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ABSTRACT Objective: To research the clinical effects of ulinastatin in the treatment of sepsis induced acute renal injury and its
possible mechanisms. Methods: 114 cases of patients with sepsis induced acute kidney injury from 2014.02 ~ 2016.08 were selected and
randomly divided into the control group (n=57) and experimental group (n=57) according to the draw method, the control group was given
conventional treatment, while the experimental group was treated by ulinastatin based on the control group, the urine urinary injury
molecule-1(KIM-1), atrialnatriuretic peptide (ANP), cyscatin-c (CYS-C), interleukin 1, 6 (IL-1, IL-6), c-reactive protein (CRP), tumor
necrosis factor-a(TNF-a), nitric oxide (NO), endothelin 1 (ET-1), immunoglobulin A, G, M (IgA, IgG, 1gM) levels, APACHE- Il score
were compared between two groups before and after the treatment. Results: After treatmented, the urine of KIM-1, ANP, serum of
CYS-C, IL-1, IL-6, CRP, TNF-q, ET-1 levels and APACHE- II score of experimental group were significantly lower than those of the
control group (P<0.05). The serum NO, IgA, IgG, IgM levels of experimental group were significantly higher than those of the control
group (P<0.05). Conclusion: Ulinastatin could significantly relieve sepsis induced acute renal injury, which might be related to the inhi-
bition of inflammatory response, improvement of the renal blood flow and immune function.
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Table 1 Comparison of the levels of urine KIM-1, ANP and serum CYS-C levels between two groups before and after the treatment(xt s)

Groups Time KIM-1(mg/L) ANP(ng/L) CYS-C(mg/L)
Before treatment 5.16% 0.64 498.41% 71.10 8.53% 1.06
Control group(n=57)
After treatment 432+ 0.53° 337.50 42.96" 526 0.65°
Before treatment 5.23% 0.66 496.50% 62.05 8.79%+ 1.09
Experimental group(n=57)
After treatment 3.85+ 0.49* 301.28+ 37.61* 448+ 0.64™

Note: Compared with control group, ‘P<0.05; Compared with before treatment, "P<0.05.
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Table 2 Comparison of the serum levels of IL-1, IL-6, CRP and TNF-a between two groups before and after the treatment(x+ s)

Groups Time IL-1(ng/L) IL-6(ng/L) CRP(ng/L) TNF-a(ng/L)
Before treatment 43.17% 6.15 257.40+ 32.15 138.95+ 17.25 323.85% 40.36
Control group(n=57)
After treatment 13.11+ 1.63 217.60 27.10° 15.38% 1.91° 239.50% 29.87°
Before treatment 42.06% 5.25 255.43+ 31.89 136. 51+ 17.05 320.78+ 40.06
Experimental group(n=57)
After treatment 10.25+ 1.29° 172.58+ 21.54® 7.20+ 0.93® 203.65+ 25.26®

Note: Compared with control group “P<0.05; Compared with before treatment *P<0.05.
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Table 3 Comparison of the serum levels of NO and ET-1 between two groups before and after the treatment (xt s)

Groups Time NO(pmol/L) ET-1(ng/L)
Before treatment 19.47+ 2.39 7.68%+ 0.95
Control group(n=57)
After treatment 27.69+ 337" 5.23% 0.65°
Before treatment 18.60+ 2.32 7.44% 1.06
Experimental group(n=57)
After treatment 30.47+ 3.76® 427+ 0.60®

Note: Compared with control group *P<0.05; Compared with before treatment °P<0.05.
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Table 4 Comparison of the serum levels of IgA, IgG, IgM between two groups before and after the treatment (xt s)

Groups Time IgA(g/L) 1gG(g/L) IgM(g/L)
Before treatment 2.11+ 0.30 8.74+ 1.23 1.83+ 0.22
Control group(n=57)
After treatment 2.28+ 0.28° 10.25+ 1.28° 2.08+ 0.26°
Before treatment 2.10+ 0.26 8.85+ 1.10 1.80+ 0.23
Experimental group(n=57)
After treatment 2.49% 0.31® 1136 1.42® 2.74+ 0.39®

Note: Compared with control group ‘P<0.05; Compared with before treatment °P<0.05.
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Table 5 Comparison of the APACHE II score between two groups before
and after the treatment(x+ s)

APACHE I score

Groups Time )
(points)
Before treatment 23.56+ 2.87
Control group(n=57)
After treatment 18.95+ 2.25°
Experimental group Before treatment 22.87+ 3.14

(n=57) After treatment 16.80+ 2.29®

Note: Compared with control group “P<0.05; Compared with before

treatment "P<0.05.
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