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Abstract: Objective  To explore the relationship between the expression of anticardiolipin antibody
(ACA) ,tissue inhibitor of metalloproteinases 1 (TIMP-1),25 hydroxyvitamin D [25(OH)D] and the severity
and prognosis of patients with acute cerebral infarct (ACI). Methods A total of 334 patients with ACI from
March 2015 to March 2018 were selected as the research subjects,60 healthy subjects were selected as control
group. The NIH Stroke Scale score was used to classify ACI patients as mild, moderate,and severe according
to their severity. The prognosis was analyzed according to the degree of neural function recovery. The relation-
ship between the levels of ACA, TIMP-1,25(OH)D and the severity and prognosis of ACI patients were ana-
lyzed. Results The serum levels of ACA and TIMP-1 in the ACI group at admission were significantly higher
than those in the control group.and the differences were statistically significant (P <C0. 05). The serum 25
(OH)D level in the ACI group was significantly lower than that in the control group,and the difference was
statistically significant (P <C0. 05). The levels of serum ACA and TIMP-1 in moderate and severe patients
were significantly higher than those in mild patients,and the level of serum ACA and TIMP-1 in severe pa-
tients were significantly higher than those in moderate patients,and the differences were statistically signifi-
cant (P<C0. 05). The serum 25(OH)D level in moderate and severe patients were significantly lower than that
in the mild patients and the serum 25(OH)D level in the severe patients was significantly higher than that in

the moderate patients, and the differences were statistically significant (P <C0. 05). There were significant
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differences in serum ACA,TIMP-1,25(OH)D levels in patients with different prognosis (P <C0. 05),the in-
crease of ACA and TIMP-1 was associated with poor prognosis (P<C0. 05),lower levels of 25(OH)D was as-
sociated with poor prognosis (P<C0. 05). Conclusion The serum levels of ACA and TIMP-1 increase and 25
(OH)D level decrease in ACI patients,and high levels of ACA, TIMP-1 and low level of 25(OH)D are associ-

ated with more severe disease and worse prognosis.
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