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Clinical significance of combined detection of homocysteine,

fibrinogen and D-dimer in the diagnosis of acute cerebral infarction
ZHONG Kewen,SUN Hua,ZHAO Yuhuan, LUO Huihua, YUAN Zhongqing, LIANG Lihua, LUO Dong
Author Affiliation : Department of Clinical Laboratory,Chancheng Branch ,Foshan First People’s Hospital,
Foshan , Guangdong 528061, China

Abstract: Objective To explore the clinical significance of combined detection of homocysteine (Hey) ,fibrinogen (FIB) and D-
dimer (D-D) in the diagnosis of patients with acute cerebral infarction.Methods 100 patients with acute cerebral infarction who

were admitted to Chancheng Hospital of Foshan First People’s Hospital from June 2017 to March 2019 were selected as the study
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group.They were divided into non-progressive group (n=59) and progress Group (n=41) according to the progress and evolution
of the disease.100 healthy people who were examined in the hospital during the same period were selected as the control group.The
difference of Hey, FIB and DD between the groups were compared.Results The Hey of the study group was (15.11+5.69) pwmol/
L,FIB was (5.39+1.15) g/L,DD was (2.63+1.29) mg/L, and the control group had Hey of (6.05+2.18) wmol/ L, FIB was (2.88+
0.57) g/L,DD was (0.28+0.14) mg/L.The levels of Hey, FIB and DD of the study group were significantly higher than those of the
control group (P <0.001).The Hey of the patients in the progression group was (21.60+7.05) wmol/L,FIB was (6.68+2.13) ¢/L,
DD was (5.01+1.42) mg/L,and the Hey of the non-progressive group was (12.53+3.44) pmol./L, FIB was (4.53+1.90) ¢/L., DD
was (1.85+1.17) mg/L.The levels of Hey, FIB and DD of the progression group were significantly higher than those of the non-pro-
gressive group (P <0.001).Conclusion Hcy,FIB,D-D are closely related to the occurrence and development of acute cerebral in-
farction. Combined detection can assist in judging the condition of patients with acute cerebral infarction, which is conducive to

timely diagnosis and treatment and improves prognosis of patients.

Key words: Brain infarction; Hyperhomocysteinemia;
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