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Abstract: Objective To explore the difference in efficacy and prognostic factors of hip fracture patients
with diabetes in different perioperative blood glucose control programs. Methods 120 elderly patients with hip
replacement and diabetes who underwent surgery from June 2016 to June 2017 were randomly divided into
control group and observation group,60 cases each. The control group was treated with an insulin pump and
the study group was treated with sitagliptin in combination with acarbose. The blood glucose levels of the two
groups were compared before and after treatment. The blood glucose compliance time,incision healing time,
hospitalization time,total insulin daily and adverse reactions were recorded. Serum inflammatory factors and
changes in Nesfatin-1 were measured and compared between the two groups. Logistic analysis was used to an-
alyze prognostic factors. Results After treatment,the blood glucose levels of the two groups were significant-
ly decreased,and fasting plasma glucose (FPG),2 hours postprandial plasma glucose (2 hPG) ,plasma glucose
before sleep (PG before sleep) ,mean blood glucose (MBG) , mean blood glucose fluctuation (MAGE) and gly-
cated hemoglobin in the observation group were significantly lower than those in the control group,and the
difference was statistically significant (P <C0. 001). The blood glucose compliance time, the time of incision

healing and hospitalization in the observation group were significantly shorter than those in the control group,
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and the difference was statistically significant (P<C0. 001). Both tumor necrosis factor-a (TNF-a) and Nesfa-
tin-1 levels were significantly improved after treatment,and the difference was statistically significant (P <<
0.001). After treatment,the serum TNF-a level in the observation group was significantly lower than that in
the control group and Nesfatin-1 was significantly higher than the control group,and the difference was statis-
tically significant (P<C0.001). The incidence of perioperative complications in the observation group was sig-
nificantly lower than that in the control group,and the difference was statistically significant (P <Z0. 05).
FPG,serum TNF-a and Nesfatin-1 were all risk factors for poor prognosis (P<C0. 05). Conclusion Sitagliptin

combined with acarbose can lower blood sugar more effectively,thereby reducing the body's inflammation lev-

el and promoting wound healing.
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