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[ ABSTRACT] Aim To investigate the effect of hyperhomocysteinemia (Hhey) on serum high density lipoprotein
(HDL) and apolipoprotein A I (ApoA I ) in healthy people. Methods A total of 1980 normal healthy people was
recruited without hypertension, diabetes and other diseases.  According to whether the HHey, the subjects were divided
into two groups: HHey group and control group. Biochemical parameters such as fasting blood glucose, fasting insulin and
blood lipid were measured. ApoA I was measured and the homeostasis model assessment index of insulin resistance was
calculated. Results The level of serum high density lipoprotein cholesterol (HDLC) and ApoA I in HHcy group was
significantly lower than that in control group (1.16+0.25 mmol/L vs 1.27+0.31 mmol/L, 1.37+0.19 g/L vs 1.46+0.26
g/L, all P<0.01). Correlation analysis showed that after adjusting for age, body mass index and triglyceride levels, blood
homocysteine (Hey) level was significantly negatively correlated with HDLC and ApoA I (r=-0.10, r=-0.11, P<0.05).
Multiple regression analysis showed that the blood Hcy level was the independent influencing factor of blood ApoA I (B=
-0.067, P<0.05). Conclusions HHcy is associated with low HDL. HHcy may lead to atherosclerosis in healthy
people by decreasing the levels of HDL and ApoA I . Clinically, HHcy should be actively treated.

e [) Y 2 e 20 R 1L AE ( hyperhomocysteinemia, 1 [A) 22 BBt 2R (homocysteine , Hey ) 7K -3 i 5 2
HHey ) 20 VB 1 ST fE B R (HIE 4> Sl BKIASREAE AL B0 i A8 B B B AL H TS A+ 23

[WFsBAH] 2015-11-10 [fEEBH] 2015-12-12

[E€WMEB] EFKARFEIES (81270369,81070244 30770873 ) ; AL I i [ SR Bl 3 45 (7142060) ; H [ B PR 9 7 3L 4>
(YC2014-CYL)) ;b 5T T 5 0 5290 % A 42 ( 1300-1150170642 )

[MEE®A] N W, IR E W, WS 7 1a) oA [R) 28 2 e 22 e & h ks A B8 4L, E-mail 24 liujia0116@ 126.com, #]1E , #
+ AEBEET  WF5E 5 10 g BEAC S KB 5 EHEHT , E-mail & huyanjinnfm@ 126.com, J@IRIEH T, FAEE I, #0%, L0
GRS WF ST 1) R DR U IS R A8 S IR AR 5, E-mail 4 drwg6688@ 126.com,,



804

ISSN 1007-3949 Chin J Arterioscler, Vol 24, No 8,2016

HEHE, B EEREE A (high density lipoprotein, HDL)
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B & —Fh AT O i B R E AR
AR HDL IUAE-GL 45 92 TA A 2 o I A8 53 1) Ak S
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P 2B s 9250 o, Hey T30/ BUSF
FIERY ApoA T ik, HZFE AFE P, Il Hey /K F
Je 755 HDL 2 ApoA T /KSFASCAIA o064 . A
5T IEE HHey XS I HDL £ ApoA 1 7KF-
AU

1 W&5F*

1.1 HRMZ

I 2012 4 6 A E 2014 4 6 A w1 E
efg A A B, £ 1980 4, B S S HHHGRE
ik R B o AR AL b IE R B RO LB
R B ME AR REMRRAH M E
ki, B AS5H RN %L TR K%
he, A5 HHATLERNBEERERE
DA TR 4h K 15 W B9 8 i R OHE SR . HHey & U4
Hey>15 pmol/L , AR¥E R & %% HHey, T A 5 5
HHW AN HHey 4 M E A, KAFRM S5 # 3k
HRE,
1.2 BARFE

s HHmE R AR EN &
RAKEFFNE & & (m) FiR E (kg) , 1H 5 4K 46
# (body mass index, BMI) ,BMI =K & (kg)/ & &
(m)?, BER S #MM, T-70CHKE, ®ll =
fig i $% ( fasting blood glucose, FBG) \Hey | % i f& 5
Z (fasting insulin, FINS) i fg 48 #5 & H 4t & 4 b
%, TERISBEARE X R HUHE K
(homeostasis model assessment index of insulin resist-
ance, HOMA-IR ) , HOMA-IR = [ FBG ( mmol/L) xFINS
(mlU/L) ]/22.5',
1.3 GitZE5Hh

BLJF SPSS 17.0 Siit sk R A B Kk, EA S
Wt ERBAxzs kv, B H W = B
(triglyceride, TG ) . FINS % HOMA-IR % 3 iE & %
i QUM R ) QU D & e R i
HATMERER, TEFH R IFER R,
TR A X AT, A K M AT LA Pearson K
Spearman AH % 47 A1 % TG & F B H 247, R MU A
B, P<0.05 % 77 % FAH G L,

2 # R

2.1 —RBERELER

HHcy ZH F1XF B R 4R 0% M 51 BMIL, 0 46 s
(systolic blood pressure , SBP) & &7 5K F ( diastolic blood
pressure , DBP) Jr I C4L 272554 (P>0.05;3% 1) .
22 EMURREHERI LR

HHey 2H F1X) B8 2H 78 & IH [5 B5 ( total cholesterol ,
TC) K% B A5 8 FH JH [ B (low density lipoprotein
cholesterol, LDLC ) | #% I§ #& F1 B ( apolipoprotein B,
ApoB) .FBG FINS . HOMA-IR /K- [ ¥4 E 45 1124 %
5 (P>0.05) , HHey #411fl. TG 7K T XF B 4H ( P<
0.01), 1M w5 % FE g 45 1 I [# BE (high density
lipoprotein cholesterol , HDLC ) Fl ApoA T 7K~ &g A%
TXTHEAL (P<0.01;3 1),

% 1. HHcy A% X BB E I K HFE R R GHEIR
Table 1. Baseline characteristics of the HHcy and control groups

i H HHey 4 (n=443)  XFMRZH (n=1537)
TP () 54.59+11.93 53.80+13.58
B/ (f) 245/198 860/677
TR (kg/m?) 25.01+3.36 24.72+3.50
SBP ( mmHg) 123.40+12.14 122.96+12.64
DBP ( mmHg) 75.58+9.84 75.04£9.73
TC( mmol/L) 4.93+0.87 4.95+0.91
LDLC ( mmol/L) 2.93+0.71 2.87+0.73
HDLC ( mmol/L) 1.16+0.25° 1.27£0.31

TG ( mmol/L) 1.39(0.93,2.07)*  1.22(0.81,1.84)
ApoA I (g/L) 1.37+0.19° 1.46+0.26
ApoB(g/L) 0.91+0.21 0.89+0.20
FBG( mmol/L) 5.47+0.44 5.46+0.48
FINS(mIU/L) 11.49(8.45,16.90) 11.74(7.93,16.62)
HOMA-IR 2.79(2.02,4.12)  2.88(1.87,4.07)
Hey ((pmol/L) 26.50+13.79* 11.11+1.87

a k P<0.01, 5% IR b4

2.3 Hey 5 HDLC,ApoA I 9% 1%

A HT iR, Il Hey 51l HDLC  ApoALR: i 3%
A (HDLC: r = —0.20,95%CI = -0.25 ~ -0.15, P<
0.01; ApoAl:r=-0.17,95%CI=-0.23 ~-0.12, P<0.01 ;
B 1), I B G AR IE T4EEY BMI & TG J5 1)
SRAFAE (HDLC: r=-0.10, ApoAl:r=-0.11,3 P<
0.05) . 734h, 3 HrA SR, 1l Hey 5 TG LDLC
FEAEIEASE (TG :r=0.13,95%CI1=0.09~0.18, P<0.01 ;
LDLC:r=0.07,95%CI=0.02~0. 12, P<0.01) ,{H &%
FIAHOCHETEAL IE T 4RI BMI JETH 2,
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° r=—0.20, P<0.01
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Figure 1. Correlation between plasma Hcy level and the HDLC,
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FBG . FINS & HOMA-IR JC & % A ¢, 4K, 76
HHey 4, #1560 871 7%, 1l Hey 5 SBP . DBP 7K
AEAE W W IEAHE (SBP :r=0.12,95%CI=0.07~0.17,
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7E(SBP:r=0.09,DBP:r=0.10, % P<0.05) ,
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AR I HE AR O HE K 1

PEAEWS PRSI BMI TG . Hey & HOMA-IR #14)4
ARNETRE, 4558 B 7R, ML Hey /KSF /2 1ML ApoA 1 19
M7 K2 (B=-0.067,P<0.05) ,

34 i
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R4 ORBIFSE R I Hey 7KF-55 4d B A RE
1) HDLC & ApoA 1 /K-F-5 &3 fiAHIC, Ml Hey 42
ApoA I ST s R 7, iR 45 R 7% , HHey 1]
S E A A AT HDLC A ApoA T IfUAE , 111
Hey XFT ApoA T ik K& M Hl/E I AT a2 5
T HHey AR KoRARERE 1k Ko 145 50 1 % A
KRR,

SZ  HHey 5fg AR A HE A% HDL I 5E A
K, MU Lol RES Hey I IFAE ApoA T A 0H %,
HHey 7] G 11 F& A% HDL & ApoA 1 KEm9#LH, S
Ffd e AT &AL o ok RE AR AL, B8 FE I R - R i
FAfE R ARER Hey K7, JFBUIAYT HHey, LU
R Z W IR AR 25
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