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Cardiac structural changes in idiopathic hyperaldosteronism and treatment with spironolactone
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[Abstract] Objective To analyze the cardiac structural changes of patients with primary aldosteronism (PA), to observe
cardiac structural remodeling of idiopathic hyperaldosteronism (IHA) patients after treatment with spironolactone, and to
discuss the association of the remodeling with blood pressure and blood aldosterone levels. Methods A total of 172 PA patients
were taken as experimental group and 100 patients with essential hypertension (EH) served as control group. The clinical data
of patients in the two groups were collected. The general information, biochemical data, hormone levels and echocardiographic
parameters, including the aortic opening (AQO), left atrium diameter (LAd), diastolic left ventricular diameter (DVLd),
systolic left ventricular diameter (SVLd), interventricular spetal thickness (IVST). left ventricular posterior wall thickness
(LVPW), and left ventricular mass index(LVMI) were compared between the two groups. Thirty-eight patients with THA
were followed up, and changes of the above-mentioned echocardiographic parameters were observed. We also analyzed the
relationship between the parameters of cardiac structural remodeling with the blood pressure and plasma aldosterone levels.
Results The AO, LAd, DVLd, SVLd, IVST, LVPW, and LVMI in PA group were significantly increased compared with
those in EH group (P<C0. 01), and these parameters were positively correlated with the systolic pressure (P<C0. 05). The
cardiac hypertrophy parameters, such as IVST and LVMI, were significantly improved after treatment with spironolactone( P<C
0.01); and the cardiac volume parameters. such as AO, LAd, DVLd, and SVLd, had no noticeable changes. and were
correlated with plasma aldoterone level. Conclusion PA patients have a more severe cardiac remodeling compared with EH
patients, which has a closer relationship with systolic blood pressure. Treatment with spironolactone can ameliorate the cardiac
structural changes, especially the cardiac hypertrophy, in THA patients.
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0. 082 > 377 Ifil i [ i) 2 {8 — 7. 295,



ST AR AR R IR T IR 22 O L E A S IR TR R T * 699 -

x1 WABRERKEAN

Tab 1 Baseline characteristics of patients in two groups

(r*s)
. Female/male BMI Duration SBP DBP SUPIHE*
Group n Age(year) /n (ke » m—2) (year) JoamE ) mm aldosterone
/ g yes b g b/ S S )
PA 172 48. 4+ 82/90 23.7+ 8.2+ 150. 3+ 93.4+ 373. 84+
10.1 2.1 8.7 17. 6 12.6 339.0
50. 1+ 45/55 23.5+ 7.1+ 147. 8+ 91. 6+ 144. 4+
EH 100 13. 1 2.1 8.5 15.9 10. 2 88.2" *
right- Supine-PRA  UprightPRA  Urinary - Urinary
Group " aldosterone (ng»ml! (ng+ml' « aldosterone ARR ’ potassium
os/(ng * ho1) bty excretion(24 h) cp/(mmol « L)  excretion(24 h)
L b ! m/pg n/mmol
PA 172 401. 9+ 0.11+ 0.26+ 21.23+ 9 795.7+ 3.06+ 49,63+
318.8 0.21 0.35 16. 05 19 749.1 0.62 30. 27
EH 100 193. 1+ 1.47+ 2.90+ 8.15+ 85.5+ 3.68+ 41.32+
100.8* * 1.13** 1.39*~ 6.57"* 75.6%* 0.39" " 13.11

PA. Primary aldosteronism; EH: Essential hypertension; BMI: Body mass index; SBP. Systolic blood pressure; DBP: Diastolic blood

pressure; PRA: Plasma renin activity; ARR: Plasma aldosterone/rennin activity ratio. ** P<C0.01 vs PA group. 1 mmHg=0. 133 kPa
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Tab 2 Echocardiographic parameters of patients in two groups

[E==F))]
G ) AO LAd DVLd SVLd IVST LVPW LVEF LVM LVMI
roup n d/mm d/mm d/mm d/mm d/mm d/mm %) m/g (g+m?)
PA 172 33.9+ 37. 0% 49. 7+ 30. 8+ 10. 5+ 9.9+ 67.5+ 218. 6+ 130. 5+
3.1 4.6 3.6 3.7 1.3 1.2 5.3 52.5 28.4
EH 100 32.2+ 34. 1+ 47,4+ 29. 3+ 10. 2=+ 9.7+ 67.5+ 193.3+ 112. 1+
3.4"" 3.1 3.2 7 3.2%7 1.1%* 1.1~ 5.1 39.30" " 22.8% "

PA: Primary aldosteronism; EH: Essential hypertension; AQO; Aortic root inside diameter; ILAd; Left atrial diameter; DVLd: Diastolic left ventricular
diameter; SVLd: Systolic left ventricular diameter; IVST: Interventricular septal thickness; LVPW. Left ventricular posterior wall thickness; LVEF;

Left ventricular ejection fraction; LVM; Left ventricular mass; LVMI; Left ventricular mass index. ** P<Z0.01 vs PA group
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Tab 3 Echocardiographic parameters of patients in IHA group before and after follow-up

(n=38, x=+£5)
Group SBP DBP AO LAd DVLd SVLd
k p/mmHg p/mmHg d/mm d/mm d/mm d/mm

Baseline 151.0+41. 8 93.2425.7 34.3+3.1 37.54+4.5 49.643.8 31.3+3.7
Follow-up 136.7+26.9* 89.5+12.7 33.3+2.3 37.1+4.9 47.84+4. 4~ 30.4+3.5

| IVST LVPW 9 LVM LVMI

Group d/mm d/mm LVEF()%) m/g (gem ?)
Baseline 11.2+1.3 10.34+1.3 65.8+5.1 237.0460.5 137.7+36.2
Follow-up 10.3+1.7%~ 9.7+1.4" 68.3+4.0 199.6+48.8** 115.7+£28.6*

THA: Idiopathic hyperaldosteronism; SBP: Systolic blood pressure; DBP: Diastolic blood pressure; AO: Aortic root inside diameter; LAd:
Left atrial diameter; DVLd: Diastolic left ventricular diameter; SVLd: Systolic left ventricular diameter; IVST: Interventricular septal thick-
ness; LVPW. Left ventricular posterior wall thickness; LVEF. Left ventricular ejection fraction; LVM: Left ventricular mass; LVMI. Left

ventricular mass index. * P<C0.05, ** P<C0.01 vs baseline. 1 mmHg=0. 133 kPa
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YR R T T ] 4 A0 T K
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