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# E. BE HITSHRAF A (high homocysteine, HHey ) *T 3k #4£48 4L (atherosclerosis, AS ) & 2 s Jig F= 9p
B g Re [E) B B AL 45 A5 B (lecithin cholesterol acyl transferase, LCAT ) #9% 0, Fik £ 2018 59 A ~2019 4 6 A4 i
H IR B R ALY 185 4] B HEAF AR AT R, I BH G H A HHey, &% HHey AAnsf B0, N E B A F pL AR
( homocysteine, Hey ) . f2fi§7K-F7F= LCAT & Z, 247 Hey KT 5 g K-F & LCAT JRE w94 kM, 58 HHey 443
B Rg % @ M2 B B (high density lipoprotein cholesterol, HDL-C ) . # 5% & A 1 (apolipoprotein A 1 , ApoA 1 ) K-F
ﬁu LACT % B 5K F B4, £ F#HAA%IT S5 (12318, 2.405, 2.484, ¥ P <0.05) ; HHcy 41 Hey KT %
EHTamm, 2R BEA%itFEL (11266, P <0.001) , Hey K-F15 HDL-C, ApoA I 7K-F4= LCAT &3 2 fi
#% (r=—0.197, P=0.008; r=— 0.212, P=0.006; r=— 0.221, P=0.005) . £5i& HHcy £ AS#)— AL b H &,
HHcy 7T #8383 4% ApoA 1, HDL #= LCAT K-F, % ®m©A1EME B @445 (reverse cholesterol transport, RCT )
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Abstract: Objective To investigate the effect of high homocysteine (HHcy) on blood lipid and lecithin cholesterol acyl
transferase (LCAT) in patients with atherosclerosis (AS). Methods 185 cases of patients with carotid artery AS plaque
diagnosed by neck doppler ultrasound in the department of neurology of Xi’an Central Hospital from September 2018 to June
2019 were selected as the research objects. According to the presence or absence of HHcy, the patients were divided into HHcy
group and control group. The levels of homocysteine (Hcy) and blood lipid and the concentration of LCAT were detected. The
correlations between the level of Hcy and the level of blood lipid and the concentration of LCAT were analyzed. Results The
levels of high density lipoprotein cholesterol (HDL-C) and apolipoprotein A I (ApoA I ) and the concentration of LACT in the
HHcy group were significantly lower than that in the control group,and the differences were statistically significant (/=2.318, 2.405,
2.484, all P < 0.05). The level of Hey was significantly higher than that in the control group, and the difference was statistically
significant (/=11.266, P < 0.001). The level of Hey was negatively correlated with the levels of HDL-C, ApoA 1 and the
concentration of LACT (r = — 0.197, P =0.008; r= — 0.212, P=0.006; r = — 0.221, P=0.005). Conclusion HHcy is an
independent risk factor for AS. HHcy may affect the function of ApoA I , HDL and LCAT in reverse cholesterol transport (RCT)
by reducing their levels, thereby promoting the occurrence and development of AS.
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fille JTAFER, BfE ARG AT A B = FIIR B 4548 i ek
5, AS RIRFEAE LT, HENFERAGES. &
[) 7 2 e 24 2 ( high homocysteine, HHey ) #IA K
S B KGRI REAE AR O 0 0L/ Y — Sk ST G P
F o (B2 HHey I id i 2 5 i g AR & AS
T 10 HARAIL R 18 A 0I5 2 . AR 938 o B
AS BE A Z R ( homocysteine, Hey ) 5 Mg
1B B35 i AL T s Pk 5 4% B 8 (lecithin cholesterol
acyl transferase, LCAT ) [ 2, 43T HHey X JH &
[ 5 [a] %% 32 (reverse cholesterol transport, RCT ) [
FEM

1 MRERAE

L1 ARt % ABFFEEEE 2018 4F 9 H ~2019 4F
6 H7EPG LTl IR B 2 INBH T 35 2235 )8
WA S KRR AL BRI 185 151 FR VR M IFSE
XE o AT EIHER S I . o,
JEEThREA 4 By B . W B RTEr
W25 (455 B GR4EAE R MARZEZY) ) .
M B S FEAE HHey ( B 2S 1M 3¢ Hey > 15
pmol/L) , ¥ BT x4 734 HHey 41 HD6 HRZ
AT A B B R

1.2 XA FeE Hey Wi & A s ik
YA A RA R ; BALEEE (total cholesterol,
TC) . =BEH M (Triglyceride, TG) . H&ENGE
HAH[E A (high density lipoprotein cholesterol, HDL-
C) . MR BEARHE I NHEEE (low density lipoprotein
cholesterol, LDL-C ) . #8fEH A I (apolipopro-
tein A I, ApoA I ) FiZkjEE 1 B (apolipoprotein
B, ApoB ) I i3 & W 7 At 5 A4 2 Ak Ak e Ay A

B Al LCAT iRl & A il R AR A
M &, Il ¥ Hey, TC, TG, HDL-C, LDL-C,
ApoA | FlI ApoB 7K -l 7 1 1] HITACHI 7600 4>
F 3524462 B A T LCAT v i I 5 17 4
MB-580 ZHJRERHR BT o
1.3 Zi%  Suit HHey ZHAIGREZ ARSI . AR AN
RFEFEH (body mass index, BMI ) , H:ft BMI= {4
i (kg)/ B (m)’. KA HHey 4 A% BEZH 143 6 i
ki 4ml FHEEEE T, BLOaEsImE, F— 80CH
fE45 Mo Hey K- Sk G R B ;. TC, TG,
HDL-C A1 LDL-C 7K -l 5 SR FH 28 k5 ApoA 1
F1 ApoB ZKF- i 7 SR FH G2 Lok e s LCAT #e il
AR JH ELISA 72, 7€ 450nm B A A LAY A {H,
T LCAT e o ™ a4 R e B 5 k1 745
1.4 %it5 b N SPSS 20.0 BTS¢
SN, TR BERSR YA £ b2 (x5 ) 1)
W R o THE TORE 4 0 18] 1) Hedse R B A S A
AR ¢ KRy, TR LB A FLECR T o K,
7S B A e AR ] Pearson A G20, P < 0.05
RZEFH G FRE L
2 &R
2.1 HHcy %8 Fm 3¢ BB 40 — fik 16 R A Fo A8 K 35 AR 09
Yo # UL 3 1, HHey 41 HDL-C, ApoA 1 7K ¥ FlI
LACT W8 B ME XTI, 2R HEASFE X
(122318, 2405, 2484, ¥JP < 005) ; HHcy 41 Hey
AR TR, 2R BAg R X (=11.266,
P < 0001) ., %4, HHcy 2H 4F #%, ¥ %, BMI,
TC, TG, LDL-C Fil ApoB /K5 X Ha 4l tbds, 225
WG L (0.006~1.709, 1P > 005) .

x1 HHcy 28033 BR4H — AR IR PR 23 HFNAE L HE AR A L B
| HHey 41 (n=53) STIR4 (n=132) 1t P
s (%) 5387+ 1131 5520+ 13.44 0.635 0.526
Wit (n) 31/22 0.006 0.940
BMI (kg/m’) 25.23+3.55 2479 +3.34 0.796 0427
TC (mmol/L,) 4.89+0.86 491093 0.135 0.893
TG (mmol/L) 146 +0.92 142091 0.269 0.788
HDL-C (mmol/L) 1.12+0.24 123031 2318 0.022
LDL~C (mmol/L) 2.94%0.78 2.89+0.76 0.402 0.688
ApoA T (gL) 133+0.17 142025 2.405 0.017
ApoB (g/L) 0.94+023 0.88+0.21 1709 0.089
Hey ( pwmol/L) 23.69+11.21 11.56 £3.37 11.266 < 0.001
LCAT (mg/L) 46.02£13.30 51.86 + 14.89 2484 0.014

22 Hey K-F 5 o fig K -F 09 48 Kb A AHOCHE
AT s, Hey ZKF-5 HDL-C Fl ApoA 1 7K~F-#
BEHMAHE (r=—0.197, P=0.008; r=— 0212,

P=0.006; #P <001). Hey K¥5TC, TG,
LDL-C il ApoB 7K V-3 JC it 2 A &M (r =0.071,
P=0.204; r=0.068, P=0.219; r=0.085, P=0.161;
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r=0.108, 2=0.112) .

2.3 Hey K-F15 LCAT iR EwyAR £ o4 HIEME
A3 M 7R, HCY /KF 5 LCAT ¥ B & M 56 (r
=-0.221, P=0.005) .

3 iTig

ASJE—F 55 i TR AT A G 4 B R
2R AHEHKnE. AS ol thZMILHN S, &
fE M P IR BT UORR T AT BE , TR U RERERR, 1
A e, BRI %E, SEEH S E Ak
Rl AURRUE RIS KA . s, B
P, B ETRINGE, SEERA:.

R (High density lipoprotein,HDL )
Al 3E 1 RCT i 42K A1 J8] 20 21 v i1 JIR (3] B 3 2% (]
T F 4G, R HDL HoAT H1 AS IE T, 1
HDL [fiL 5 %% A 0 & AS A9 % @ % P10 RCT
Wt ER, AFZIEEANESYS, HDL &
RCT i B st i, miHEREAEESS
JIg B %3 . RCT o A% 3= 25 40 45 H [ fs i o . 1R
fb. FERSREECAE, BARPLEI W R B HDL
WER/ N i e, FE IR LCAT BIALT, B45
4 ApoA 1 19Hi4: HDL & i BR# i b i e L5445
I B A EE L, A I T EEES ( cholesterol ester,
CE) , AEnlny CE AWk A HDL ki N &R, T2
Y K ERE HDL. HDL Y CE 75 B [ B ik 7
B H (cholesterol ester transfer protein, CETP ) i
YEHT, HR4GHEIR®E M. HDL HH#I4% A CE #
JEREBRE, 2RI B B T HE 44 . 7E RCT
iR, LCAT J2 & 2219 S #E i ; ApoA 1/ HDL
M EERR S A, X 4ERE HDL Z5F Aol e 2 &
SVER, idE LCAT Byis ) ),

Hey & —Fh i dE R A A MR, 2 ER
FRAC I AR TP B EE T R =W, R 2 WE R R,
HHcy A] 38 33 Z FhHL A/ S0 R =il . Ak
AN E SRE AL AS BT RN J2 9, AR gt
U HT AR 9T 45 R S s, HHey B RE @ i 52 0 fiig ot
FRIFN A T8 A A it e Do ) e ) AR 5T
#E— A 1T HHey S ma g SR8 9 LHI, HHey 2
E Al REE AL HH| RCT T3k AS Bt . ARoess
f 78, HHey 41 HDL-C, ApoA I 7KFHILACT ¥
B EMRTXTIRAL, AS 3% Hey /K5 HDL-C,
ApoA | /K-F-HI LCAT ¥R EEY £ ARG, #2755 HHey
Al Hem B ApoA T, HDL F1 LCAT 7K, 520
BATHE RCT e, S8k AS B AL e, A
SCHERHRIE, ApoA I 5{ LCAT 787452 1% £: 4| HDL
F A A BRI M ApoA T 7K S sk 20 23 A
LCAT 3% £, 50 HDL i 24 ", HHcy §% Wi HDL
Pt AS THRERIHLEI T REA Y. DR ApoA T /K5

QBEAIE LCAT 1% ; @il HDL ii#; @ HDL &
BAR S FE DR ) e W AL 0 2E . FR LRI L, HHey 7]
DL i Z R 2RI HDL ThfE, # RCT i F2,
12 3 AS 3 JE. {H & HHey @0 {a 5% 1 Apo A 1,
LCAT F1 HDL g BAARMLGA A ik — 2% o
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