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Table 1. Various heart diseases causing primary
or associated right heart failure

1. Heart diseases associated with anatomical or func-
tional lesions in the right-side of the heart
1) Pulmonary valve
a) Absence
b) Hypoplasia and dysplasia
c¢) Pulmonary atresia
d) Pulmonary stenosis
2) Tricuspid valve
a) Unguarded tricuspid valve
b) Hypoplasia and dysplasia
c¢) Tricuspid atresia (TA)
d) Tricuspid stenosis
e) Downward displacement (Ebstein’s disease)
3) Right ventricle
a) Myocardial disease
b) Hypoplastic right ventricle
c¢) Uhl’'s anomaly
d) Endocardial fibroelastosis, endocarditis
e) Dysfunction of papillary muscles
4) Pulmonary arteries and veins
a) Primary pulmonary hypertension
b) Persistent pulmonary hypertension of the
newborn (PPHN or PFC)
c) Peripheral pulmonary stenosis (PPS)
d) Total anomalous pulmonary venous drainage
(TAPVC)
e) Pulmonary venous obstruction (atresia, cor
triatriatum)

Pathophysiology and treatment of heart diseases with
right heart failure in childhood
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2. Heart diseases associated with anatomical anoma-
lies in the left-sided heart
a) Hypoplastic left heart syndrome (HPLH)
b) Coarctation of the aorta (Co. A.) and inter-
rupted aorta (Int. Ao)
3. Heart diseases associated with anatomical anoma
lies in great vessels
a) Complete transposition of the great arteries
b) Double outlet right ventricle
4. Post-operated
a) RV bypass operation
b) Residual pulmonic stenosis
c) Tricuspid or pulmonary insufficiency
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Table 2. Various heart diseases with primary or
associated right heart failure
( ) Total cases with CHF

HPLH 10(10)
Co. A. Int. Ao 8(9)
d-transposition of the great arteries (TGA) 7(8)
TAPVC 5(7)
PPS, critical PS 4(4
TA 4( 4)
Ventricular septal defect (VSD) 5(10)
PFC 4(4)
Endocardial cushion defect (ECD) 3(3)
Polysplenia syndrome 3(3)
Double outlet RV (DORYV) 2(2)
Patent ductus arteriosus (PDA) 2( 6)
Ebstein’s anomaly 1(1)
Aortic stenosis (AS) 1(1)
Supraventricular tachycardia (SVT) 1(1)
Miscellaneous 5(13)
Total 51(76)

Abbreviations: see Table 1.
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Table 3. Clinical symptoms of patients with

right heart failure

1. Elevated venous pressure

2. Systemic venous congestion

3. Enlarged liver<3.0~4.0cm (2 fb)
below the right costal margin
Peripheral edema, rapid weight gain

5. Ascites

Table 4. Various laboratory findings in patients

with right heart failure

Chest X-ray: Cardiomegaly common (RA, RV
enlargement, bulging of MPA)
Electrocardiogram: arrhythmias (SVT, WPW,
IRBBB, etc)
P pulmonale
Right ventricular hypertrophy (RVH)
Vectorcardiogram: RVH pattern
Echocardiogram: RA, RV enlargement
Increased excursion of TV
Reduced RV ejection fraction (RVEF)
Cardiac catheterization and angiography :
Increased RA pressure
RA, RV enlargement
Reduced RVEF (Normal: 0.6+0.1)
Increased RVEDV (Normal : 60~ 80 m//m?)

Abbreviations: see Table 1 & 2.

Table 5. Treatment of right heart failure

1. General treatment
1) Rest
2) Restriction of water and sodium intake
3) Inclined sitting position (cardiac chair)
4) Appropriate ambient oxygen concentration,
environmental temperature
2. Medical treatment
1) Digitalization
2) Diuretics
3) Catecholamine
4) Vasodilator
5) Correction of acid-base imbalance
3. Surgical treatment

F & H

1) AROBE, AULFLERTRERIZHEITDI
5.
2) RHPTLERECRBCESCALDRL MR W
A, FAIR o persistent pulmonary hypertension (PFC)
DY RAEHDR FLRARI-TRZIBZbDbEEN
5.
3) REFBEIHAER LREHMICLo L BEN.
4) B EpREOBEIBRUORBEALFRKRTH
B8, FEREL LTSRN REET s RE X £
AN

— 1058 —



SRFMFO FAM & 2 DB

EHESRGERE 5 —
FHEF PSR

= LA WF OB L 02 hic S < SARITATR
®iE, WERFBHROHBLIATHS. MENC=ZV LT
2 bhEa—FFTR & D ZRAFTHORE & R TR
L, Hihosic X sRENE L ik L. $icE
DHIEICES &, SARHERERRE LIk 2 R 0F
WA RET 3.

HiE: M £— FEBIUEBOT 2 Mk Ani
2y PSR MER L > TERFFEHEFMEL, B0
L EFETEOEEEZ AR L. P2 RAD
BEXY ETEE SRAAMEETHAL, FLLTH
FEE SRS RO X 21 ELTHE L
(Table 1). S EEHEEX SLH0 BENKRED FE,

Table 1
wHAEALVLD (0)::4
SzybelTRh3 D 1%
EREESIVRVERCHAZ D 14
HREXEOBELBATRAZ LD maE

HRELHDOMENDHHEELA TRII LD \p::4

W ORE R X 2ROl &I2)E U T Hhrinhbis
#(E L LT Kay OFHK) b3z TVSI (EHEZLHF
{ERRH) & HifT L7e.

BR: 1. ZRFPUFHOEHESN L LTIIAZE A
BELAOM DIV F TR MOz a—HFTRR Lo &
LERAT, WEETHLM TR -2 bhich
D, BXUM E£—FKLza—HT AB "¥—r (za
—BERLOERE~N ZSRFTa-2LEBH ETL
TebDOTR, TRUEE B 1I° UE) oWz
fe. WHHAE AT, 2HETBAROFEREH-THE
BN LD (1EE) THY, 5ERTHRR S »RTHIT
brPENLO (I ) T, 8RAiEA2IEEL L
(I11 ) o#iffisid ) ARLEBELET S LABR L

The evaluation and treatment of the tricuspid re-
gurgitation
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Hemodynamics in right heart failure
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Pathophysiology of right heart failuee
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