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Over - feeding During Lactation Induced the Obesity and Atherosclerosis of Rats in Adolescence. Huang Xianmei,Zheng Xuyang, Yuan

Jingbo ,Li Xiaowei. Department of Pediatrics, Hangzhou First People's Hospital , Zhejiang 310006 , China
Abstract

Methods

Objective

To investigate the effect of over — feeding during lactation on obesity and atherosclerosis of SD male rats in

adolescence. At postnatal 3 days, male rats were randomly distributed among the mothers. The litter size was adjusted tol0
newborns to induce normo — feeding ( control) or to three rats to induce overfeeding (model). At postnatal 21 days,they were weaned and
normal fed. 60 days later, a group of 6 were randomly to beselected to observed body weight, length, epididymal and perirenal fat weight,
Lee's index, while animals in each group were measured for blood glucose, blood lipids,

Results

insulin and calculate insulin sensitivity index.

HE stain we observed the pathological changes of the abdominal aorta. The body weight, body fat ratio, Lee 's index, insulin

secretion and insulin sensitivity index in over — feeding group were significantly higher than the control group (P <0.05) at postnatal 21

eI H AU T 2R 24 T A R IR G BE ) I H (2007 B002)
Y BA7 :310006 AN T 55 — AR B Be LB

. 88 -



BEAERSE el 20124E5 7 4148 5

e B

days. However, the level of blood glucose showed no significant differences between the two groups (P >0.05). At 60 days after birth,

there was statistically significant increase in body weight, body fat ratio, Lee 's index, blood glucose, blood lipids, blood insulin and in-

sulin sensitivity index of over — feeding group than contronl group (P <0.05). At postnatal 60 days, the intima of the abdominal aortic in

over — feeding groups rats was obviously thickened with fibrosis. The atheromatous plaque, foam cells and scattered calcification were seen

at intimal — medial membrane of abdominal aortic and the smooth muscle cells of the vessels were increased and disordered in over — feed-

ing groups. Meanwhile, the smooth muscle cells nuclei were depth dye and the cell’s long axis was perpendicular to the elastic fibers. The

vessel wall was convex to the lumen. Conclusion Over — feeding during lactation can cause obesity of rats, and the obesity can still be

continued to adolescence after termination of over — feeding and induced the metabolic syndrome and atherosclerosis.
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Prevalence and Characteristics of Positional Sleep Apnea Among Patients with Obstructive Sleep Apnea Syndrome. Wei Yongli, Chen
Dandan, Su Met, Yin Min, Li Chong, Liu Hao. Department of Respirology, People's Hospital of Shenzhen, Guangdong 518020, China

Abstract Objective To investigate the prevalence of positional sleep apnea (PSA) among patients with obstructive sleep apnea
syndrom (OSAS) and some clinical characteristics of PSA. Methods The general prevalence of PSA among all OSAS patients and the
respective incidences of PSA in mild, moderate and severe OSAS patients were investigated among a total of 7879 OSAS patients undergo-
ing polysomnography (PSG) in sleep centers of author’s hospitals from January 2004 to December 2010. 203 PSA patients ( PSA group)
and 226 AHI - matched non — PSA patients with OSAS (non — PSA group) were selected and compared for their age, body mass index
(BMI) , neck and waist circumferences, PSG parameters and possible duration of OSAS history between two groups. Results The gener-
al prevalence of PSA in OSAS patients was 16.8% (1326/7879). PSA was seen in 942 of 2574 patients (34.2% ) with mild OSAS (5
< AHI<15), 322 of 2821 patients with moderate OSAS (15<AHI <30), and 62 of 2214 patients with severe OSAS (AHI=30). Com-
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