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Relationship between cerebral infarction combined with

type 2 diabetes mellitus and carotid atherosclerosis
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p

[ Abstract] Objective: To explore the relationship between cerebral infarction acompanied by type 2 diabetes mellitus and carotid
atherosclerosis. Methods : The intima-media thickness of the carotid artery, the area and quality of carotid plaque and the level of
stenosis of artery were measured in 37 cerebral infarction patients combined with type 2 diabetes mellitus using carotid artery
ultrasound. Results: Cerebral infarction combined with type 2 diabetes mellitus was obviously correlated with carotid atherosclerosis
plaques. Atherosclerosis plaques was found in 32 cases in the diabetes group,and only 19 cases in the contral group;and the plaques
rarely caused severe stenosis of carotid artery ( P < 0. 005). The infarction position was obviously homolateral to the carotid
atherosclerosis. As the time of diabetes meuitus prolonged,the appearance of carotid atherosclerosis plaques increased, which might be
related with blood glucose, blood lipids and fibrinogen (P <0. 05 — P <0. 001). Conclusions; Most patients with cerebral infarction
combined with type 2 diabetes mellitus had carotid atherosclerosis plaques. It is of clinical value to prevent cerebral vascular disease in
patients with diabetes mellitus and provide proper treatment for patients with cerebral infarction complicated with type 2 diabetes mellitus.
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Prevention and treatment of postoperative complications after

axial scalp flap extension in the treatment of large cicatrical alopecia
XU Jin, YANG Wei, YUAN Zhen-fen,ZHANG Xiang-zhou,LI Yong
( Department of Burn and Plastic Surgery ,The Third People’ s Hospital of Bengbu ,Anhui 233000 ,China)

[ Abstract] Objective:To explore a new method to repair large cicatricial alopecia and summarize the methods to reduce the common
complications. Methods; Nine patients with large area of cicatricial alopecia were treated by axial scalp flap expansion. Results; All the
9 patients were satisfied with the defect repair. None of important complications occurred. Conclusions: With careful plan and
meticulous strategies against to complications, axial scalp flap expansion is an ideal method for reconstruction of the large cicatricial

alopecia.
[ Key words] surgical flaps;cicatricial alopecia;surgery , plastic
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