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The relationship of the serum levels of homocysteine and oxidized low density lipoprotein with acute
cerebral infarction
CHENG Hui —fang, ZHANG Min —jun. Department of Clinical Laboratory, Geriatric Hospital of Changde,
Changde 415000, China

[Abstract] Objective To investigate the correlation of the levels of serum homocysteine (HCY), oxi-
dized low density lipoprotein(OX—-LDL) with acute cerebral infarction(ACI). Methods 175 cases of ACI pa-
tients and 100 cases of healty controls were selected. The ACI group were divided into small infarction group(35
cases), middle infarction group (54 cases) and big infarction group (86 cases) according to the diameter of cere-
bral infarction lesion. The serum level of HCY was detected by enzyme circulation method and OX-LDL was
measured by enzyme-linked immunosorbent assay. Results The detection rate of smoking, hypertesion, hy-
perlipemia and diabetes mellitus among ACI groups were all higher than in control group and the differences all
had statistical significance(Pall< 0.01). The levels of HCY and OX-LDL among ACI groups were all higher than
in control group and the differences all had statistical significance(Pall< 0.01). There were all had statistical sig-
nificance in the difference of HCY and OX-LDL levels between each two ACI groups (Pall< 0.01). There was a
positive correlation between the levels of HCY and OX-LDL in ACI patients (r=0.901, P< 0.05), and the levels
of serum HCY, OX-LDL were closely associated with the degree of ACI. Conclusion The levels of HCY and
OX-LDL have a significant correlation with ACL
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FEMERE . EFPEFEANRROER . ZERH F#FEiT HCY ,0X-LDL 5 ACI R4 (R EHHEXHE,
KA 5 Z KR AETE ML (atherosclerosis, AS) FZEH  H ACI RIS HIANAT RIILBESEZHE,
P, SRR AR E IR SR 1 #HS5AHE
BRI R EERBILE B3R, iF 25K L1 %S ()X HEA 100 #], 45 67 4,
IR TR B AT A28 ACL FEA 4 33 ], £ S 35~80 X, EIE I (55¢10) %, H1k
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#1:175 B, 5B 120 #il, % 55 B, SF 4% 39~85 %, F3Y
AEW(59+16) % , IR BN FL 2009 4 1 A = 2010 4
SAHERMACIEE ., SIAGRE: ZHERR2h 4,
FIEBREZ CTSBEERBGRERE, BHEE
MERERT KA REELEHFS 1995 FLEHE
7 JeE G oL 5 5 2 AR 2 Ui S AR L HERR O IR B
Bk SR MERES R RE R EAR
FEEREER. HRRERARE 3 A RARE
HAMEAERE., ACI REEEALERS H/ME
Fe4l 35 i (FEFEAL /DT 15 mm) , PEEFEA 54 5 (8
FEAL 15~40 mm), KAEFA 86 B (FHSLALKTF 40
mm),

1.2 g XMEATEEYHERDL,ACIEE AR
24 h AR I, 2R S5 IE P 88 BK LA 3~5 ml, AR O
#4225 em,3000r/min B.(> 10 min 43 & M7, T-20
CHAHREE, HCY NMETESRE:, FH B A& Olympus
AU2700 £ 4L E , AR d TR ERA YR
HAERAGEM, OX-LDL HEIEZEYREE
BR 2> &1 4 7= 9 ELISA iR & TR, Fr A B 1™
R R R BT

13 ZiitZabm® KA SPSS 13.0 Git s 47K
A, THEHARNEERRAY R, HRETR
A xts o, 4110] HOBER P S 0R O 2 5047 o BIALIE]
H 4 43 #7 R FH Pearson #4347, LA P< 0.05
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21 BH—-MBEHMLE SHAEFR HEHHR
. RERHE—BEREERYELEHFHE (P
¥1>0.05) B S L5 LR | AR LAE K B BRI Y
BHEXARMERHEEHEEL P HESHH
51.6.47.7.385.4.8.91,P 1< 0.01) .18 ACI &£ 4[] %
FHYTLGHIHFBX(PH>005), FRIEEK 1,

22 ACI &4 554 HCY .OX-LDL & Ml 45 R i
B8 ACI#AHEMEF HCY OX-LDL S & 5%
BAREERYAELITEZEL(PH<0.01); £HFR
ARFR L, iMiE HCY & OX-LDL K2 BiF
BHAGIHH#E X (PH<001), K2,

#2 ACI £4 R H4 1M % HCY 0X-LDL
W5 B0 B (s )

anl - M #§ HCY 1 # OX-LDL

(pmol/L) (pg/L)
KEEFEA 86 21.7+3.85" 784.5+86.25%
FEA 54 18.5+4.0%* 653.6+63.5%
IMBFEH 35 16.0+2.74 474924574
bof:Ef 100 8.5:3.4 168.551.3
Fla 734.4 8998.0
P <001 <0.01

HCS XA, P<001" 5AER A e, P<001;" 5 &
FE4E HE,P< 0.01

23 ACI &% HCY 5 OX-LDL K FA XM nr
Pearson M X & R B ACI 2 F M HCY XK
5 0X-LDL K- F £ EH % (r=0.901,P<0.05),
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HCY REERAEBMEARRBMIBFIHNEE
=Y HCY KEF B EERGIE N K, RENE
PR A s fR A /MR R E e S TR
fERY, [EE HCY F & X 43 3 F R U4 21 B 41 75 g
FEEY X EME R, 5 FBULRHE RS, HCY &
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M .51 AS, H ik, HCY ABEmEm ACI WEARE
J& o IRlaT AR i B B R A BEE i B AR HCY #7K ¥, AT
AR M ERRM R ER,

ERBIR R XAERITREAERST, ¥
HCY K F AT EW M ERFA— MR EE
U, HCY ¥R E &I/ 5 pmol/L, & i & % 1 & % XUB
BRI 1.5 59, XA REREN,ACI £ ARME .,
5 I Fe T B ILAE B8 PRI B fE B B R A h R 3 |y
FXEA BHERYERITFE LB ACI Z4HE
ERBVERITEE L ACI FHEHE mE HCY 8
BTFXRA,ZERBERIT¥E L, BAE HCY A
B Mo BE SE AR 1 7 FE I R £, iX &5 Dhamija 259938
R BE HCY TRER I B R i — M AR E R
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Fif REER 4 s (8] FME  FAROE  ERA
a5 e % * (xts)  (xzs,kg/md)  n(%) n(%) n(%) n(%) n(%)
KEFRA 86 58 28 51£10 255524  52(60.4) 40(46.5) 54(62.7) 53(61.6)  34(39.5)
FREFEA 54 38 16 5318 256529  29(53.7) 22(40.7)  35(64.8) 32(59.2) 21(38.8)
INMEFEA 35 2% 11 59+11 258430  20(57.1)  15(428) 23(65.7) 22(628)  14(40.0)
X4 B4 100 67 33 55+13 253£26  39(39.0) 41(41.0) 19(19.0) 18(18.0) 5(5.0)
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