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Abstract Objective: Traumatic brain injury is a common injury in neurosurgery, and the incidence of hy-
ponatremia is about 33%. The incidence of hyponatremia after traumatic brain injury was 33%. Hyponatremia is
one of the leading causes of disability and/or death in TBI patients. This study investigated the relationship be-
tween hyponatremia and different injury sites and types of TBI. Method: The TBI patients admitted to our hospi-
tal were retrospectively analyzed. The y” test was used to analyze the relationship between the occurrence of hy-
ponatremia and different injury sites/types of TBI, glasgow coma score(GCS), whether to undergo surgical treat-
ment, and the presence of brain edema/skull base fracture or not. Result: Of the 126 patients, 38(30.16%) de-
veloped hyponatremia and 88(69. 84 %) had normal serum sodium. Hyponatremia in TBI Patients was associated
with frontal injury(P =0. 027), diffuse axonal injury(P =0.02), combine with skull base fracture(P =0.025),
and combined brain edema(P = 0. 044), but not with temporal injury, occipital injury, surgery. or GCS score.
Conclusion: Statistical analysis shows that patients with TBI frontal injury, diffuse axonal injury, combined skull
base fracture, and combined brain edema are Prone to hyponatremia, while temporal injury., GCS score, and sur-
gery are not risk factors for hyponatremia.
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