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Effect of modified palatopharyngoplasty on coagulation function in OSAS patients”
HUANG Zhiqiang' , XIE Yuping®® , HE Qisheng"', HUI Peilin* ,\WANG Longhai'
(1. Dapartment of Neurology , Dazhou Municipal Hospital of Integrated Traditional Chinese and
Western Medicine , Dazhou,Sichuan 635000,China;2. Sleep Medical Center ,Gansu
Provincial People’s Hospital s Lanzhou,Gansu 730000 ,China)

[Abstract] Objective To explore the effect of modified palatopharyngoplasty on the coagulation func-
tion in the patients with obstructive sleep apnea syndrome (OSAS). Methods Fifty-eight inpatients with OS-
AS diagnosed by the polysomnography(PSG) and conforming to the operation indication in the Sleep Medical
Center of Gansu Provincial People's Hospital from August 2016 to February 2017 were collected as the experi-
mental group,and 50 persons undergoing the physical examination in this hospital,excluding OSAS, served as
the control group. The general data in the two groups were performed the statistics,including the sex,age,
BMI, hypertension, T2DM, smoking history, blood lipids, platelet count, etc. ,and PT, APTT, TT, INR, Fbg
and D-D before operation and at postoperative 3 months in the experimental group and control group. Results

BMI, hemoglobin, platelet count and apnea-hypopnea index (AHD) ,Fbg,D-D in the experimental group were
higher than those in the control group, while the mean oxygen saturation (SaQ,),PT and minimum (SaQ,)
were lower than those in the control group,the differences were statistically significant( P<C0. 05). The post-
operative BMI, hemoglobin, platelet count, AHI,Fbg and D-D of the experimental group were lower than those
before operation,while the mean SaO, , minimum SaQ, and PT were higher than those before operation, and
the differences were statistically significant (P<C 0. 05). Conclusion The high coagulation state may generally
exist in the patients with OSAS,and modified palatopharyngoplasty can reverse the hypercoagulable state by
improving OSAS anoxic state.

[Key words | obstructive sleep apnea hypopnea syndrome; modified palatopharyngoplasty; coagulation

function;blood coagulation disorders
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