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[Abstract] Objective To clarify whether there is any difference in the improvement of cognition
function between diabetic patients and non-diabetic patients after receiving percutaneous carotid artery stenting
(CAS) for severe carotid artery stenosis, and to investigate the relationship between the improvement of
cognition function and serum S-100 B protein level. Methods A total of 128 consecutive patients with severe
internal carotid artery stenosis were randomly collected for this study. The patients were divided into diabetic
group (n=52) and non-diabetic group (n=76). No significant differences in preoperative clinical conditions and
cognition function existed between the two groups. The serum S-100 B protein levels, and the scores of mini
mental state examination (MMSE), Montreat cognitive assessment scale (MoCA), Alzheimer assessment scale
cognitive table (ADAS-Cog) as well as clock drawing test (CDT) were determined before and 3 months
after CAS, and the results were compared between the two groups. Results In non-diabetic group, the

postoperative serum S-100 B protein level was (0.10+0.04) ng/ml, which was significantly lower than the
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preoperative level of (0.11+£0.04) ng/ml (P=0.000). Three months after CAS, significant improvements in MMSE
(24.842.2 vs 25.2+2.1, P=0.003), MoCA (25.6£2.0 vs 26.1x1.9, P=0.000), ADAS-Cog (6.5£1.3 vs 6.1x1.3,
P=0.000) and CDT (3.3+0.7 vs 3.5£0.7, P=0.034) were achieved. In diabetic group, after CAS the serum
S-100 B protein level, MMSE, MoCA, ADAS-Cog and CDT scores showed no significant changes when
compared with the preoperative data (P=0.159). The reduction degree of S-100 B protein bore a parallel
relationship with the increasing of MMSE (r=0.38, P<0.01) and MoCA (r=0.39, P<0.01) scores, as well as
with the decreasing of ADAS-Cog (r=0.19, P<0.05) scores. Conclusion The recovery of cognitive function
in patients with carotid stenosis complicated by cognitive impairment after CAS has individual differences; the
improvement degree of cognitive function is correlated with the reduction of serum S-100 B protein level. In
diabetic patients with carotid stenosis, the cognitive impairment is not significantly improved after CAS, and
the serum S-100 B protein level shows no obvious changes. The mechanisms of cognitive impairment may be

different in diabetic and non-diabetic patients, as simply improving ischemia can not improve cognitive

dysfunction in diabetic patients.(]J Intervent Radiol, 2015, 24. 653-657)
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