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[ Abstract] Objective To investigate the relationship between the serum level of leptin and
carotid atherosclerosis(CAS) in patients with ischemic stroke. Methods 476 acute ischemic stroke
patients were divided into CAS group (n=322) and non-CAS group (n=154) according to carotid color
ultrasonographic findings. Patients in CAS group were further divided into mild CAS group (n=161),
moderate CAS group (n=114), severe CAS group (n=47) according to the severity of CAS, and into hard
plaque group (n=127), soft plaque group (n=65), mixed plaque group (n=130) according to the findings of
ultrasonography. Relation of serum level of leptin with severity of CAS and nature of plaque were
analyzed. Results The serum leptin level was significantly higher in CAS group than in non-CAS group
(P<0.05). Logistical regression analysis showed that elevated serum leptin level was an independent
predictor for CAS. The serum leptin level was significantly higher in moderate CAS group and severe CAS
than in mild CAS group (P<0.01). Spearman rank correlation analysis revealed that the severity of CAS
was positively related with the serum leptin level (=0.366, P<0.01). Conclusion Elevated serum leptin
level can predict the occurrence of CAS and assess its severity, but is not a reliable indicator for the
stability of carotid artery plaques.
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