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Relationship between serum 25-hydroxyvitamin D level and dyslipidemia

in elderly patients with primary hypertension
Zou Xiaofang,Yuan Liang, Wang Xiaoli
(Department of Geriatrics ,the First Affiliated Hospital of Jinzhou Medical University)
[ Abstract)Objective : To investigate the nutritional status of serum 25-hydroxyvitamin D[25(OH)D] in elderly patients with primary
hypertension,and to explore the relationship between 25(OH)D level and dyslipidemia. Methods : A total of 185 elderly patients with
primary hypertension were enrolled. The concentration of 25(0OH)D was measured , and general information, blood glucose , blood
lipids, and other data were collected. Patients were divided into four groups(Q1-Q4) according to the quartiles of their serum 25(OH)D
levels. The correlation between serum 25(OH)D level and blood lipid profiles was analyzed,and binary logistic regression analysis was
used to analyze the relevant influencing factors for dyslipidemia. Eighty patients with vitamin D deficiency and dyslipidemia were se—
lected (after signing informed consent) ,and were randomly divided into supplemented group and unsupplemented group. Both groups
took atorvastatin calcium oral tablets(20 mg per night) to lower lipids,and the supplemented group took additional vitamin D;(400 U
per day) based on lifestyle guidance. Serum 25(OH)D levels and blood lipids were measured again 3 months later. Results ; The pro—
portion of 25(OH)D deficiency cases in elderly patients with primary hypertension was as high as 70.3%. Compared with the Q4
(highest) group,the Q1(lowest) group had significantly increased triglyceride (TG) ,total cholesterol(TC),and low density lipoprotein
cholesterol (LDL-C) levels,a significantly reduced high density lipoprotein cholesterol (HDL-C) level,and a significantly increased
incidence of dyslipidemia. Correlation analysis showed that serum 25(OH)D was negatively correlated with TG, TC,LDL-C,and dys—
lipidemia and was positively correlated with HDL-C. After adjusting for the other influencing factors, logistic regression analysis found
that serum 25(OH)D was independently associated with the development of dyslipidemia. Serum 25(OH)D increased significantly
in the supplemented group after 3 months,and the improvement in blood lipid profiles in the supplemented group was significantly

better than that in the unsupplemented group. Conclusion ;Serum 25(OH)D deficiency is common in elderly patients with primary
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TG (mmol/L) 1.61 +0.37 1.52 +0.33 1.44 031 1.26 +0.36 8.536 0.000
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LDL-C (mmol/L) 3.44+0.86 3.090.78 2.94+0.63 3.000.73 3.994 0.009
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2.4 S fiEFE 09 AR K F e B F AT

18 FH 432K logistic A4 BT, L2 547 A5 MUAR 5 75 A
AR R 4 25(OH)D VRN ELE RIRE, 454 WoRRLEPE
i AR MR s DRI SR I S 7R BMILFBG (HbAlc
CRP FIE e 24 1 1 I 00 % R R )5, 25 (OH) D 1y [l H &
B —0.084 (95%C1=0.871~0.970, P=0.002) , 75~ 25 (OH)D
5 1M i S RO R S ARG, FLAY IR S ) A P R
(%3),
2.5 YeAFE D FIREITHRIT

THIAIFRT,2 L2 ML 25(0H)D K24 F G H#
E L (P>0.05), TR R AR I B A BN, A iS5t
eSS, RAN ALY 25(OH)D /K FEICH B84k #hFE2H 1L
1H 25(0H)D ACFHA T IR b F-, THAIT R, #hsudl
IM% 25(OH)D /KF-B i s AR AN, 22 R A G2 E 8 X
(P<0.05), 5% 4,
2.6 TGS A E dnfiE KT AL

THIAYTIG 2 4LEH 10 TG TC LDL-C % T Hii ] &
FFE, HDL-C BTG LT, U 53 e A 4 i
2GR L(P<0.05) , AR ITL AL, #hse 2l 1T
VG975, TG TC LDL-C R W] & HDL-C - ATEW & | i
JE S R ARG, 25 A GEi T2 R L (P<0.05) , L 5.,

(50 nmol/L) Mk =  ARHEX —FRifEHEN , 423k 50%~
80% M NAL FHEA R D SRZRA 1 TE XS [
BAE N R D KRG & B, TR A BT
e 2 D BRI 6.4% , 1 B = A HER R
69.2% , N & BIHER N 24.49% 7 AN 4R
J kP AR 25(OH)D P34 17.94 ng/ml,
HrhdiA R D JE 70 2 # L&k 90.8%, 7t &2 4 1X
1 9.2%, AWFFEH 25(0H)D K5 FARRFFE S,
— 3, WRCEAE AL R D K AR R R £ 0
THHY ., 5, AR R, kA i 2R D 1)
VRIS ok, BAE ABA 4R ZE D YA
7751 K A B VI N R G T i Py | BT A
WX EA= 2R D WOk ; BeAh , AR TR sl b |
= EAME SN, B k332 FHOC IR A 2 5 O H % IR
SHEE RN R, WA RS 5 e v %2
2 hh 2k B Bt (ultraviolet radiation b, UVB) 48 & = 48
b XS I AT R EAR N GEA 2R D KIS,
IEAERATSE AL, 25(OH)D KR 1254 5 A ik
WU RSB A A0 , AR Z R4 804
Yo 2 D ZARMFRS 4 E D B 2 5 2R A1
(IBETE AL AR PE DI RE S . 442 Dl



BERERKZEFIR 2020 £5 45 55 4 H7 ( Journal of Chongqing Medical University 2020.Vol.45 No.4 ) — 559 —
&3 BHAIZHZ logistic B35 47 Mg 7 FEHXHME =
5SS B SE Wald x OR P 95%CI
25(0H)D -0.084 0.028 9.283 0.919 0.002 0.871~0.970
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TG WEZ F#AIK, Karhapa 2507X] 25 22 v 47 55 P A AfF
% &P, I 25 (0OH)D 5 TC LDL-C TG & i1
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