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[ ABSTRACT] Aim To investigate the serum levels of 25( OH) D and analyse its correlation with the severity of cor-
onary artery stenosis in patients with coronary heart disease. Methods 150 patients underwent coronary angiography,
all selected objects in general were recorded, including gender, age, history of hypertension and diabetes and so on.  Bio-
chemical parameters were measured by immune nephelometry dialysis, including fasting glucose, low density lipoprotein
cholesterol (LDLC), serum calcium (Ca’* ). The serum 25( OH) D levels were measured by high performance liquid
chromatography-tandem mass spectrometry in all patients. ~ They were divided into normal control group and coronary artery
lesion group according to the angiography results.  The coronary artery lesion group was divided into mild, moderate and
severe subgroups according to SYNTAX score. Results The serum 25( OH) D levels was 13.87 £7. 16 pg/L in pa-
tients with coronary heart disease and 21. 67 +7.38 wg/L in normal control group.  The serum 25( OH) D levels in pa-
tients with coronary artery lesion was lower than that of control group (P <0.05), and gradually decreased as the severity
of coronary artery lesions became more severe (P <0.05). In SYNTAX scores =33 group, SYNTAX scores 23 ~ 32
group and SYNTAX scores <22 group the serum 25( OH) D levels was significantly lower than that of normal control group
(P<0.05). With the increase of SYNTAX scores, the serum 25( OH) D levels decreased obviously( P <0.05). There
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was a negative correlation between the serum 25( OH) D levels and the coronary artery lesions(r = —0.328,P =0.019).
The levels of LDLC, blood sugar and serum calcium was 2. 90 +0. 98 mmol/L, 5. 85 + 1. 46 mmol/L, 2. 09 +0. 22 mmol/

L. Bivariate correlation analysis of 25( OH) D level with the age, LDLC, blood sugar and serum calcium revealed no ob-

vious correlation.

Conclusion The serum 25(OH) D levels decrease significantly in patients with coronary heart dis-

ease, and its level is closely related to the degree of coronary artery lesions.

TELAR B K ok A A AL OO IES ( coronary heart dis-
ease, CHD) J& 5 Ik 2l ik & A& 5l ik oy R A 4k ( As) 51
A IR A 78 B €, e O UL 36 I | 5k 40 B8 2R BE
- SFE O, 4e4ER D RSB AT Y, i
ANBIGHEI T SR D 258 E AL A, S
25-FR AL BEEVE AR i 25-F2 44 2 D[25(OH) D], 1E
FOR S IR R g T, 28 B 3l g /NS L B2 20 i 2 hr
RN o BRALEE R G VERITE L 1,25- 232448 D
[1,25(0H)2D], ENyddE4eA 2 D, H il br bt
Yt D KVl F LS 25 (0OH) D K14,
e, B Pk B A . AR A W oE &
YA R D AU ARG B AR 15 A0 58S A
SRR, 05 0 MRS S PRI I | A B g
PESIR SRR S UM S Ok £ 1 UE
P B A D B AT LA 045 RO LA 1 X
G — RTINS R D B RS S sh ko BT
POE Rt B4 2 D K5 IR 3 ko
ARG HME Z A YOG 2R i R P, ORI R SRR T
bR B ks 9 /B 3, W2 I E 25 (OH) D /K FIf
MG AR B R AR R I R

1 W&5FH%

1.1 f&GERE

#F 2014 5 AF 12 ANERFFATER
JikE %Wy B A 3R 150 B, B M 115 B, Lot 35 ], F
B 32~87 %, FH64.58+12.34 % RiEEPLER
AN B A BR A o R B o R A, R 2 B
RAARYE SYNTAX S A 4l F E AT E &
#4, SYNTAX 40 ~22 pthimE & X h BT
23 ~32 R EEXAFE, BT 33 2 0HEE
EXHEED HBRARE (1) Qi IVE B
BT LA AR ERER;(2)RER
AN IT (PCI) $5(3)4 A AR g 25 4
F.(4)3 ANEERELEED RAEH &,
1.2 FHik

WRHTANTEM LN — A E N, LA F
W oA EfERREREFHN, BEHFANKERE

HRZE,BRERATFEMIRA # ikt 5 mL, 5F
SRR v 25 (OH) D K A L3 4r, 25(0H) D
o I R R AR - R (LC-MS) 3%, B A B K Co-
base601 4 B 3 # 1k % & & 2 A1 SUA M fe 3 25
(OMD A F(EZEEZ KO ARAFARAE), #
B F B R A & WA B HAT, AR E XA
BB Rk, DLE A B AR B AR E B AUS400 4
B2 A I E L, R B0 kE B B Judkin® s %
A% % % % A 2% E GE Innova2100-1Q 42 5 Il 2 i1
Y A, A Seldinger R # K, & 85 3 ik B
BITAERR D RER
1.3 SitF4bE

K JFl SPSS17. 0 Bk AT i it 404, it E R BHE
xrs RN, AT ERNEEADA F £ 51,
AR LBRXA e, ZHRTELRXA F £
AN EEEZ W A KRB A A &K, P
<0.05 H ZRHGHITFE XL,

2 # R

2.1 RBAIGK. EWIBRE 25(0H)D k&

150 i 5B & 046 123 5k sl ko A8 3 (5%
FELH 74 ), R 37 9], EEEE AL 12 ) A 27 45l 5k
ARBIPKIE W (0 I H X5 B 20 eIk 3 ko A8 41 5 1F
OO B2 [P S) AF R e s PR BE R AR I [
(LDLC) | M BE A 55 K- 25 2 o E PR (3R 1) .

150 ) A ABE LT 25 (OH) D 7K-FH 4. 65 ~
35.99 pg/L, HHFEIKF 20,41 £7.38 pg/L,
LK 21, 98 +8. 24 pg/L, LT 25( OH) D
KV PER 255 (P =0.583) . 1F & % BEZH 1L 7
25(0H) D KK 21. 67 +7.38 pe/L, Ttk 5 ik
YA 13.87 £7. 16 pe/L, AL ] L8 2% FAH 4ot
SR (P<0.05), RS AE 4l SYNTAX 1T
O3 AR EE AL R R Al AN R AL, Hln i 25 (OH) D
K BT IE W XA, R A G FE L (P
<0.05), M LRI FHELIT¥ER (P <
0.05;% 1),



CN 43-1262/R W EBKAEL 245 2016 4557 24 B4

1 79

F 1. FAGRKMAELIERIER

Table 1. Comparison of clinical and biochemical parameters in each group

| no B/ (B AR ()RR () BERM S (6]) LDLC(mmol/L) Ifil45 (mmol/L) 25( OH) D( pg/L) 14 ( mmol/L)
EWAHRLAL 27 21/6  60.1429.48  7(25.9%)  4(14.8%)  2.92+1.02 2.16+0.18  21.67+7.38  4.89 +0.44
BREERTBYAL 74 57/17  61.05+8.27 21(28.4%) 11(14.9%)  2.85£0.92  2.22+0.23  15.06+8.18  5.97 +1.39
PEERAELL 37 28/9  60.72£11.31 9(24.3%) 5(13.5%) 3.13+1.27  2.14+0.20 11.72 £4.88  5.57 =1.68
EEREA 12 9/3  60.06+12.27 3(25.0%)  2(16.7%)  3.01£1.05 2.18+0.19  6.08+529  5.20+1.01
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Figure 1. Correlation between serum 25 ( OH) D level and
SYNTAX score(n =123)
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