Stroke and Nervous Diseases, Aug 2016, Vol. 23, No. 4

2PE A AL B B M D RE P 5 7E PON-1
1 ox-LDL 7K - AH e P 5%

Fiky  fTaRA &R

HE]1 B8 K2 RS S 078 XA #ERE-1 ( paraoxonase 1, PON-1) Fl 5 A BUL % B i 25 A
(oxidized low density lipoprotein,ox-LDL) 7K3-, 43 Hr 20 B # AE J8 35 #h 22 D BB B 5 1l 3 PON-1 il ox-LDL
ACPRIRRCE . Frik AR S DU 4 [0 005508 25 S0 TT A2 bR o, SRR AT B 251 0 2 PR iR AE J8 K 78
o] ARBRAESEXT BREH 52 5], XTI ELISA Y€ ox-LDL (L3 7K -, 5 FI £ B2 AR B v 22 1L 3 PON-1
K, A 2R BE (3 BEA T NIHSS 3730 Fil Glasgow S283F0r. SR SRR SERT I L4, it 5 i
BTEMN TR Glasgow BRRIT/r BIA Git# 5 3 AEfE R 1 B BA B2 2200, AR FE (8 3 ox-
LDL [ML3E 7K -2 5 25 T B2, PON-1 ML 3% 7K 45 1 250 T %0 BRAH . I A 58 3 NTHSS 9143 3 B &
ox-LDL IfiLi# /K- (38 & Mg . B PON-1 1035 KCF- A REAR 1S 75 . AR AL 8 % Glasgow 4343 BB &
ox-LDL IfiL i 7K~V f44% & M FE AR, B PON-1 ML /KPR s midl . 4538 76 UM AR AL 8 3% b s
PON-1 FiI ox-LDL 7KV FIH 2 DI RE SR IA & B VIR OCR . ox- LDL L K- 18 3 , 28 D R e A B o AH
S PON-1 1ML 35 7K FOA8ARS 4t 2 LIy R e o ol

[XEEAY 2R METigesit  XTEBE-1  SIARIUEEIREA
[HESES]Y R [#k#RiRAEY A [ZEHS]Y 1007-0478(2016)04-0250-05

[DOIY 10. 3969/j. issn. 1007-0478. 2016. 04. 009

Correlation analysis between neurological deficit and serum levels of PON-1 and ox-LDL in the patients of a-
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[Abstract] Objective To analyse the relationship between neurological dysfunction in acute cerebral in-
farction and serum levels of PON-1 and ox-ILDL,and evaluate the role of PON-1 and ox-I.LDL in the pathogene-
sis of acute cerebral infarction. Methods 78 cases of patients with acute cerebral infarction were collected ac-
cording to the fourth Chinese national diagnostic criteria of cerebrovascular diseases. The subjects were divided

into two groups:acute cerebral infarction group (78 cases) ,control group without acute cerebral infarction (52

cases ) . Ox - LDL was measured by enzyme linked immunosorbent assay ; phenyl acetate method is used to
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determine serum levels of PON-1,all of the patients with acute cerebral infarction tested by NIHSS score, Glas-

gow coma scale and CT and MRI diagnosis. Results There is no statistical significance in average age, gender

and Glasgow coma scale between control group and cerebral infarction one. It has significant difference on risk

factors and PON-1 and ox-ILDL levels. In patients with cerebral infarction NIHSS score increased with serum

levels of ox-LLDL while Glasgow score negatively correlated with serum levels of ox-ILDL. The PON-1 serum

level of cerebral infarction patients positively correlated with Glasgow score and negatively correlated with the

NIHSS score. Conclusion The serum PON-1 and ox-ILDL levels are closely related with neurological deficit in

the patients of acute cerebral infarction. Serum levels of PON-1 and ox-1LDL can indirectly reflect the acute cer-

ebral infarction neurological symptoms. The serum levels of PON-1 and ox-LLDL. may be used to evaluate diag-

nosis and treatment of acute cerebral infarction effectively.
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