namic subset TH T4 5 &, HT-IE T 6 G4 54
T PAEDP O{ET &3tz ClLiZgin% R L 7. subset
H-1I8 & ¥ H- D& 1 Fls 57 subset H-1 ~F1T
L7z, HT-IUFET 76 4 51Tl PAEDP OETFIZ
D CLIZEI L 72, L2224 subset O ITIZER
ool (Figure. 9),

% %=

BUDIKBARLZTEL, BRMEZHHEE, OF
BARNEEEL > VICERBROMELRET 2EE:
RFThs, £k, ELOWERBRMAEE:LE T

SWI(g-m/m?)

PAEDP (mmHg)

Fig. 8. Changes of PAEDP and LVSWI after ad-
ministration of nifedipine in hypertensive gro-
ups. open circle=patient belonged to HT-I, solid
circle=patient belonged to HT-II, stippled area
=the normal range.



614 N

(H-1) (H-)

(Liminim?)

[
~

(H-1)

PAEDP (mmHg)

Fig. 9. Changes of PAEDP and CI after admini-
stration of nifedipine in hypertensive groups.
The dotted lines are placed at the levels of 18
mmHg for PAEDP and 2.2 L/min/m# for CI. open
circle=patient belonged to HT-I, solid circle=
patient belonged to HT-IL

5 LHEEESMINIC BV T, BIIRME R A OHEE
FPRETARLEELRFO—2THEY, Tibb,
BEOBIRIME EEILOBRNEROERER:T,
—%, BEOHRMDEET XERBIROKECET %
B ZOMB, TH L b OEIEEEOIKE K
L, EEDLRY 7HEEEL B TSNS 2. *
noz, LEFEEAENK B W TIREFE L EIRIE
PROZEMERLERELEZ OGNS,
DEFFEFEAMRCEmMERER 27 2 EHICE,
BFEREEMBOEEZE LTCHIERE, ThrEER
ol ERlENHY, REBROMITHENRRSE I L
BFEINDG, LEd-T, IhsBcRmE:
R U R RERIMAE & 0 2BCHE LR 21T
Sk, BIIERDS b EEREMCIERNE:2FL
TR 8 B T BT, % DLIMATHERISBIZER
WLIRA L R E R o i RIBIME R oA
Hotr, TRNRLEFEREROMBZEDA LR
RS MRS Fa— LT S OB, H5VvidLEE
BAETCHE S Mo KA EIEC X D BEOME L
RERLZLEERTHZEELZOND, WTHIELT
b, IhoDEMATE, BEDQMEIEN LD —BL
HEBOETE2 20T D EEbRI. %7, Zh
SOEFR BT 2HEKE, EERMECIZIZFEL
WwEEZ5N5 PAEDP BNEBEELZWLHREE EAELT
w3 Ik, BEU, PAEDPL LVSWI L 0OBF» S &
reEEEEEHR E, BMESE T 5008 5 I ER

#

ELODTHROLETHCMBT B I L, Py

WUEHZEEBRECEBETERET 240 TH3,
Forrester DEHSATHI S o MERLL T2 1
Zz o5 subset H-I1IZ 3 (38%) #%, Hf5 -
BIURBBRAZE2RLLTVWEEEZ NS
subset H-IViz 3 #l (38%) »MUEL, & 6 HlicE LR
EOEENTE I, SVIOEA %2R U6 fitdh 44
(67%) T PAEDP BEEX LA 2R LI, INIZER
REERORMLBAROBADVIAROERICL > T
LRMEL 2w eV Ross, Jr. OIRRTWV2 L2
20 afterload mismatch QIREEWCHE T2 DL
bihr®, CligsUi SVIOEMERLL 1HITIR
PAEDP#322mmHg & L& %RL, BARWORML L
BIC X 50 EDET % preload reserve THEA
BLTWBbDEEZ I,

—77, HEFEEMN L VBMEREL TOIERIS
WTIE, FREZ I FIFR6HFHIZa bu—LBRIHL
BOOEHERTRL . L IRIBIE SR O EA
BT 5FEDZDETH-T:. —RIZ 30K
R BARE D A BEME R R AE T3 2 D IMATEIRE S5 — it
EEZ LR B L URBOEEFIEKOER %R T
LahTsh, LHFEEREROMITEIRE Y — ik
EEZLLEWHMAHEB & CEE L RBMERRO
ERERL, ZRNEDH SN0, ZhEEHER
BL2LRMELHEEESE Y bo— B L
ry—EHErELsN, IASDEFICB T B PAE
DP & LVSWI DGR L D ERBEEER A THD L, 2
#1C hyperdynamic state %, 4§l CIEEEZEREE LT
L, fho 4 PITEEL»LUPEEQLERBIMET 232
&7z, Forrester O34T % subset H-114Z 5 41 (45%)
PBEL, o 64 (55%) IXERIREYIZ RE T R
HeENRVEENS subset H- T IZf7E L LD RHE
LB L7z, IS ORI OHITEEREN L D S0
Ex2HLTOIZERD S BRFEOEFIC BV TEE
FHEER MRS TVE 2, BIXUMOKEH
DEFICBLTHEEREETIEETHD, ZOL0
i EX preload DERICE > TROERF S LT
B EERT, FEREMLVEMEEZEL TORE
BT 3 T EERIER & 0 1BME &R L LEL
RKIZEDVFEFSBEGL TR0 B2, £hid
%z, BEREHROBMECH L TLRELHED 2R
BRSO LHESND, £, BMEROE
FIHERENIC b 2> b o — A BECEEREIERIE
PELLBCLELEN b —REFL 6N

PEDZEL, OHFEEEAMEHCENLERELE
LIERCB W IRHERMOBMEOERC L VALY
WZZFOMITERE $Y — 2R D Z EWRENT:,
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ODEFBRREBEOTE» 5% T4 % &, double pro-

duct X OEEEE RS EMEREE 2 U 56
TEPEEHE L2 WIEEMEFEFICEL LEE & b 20 88m
BRLIZ. 202 BUEEERIIAN LD B S
b, INSBIMEEREICEDTIRTSZBEESE 5 0
EXHBH I ERRTON, 7202, BRIE i 5ERENR
mEEERET 2RELRTFTH L7120, LOBED
BESBEYUTH L PERSLERBEEO L LicRES
nFhER &%,

EFMELRIC X 2 BARNOBEELIHHBE O A
BRIz T 2 &4 TSVRI & ClLOBGL VS TH S,
T L, LHERERMHCEDERES22 YT 26
FlzB v Tid, BHRMETLERC & 2 BRI 5
SULHRIEBREOMEL 6 ROBUTHL LEL
shi:,

BIMEERFTH 2 =7 = V€ VI3 IBHmE
WEATHHY, MEFRGORE—IUEEECS
% Cat*{EHiER @ & D musclotropic relaxation %
Kl EEZBLNTWEM, =7 2L LEDN
EEREHETLIL LD, EE, BEMLLT, 5
Wig, LT BIT 2 MELBEREEL L TBACH
VL HNBFRITTE 5 TIRF 98,

SEOLHEEERMPEOBLEREEBIF2 =7
Y EVREDRBETIR, EEHEDETHSELWE
EREERMESHE L RBIC BV TEEL MABP,
PAEDP D{&T 4 & Ui TSVRI, double product @
B & CLOBINE &I, ZhHL, MERE» S
BIE%EE L TOEE Tl MABP OET % 47:04T
Hol:, TOFRBR=7 =V BIHZBBCEYT
HBZEERTETS, ZDILiF=7 « PEVBRER
% PAEDP & LVSWI 0 B {% % & U Forrester ®
hemodynamic subset I & 21555 bEESHTHY,
BEAERMERMT 28 LB CRASHOEN T
EREERRELR L, TOBELLTRE, =72
Er B E##D TSVRI & Cl Lt 0E» SHET 3
&, =7z YV IERBMEERO L D EIL 1 EE
TL O MELRIEAIEE ST &0, B IO, LIS
HOETLEFTREATRAOEES 25 <,
FABREOHREN TLAHEROBET NV ELL
BETFON B, )

BERERN L D EMESE LB CEMERES S
VR ERRBMEERE2E L 2EfIcBLT=7 =
VB EBMERTHEAL L CUEHEDET 22
O, ZQOERCHEL TEFRETHEH, 7208
VG & B MEE T4 > RO BHINE D BE
DIFEIC L 3 b D» bEnZ», T 24081 Fleik
=7V e REBLVSWIDZEEAZE FIZ LD

hyperdynamic state it 2IF & h7=,

double product ¥ & M ERES L & VUi FBZEFRERT
ERME2ELLBT=7 2 V0 VIRERE S TR
DPLTBY, LHEBRENBEOETIARE S L.
=7 2 PE VBN RMELRENTHED, o,
BRI S 5 LEFREERE L 52 L anTE nom,
DEBRNERETER b Z 205 L LB
BOBMEREICH L, BRSO AL o THEESR
BROBILIC O ERTH 2 TEESTRER S h i,

] B

DHFEEREIICSIMERES 2 L7 19 E4
(total HT #) #BERFEFERMELE L1z 8 56
(HT- 1 Bf) L EERERT L DEMEREF LT\ 115
Bl (HT-IE) 8L, SfELE L LIESME
ER LT RMELEEEE 1841 (CB) 2L LT,
BEAMEIHOE M ERE IS 1 2 LM 2
SUEC=7 = VEYOMBIOWTRN 2L, WO
ISR E2= VAl

1. total HT Tl C#uc b LEE 2 MABP, PA
EDP @ L& 7% & Uz TSVRI, double product M0
=RDIz. :

2. HT- I8 Cix HT-I#CH L MABP, LVSWI
DEBLETB L CIOEELRAY 2R LI HT- 1
BT8GR 7 flT, HT-NEETIE 11 flh 5 flchES
BEEDOET 2R/ 72,

3. HT- I # T high output-normal resistance 2%
1 fliz, normal output-high resistance #$ 3 %1z, lo-
w output-high resistance # 4 #lizE&d 57z, HT-
[I## T3 high output-high resistance 4% 1 §liz, high
output-normal resistance % 5 %142, normal output-
normal resistance 31 i, normal output-high
resistance %% 4 FlZERD 5 iz,

4 HT-TH TR =729 v B L0 SR
MABP, PAEDP OfET 4 & (M2 TSVRI, double pro-
duct DY & ClOMM%E A7z, HT- BT =
7Y 5% MABP OFELET 247, HT-
[HDO6HF 5B LU HT-NED 7 Fh46)T=
xR EREEREOREY 57,

5, =7 2 VEXEBEIZHED Cl 0%k TSVRI 0%
e DMICEERAOHMEE2E Lz,

DEORE#EE D HT- 1 B2 5v»Cid HT-11 B
HL, EEREETHEIOELL, »D, 272 9¢
VEREBIVEMTHE I L NREN:, ThEDLE
MEDBEHS CEEBEEOIEL s itz 7 2V v
REOBEREICN L TEELIEEL 25 2 Lot
niz.
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Abstract

In order to investigate the hemodynamic characteristics of hypertension (systolic blood
pressure = 160mmHg and/or diastolic blood pressure Z95mmHg) in acute phase of myocardial
infarction and hemodynamic effects of nifedipine, 19 hypertensive patients with acute myo-
cardial infarction (total HT group) were studied. Eight of them had a previous history of normo-
tension before acute myocardial infarction.(HT-I group) and 11 had a previous history of hyper-
tension (HT-II group). Eighteen normotensive patients with uncomplicated acute myocardial
infarction served as the control group. Nifedipine was administrated in 6 patients of HT-I and 7
of HT-II. After obtaining the control values of hemodynamics, 2mg of nifedipine was administr-
ated sublingually. The 2nd hemodynamic measurements were done 30 minutes thereafter.
Pulmonary arterial and right atrial pressures were monitored through a Swan-Ganz catherter.
Arterial blood pressure was measured by cuff readings. Cardiac output was obtained by thermo-
dilusion techniques.

The results were as follows:

I) Hemodynamic Characteristics.

1) Mean arterial blood pressure (MBP), pulmonary arterial end-diastolic pressure (PAEDP),
total systemic vascular resistance index (TSVRI) and double product were increased significantly
in total HT as compared with those of the control group.

2) HT-I showed a significant decrease in MBP, cardiac index (CI) and left ventricular stroke
work index (LVSWI) compared with HT-II.

3) Seven patients in HT-I had normal or low output-high resistance and 6 in HT-I had high
output-normal or high resistance.

4) Seven patients in HT-I and 5 in HT-II had depressed left ventricular function. Two
patients in HT-II showed hyperdynamic states.

5) Based on the hemodynamic subsets defined by Forrester et al., 2 patients in HT-I were
classified into subset H-I, 3 into subset H-l and 3 into subset H-IV. On the other hand, 6
patients in HT-II were classified into subset H-I and 5 into subset H-II,

) Effects of Nifedipine.

1) MBP, PAEDP, TSVRI and double product were decreased, and the mean right atrial
pressure was increased significantly in total HT.

2) MBP, TSVRI, PAEDP and double product were decreased together with an increased CI
in HT-I. MBP was decreased in HT-II.

3) The increase in CI was proportional to the decrease in TSVRI.

4) Five patients in HT-I and 4 in HT-TI showed the improvement of left ventricular function.

5) In HT-I, two patients in subset H-Il and H-TIl were moved into subset H-I.

These results indicate that the majority of patients with a previous history of normotension
before acute myocardial infarction has depressed left ventricular function and nifedipine is more
effective in these patients than in patients with a previous history of hypertension.




