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Analysis of clinical efficacy of short—term intensive insulin therapy for patients with severe traumatic brain injury associated
with hyperglycemia after standard decompressive craniectomy
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[ Abstract] Objective To explore the effect of intensive insulin therapy after standard decompressive craniectomy on the patients
with severe traumatic brain injury (TBI) associated with hyperglycemia. Methods The standard decompressive craniectomies were
performed in 66 patients with severe TBI assocaited with hyperglycemia from January 2018 to December 2019. After the operation, these
66 patients were randomly divided into observation group and control group with 33 patients in each group. Both groups were given
insulin by continuous intravenous pumping for 1 week. The level of fasting blood glucose was controlled at 3.9~6.1 mmol/L in the
observation group and at 8~10 mmol/L in the control group. The islet f—cell function indexes [insulin sensitivity index (ISI), insulin
resistance index (HOMA~-IR)], serum inflammatory factors [C—reactive protein (CRP), interleukin —6 (IL-6), interleukin—8 (IL—8), tumor
necrosis factor—a (TNF-a)] and complications were compared between both groups before and 1 week the insulin treatment. Results The
levels of ISI, HOMA~-IR and serum CRP, IL-6, IL-8, and TNF-a in both groups were significantly improved 1 week after the insulin
treatment compared with before treatment (P<0.05). Moreover, The levels of ISI, HOMA-IR and serum CRP, IL-6, IL-8, and TNF-« in
the observation group was significantly better than those in the control group (P<0.05). The incidence of infection in the observation
group (21.21%, 7/33) was significantly lower than that (54.55%, 18/33) in the control group (P<0.05). Conclusion For severe TBI
associated with hyperglycemia, short—term postoperative insulin intensive treatment is helpful to the recovery of pancreatic islet function,

reducing the inflammatory response and incidence of infection.
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