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Summary

In 11 patients with idiopathic hypertrophic subaortic stenosis (IHSS), phonocardiogram
(PCG), apexcardiogram (ACG), carotid pulse tracing (CPT) and ultrasoundcardiogram (UCG) were
analyzed before and after administration of isoproterenol (IP, 0.03 ug/kg/min), and after administration
of propranolol (Prop, 10 mg iv) during IP infusion. The results were as follows:

1) The most characteristic findings were apical systolic murmur and the fourth sound in PCG,
giant “a”’ wave, midsystolic dip and second systolic wave in ACG, sharp upstroke and bisferiens pulse
in CPT, while systolic anterior movement (SAM), and narrowing of the left ventricular outflow tract,
thickening of the interventricular septum and reduction of diastolic descent rate of anterior mitral
leaflet in UCG.

2) Four patients were found to have above-mentioned characteristic findings, 5 patients suspicious
findings of the disease, and the other 2 patients were difficult to diagnose by all or either 2 of PCG,
ACG and CPT. While 8 patients were found to have typical UCG findings and the other 3 patients
had suspectable UCG recording.
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3) In all suspectable patients, an infusion of IP revealed specific findings in all or either 2 of PCG,

ACG, CPT and UCG.

4) By administration of Prop under infusion of IP, PCG, ACG and CPT returned to control state

in all patients.

From these results, it is concluded that PCG, ACG and CPT was of less value of compared to UCG
as a diagnostic method in IHSS, but the analysis of all of PCG, ACG and CPT after IP infusion might be
of almost equivalent diagnostic value to UCG. In addition, IP infusion test is useful for the diagnosis
in the patients, whose UCG did not show typical SAM.
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Table 1. Cases and ECG and roentgenographic
finding
Age |Sexf CTR (%)IRhﬂhm SVL+RV5-6] ST, STTL|abnormatg] LV Angiography

I.KM| 36 | M| 55 |Sinus 45 avfl\}% avVL\V2 | 1¢c,RLL
1 avf

2.7.1 ] 54 [F| 54 |sinus | 46 v5-6] T avL| IC,RLL

Sinus I avL

3.K.5] 40 [m| 55 «-see) | 34 V6 | =) JIC,RLL

411 46 [m] 62 |sinus | 62 BEE| m ¢ gruy
11 avL

5.7.5| 28 | F| 57 |[Sinus 15 bviva-6 | (—) 1C
I v

6.F.Y | 51 |7 | 48 [Sinus | 54 Va-6 | avt 1C,RLL
I avlL

7.5.0 | 22 [m]| 43 |Sinus | 40 va-6 | (= 1C,RLL
1

8.7.1| 30 [F| 55 | af 60 bvivig| =) 1C.RLL

o.vs | 22 |m| 40 [sinus | @ T VL[ (= .
II| 10X

o.YT | 32 | M| 46 -fsinus | 27 ave va-6 | 1C,RLL

Lk | sa | e st fsinus| 32 [Py ] —@ [ic,ruL

1 C: inverted cone
RLL: radiolucent line
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Table 2. PCG findings in all cases
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Figure 1-a. ACG and CPT in IHSS under basal state, IP infusion and additional administration
of Prop.
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Figure 1-b. ACG and CPT in IHSS under basal state, IP infusion and additional administration of

Prop.
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Table 3. Findings in ACG and CPT under basal state, IP infusion and additional Prop

administration
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SSW : second systolic wave Rew™: rapid filling wave
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Lk x#aT 3L, IP &7 (a) PCG, ACG,
CPT 3% IHSS o ERIMATR 2736l 44,
(b) PCG & ACG, %7z PCG & CPT 0 2 %
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Figure 2. UCG at rest.
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Figure 3. UCG changes after administration of isoproterenol.

BT R, PCG _E o apical systolic murmur
L IV, ACG LizEX aj, midsystolic dip
L SSW, CPT L -cix sharp upstroke i X Ui
WA & &, o bisferiens pulse ¢th v, &5
iz UCG Evix SAM, LVOTD oje/ME, IVS
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ACG, CPT x v IHSS »giirah 3 4 o 44,

2615 6, PEEELLO2HTHB.

K #iz Frank & Brawnwald &1 3, EALERE
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BEEOBERMERZ ZTHLN L R oz,

— 54 —




THSS nFEHIARTRR

Table 4. Findings in UCG in all cases

* Amplit] “*por | A/E .I.VOTD ***tap | # SAM |## jvs|* ssc [** DSC B&
I
KM, 25 39 1.0 29 48 (+) 21 (+) (/] *?
2.
1 2 50 ? ? ? +) ? (+) ) +?
3
K.S 31.5 60 l.o 2 48 #2 19 ) (C] )
4,
| 16.5 60 0.73 2 21 7 17 ) ) (S
T.1.
5.
19 67 0.75 2 21 +? 15 () () )
T1.S.
6.
14 18.4 0.87 3l 2 +) 15 (-) ) )
F.Y.
75' 22.5 | 31 0.7 25| 28 +) 2 (=) ) )
..
8.
17 31 of ? ? (+) 25 ) +) ?
1.T.
9.
21 46.5 0.64| 165 19.5 (+) 12 ) (C] )
Y.S.
10.
2.5 32 0.84| 20 35 (+) 2 ) (+) -7
Y.T.
" 2l 10 | 078 2 ?7 | # ? ? =) ?
T.K.
;\mplit: amplitude ( mm ) #SAM: systolic anterior movement
°°DDR: diastolic descent rate (mm/sec) ##vs. interventricutar septum (mm )
" AIE: A-CIE-C *$5C. systolic septal contact of anterlor mitral leaflet

°***LVOTD: left ventricular outflow tract diameter(mm) ++ pgc

ccccc

LAD: left atrial diameter ( mm )

Table 5. Changes of the most specific findings
in phono-, mechano- and echocardiogram before
and after isoproterenol infusion

Basal Isoproterenof
(0.03m/kg/min)
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ACG e 3y by
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Rashic.
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