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Abstract Objective: To investigate the effects of ulinastatin and intermittent hemodialysis (THD) on urine insulin-like
growth factor binding protein 7 (IGFBP-7) and high mobility group proteins (HMGBI1) levels in patients with sepsis-induced
acute kidney injury (AKI). Methods; 128 patients with sepsis-induced AKI were randomly divided into two groups with 64
patients in each group. The control group received IHD treatment and the observation group received ulinastatin combined
with THD. APACHE II and Marshall scores, serum BUN, SCr, CysC, hs-CRP, TNF-a and IL-6 levels, and urinary IGFBP-
7 and HMGBI levels before and after treatment were compared between the two groups. Results: After treatment, the A-
PACHE II and Marshall scores decreased significantly in both groups, the serum levels of BUN, SCr and CysC, and hs-
CRP, TNF-a and IL-6, the levels of urinary IGFBP-7 and HMGB1 were lower in both groups, and those were significantly
lower in the observation group than in the control group (all P <0.05). Conclusion: Ulinastatin combined with [HD has sat-
isfactory curative effect on AKI induced by sepsis, protects renal function, reduces the level of inflammatory factors, and has
the effect of down-regulating urinary IGFBP-7 and HMGBI secretion.
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