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Serum 25-Hydroxy Vitamin D Concentration is Positively Related to Left Ventricular

Hypertrophy in Obstructive Sleep Apnea-hypopnea Syndrome Patients
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[ ABSTRACT | Aim  To investigate whether increased plasma levels of serum 25-hydroxy vitamin D [25(OH) VD] are
associated with cardiac structural and functional abnormalities in obstructive sleep apnea-hypopnea syndrome ( OSAHS) pa-
tients. Methods We documented 337 consecutive patients with OSAHS.  Left ventricular hypertrophy (LVH) [ left
ventricular mass index (LVMI) =125 g/m’ in male, and LVMI=120 g/m’ in female] was determined by echocardiography.
The serum 25-hydroxy vitamin D concentration was measured by using enzyme-linked immunosorbent assay ( ELISA) meth-
od. Results The LVMI, prevalence rate of LVH and body mass index (BMI) were higher in the subjects with severe
OSAHS (apnoea-hypopnoea index=30/h, LVH 75% , n =226) than in those with mild to moderate OSAHS (LVH 40% , n
=111) (P <0.01), and serum 25(OH) VD levels were lower in the severe OSAHS groups.  Although the serum 25( OH)
VD level showed a negative correlation with BMI, the results of binary logistic regression analysis demonstrated that the quar-
tile value of 25( OH) VD was an independent significant variable for the identification of LVH (adjusted OR in quartile =
4.11, 95%ClI; 1. 15-12.70, P <0.01), even after adjusting for obesity and other risk factors. Conclusion Decreased
serum levels of 25(OH) VD do seem to reflect an increased likelihood of LVH in patients with severe OSAHS.
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F 1. BEHE OSAHS H5EE 0SAHS AELHZRHILLE
Table 1. Baseline characters of mild to moderate OSAHS
group and severe OSAHS group

BEJF OSAHS 41 HJ¥ OSAHS 4

7 H (n=111) (n=226) PR
EW (%) 41 £15 45 12 0.15
B4 () 85/26 176/50 0.36
WA L 5] 60% 58% 0.37
BMI(kg/m?) 25.6 £4.0 28.3+5.0 <0.01
AHI 19.3£7.1 56.5+22.0 <0.01
Wi K ( mmHg) 126 16 129 +16 0.07
#5K K (mmHg) 75 £12 76 +10 0.29
B [ B ( mmol /L) 5.2+0.9 5.3+0.9 0.62
“H it =1 (mmol/L) 1.6 £0.8 2.0+1.3 0.13
HDLC ( mmol/L) 3.2+0.7 3.2+0.7 0.76
LDLC ( mmol/L) 2.70 +0. 54 2.97£0.87  0.03
FPG (mmol/L) 5.0£1.0 5.4+1.4 0.02
i ULAT (umol/L) 61 +12 61 12 0. 88
25(OH) VD ( ng/L) 39.7 +19.8 36.6+15.8  0.014
LVMI( g/m?) 111.20 £11.27  131.17 £11.43 <0.01
LVH .l 43% 53% 0.01
G i 25 L 451 27% 34% 0.15
iR FH R 24 L 431 9% 12% 0.23
i FH 8 e 24 L 451 2% 4% 0.39
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Figure 1. Correlationship between AHI and LVMI, BMI, serum 25( OH) VD level
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Figure 2. Correlationship between serum 25( OH) VD level and LVMI, BMI
F2. MiE25(0H) VD iRESALEREL £FY Logistic EIFNH
Table 2. Logistic regression analysis of incidence of left ventricular hypertrophy and serum 25( OH) VD level
P RALIE BERY 1 A IE MR 2 4G IE MR 3 4G IE MR 4 A5 IE
o= OR(95% CI) OR(95% CI) OR(95% CI) OR(95% CI) OR(95% CI)
04 - - - - -
Q3 1.26(0.53 ~3.00) 1.54(0.62~3.80) 1.01(0.41~2.74) 1.08(0.37 ~3.11) 1.12(0.38 ~3.28)
Q2 2.26(0.97 ~5.27)  3.07(1.25~7.55) 1.31(0.52~3.33) 1.56(0.53~4.57) 1.59(0.54 ~4.67)

01 2.67(1.15~6.17)  3.37(1.40 ~8.12)

1.91(0.79 ~4.61)

1.58(0.52 ~4.82) 1.66(0.54 ~5.16)
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