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Effects of Surgical Treatment on the Blood Sugar Level of Severe OSAHS Patients with Type 2 Diabetes.
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Abstract Objective To explore the impacts of surgical treatment of obstructive sleep apnea hypopnea syndrome ( OSAHS) on the
level of blood glucose and glucose metabolism components for the severe OSAHS patients combined with 2 — type diabetes. Methods To-
tally 87 patients of severe OSAHS patients combined with type 2 diabetes underwent Z — palatoplasty (ZPP) & genioglossus advancement
with hyoid suspension( GAHM) surgery. The level changes of fasting blood glucose (FBG) , fasting insulin (FINS), glycated hemoglobin
(GHbA1lc), serum leptin (leptin) and insulin resistance index ( HOMA - IR) before and after surgery were detected and analyzed.

Results In postoperative PSG monitoring, AHI, LSa0,, sleep efficiency and ESS score were extremely different( P <0.01) compared

25
with that of the preoperative. In blood glucose detection, the changes of FBG, GHbAlc, leptin and HOMA - IR compared with that of the
intraoperative were significantly different( P <0.01). Comparing the effective group and ineffective group preoperatively, LSa0, , sleep ef-
ficiency and ESS score as PSG indicators were statistically significant( P <0.01). In blood glucose monitoring, FBG, GHbAlc and HO-
MA - IR were statistically significant( P <0.05). Conclusion (D Preoperative evaluation could play a certain role in the prognosis, and
is conducive to select operation opportunity. @) Actively improving preoperative PSG and blood sugar indicators could effectively improve
the success rate of surgery and efficacy. 3)Severe OSAHS patients combined with type 2 DE greatly benefited from ZPP & GAHM sur-

gery and it is one of the feasible surgical options.
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Clinical and Imaging Features of Congenital Tuberculosis. Wang Xiaorong, Xu Feirong, Huang Qiuli, et al. The First Hospital of Ning-
bo ,Zhejiang 315010, China

Abstract Objective To study the clinical and imaging features of congenital tuberculosis in infants. Methods The clinical and
imaging manifestations of 18 infants with congenital tuberculosis disease were retrospectively analyzed. There were 10 males and 8 females.

The age was ranged from 17 to 180 days with mean of 85.5 days. All babies were examined with chest X - ray film,and 16 patients under-
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