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ABSTRACT Objective: To investigate the influence of ulinastatin on the cerebral oxygen metabolism inflammatory factors and re-
nal function of patients with severe craniocerebral injury. Methods: 98 cases of SCCI patients were randomly divided into the control
group (n=49) and the observation group (n=49). The control group was given routine symptomatic treatment, while the observation group
was treated with ulinastatin on the basis of control group. The cerebral oxygen metabolism (SjvO,, Ca0O,, A-vDO, and CERO,), inflam-
matory factors (TNF-q, IL-6 and IL-10) and renal function (BUN and Cr) were compared between the two groups before and at 3 d, 7 d
after treatment. Results: No significant difference of SjvO,, CaO,, A-vDO,, CERO,, TNF-q, IL-6, IL-10, BUN and Cr levels between the
two groups before treatment (P>0.05). At 3d, 7d after treatment, the levels of SjvO,, CaO, and IL-10 in the observation group were signif-
icantly higher than those in the control group, the levels of A-vDO,, CERO,, TNF-q, IL-6, BUN and Cr were significantly lower than
those in the control group(P<0.05). Conclusion: Ulinastatin could effectively improve the cerebral oxygen metabolism and renal function,
relieve the inflammatory response in the treatment of SCCL
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Table 1 Changes of the cerebral oxygen metabolism related indexes before treatment and at 3 d, 7 d after treatment (xt s)

Groups n Time of therapy SjvOL(%) CaO,(mL/L) A-vDO,(mL/L) CEROy(%)
Before treatment 49.28+ 4.69 106.32+ 9.88 68.71% 9.58 44.62+ 5.94

Control group 49 At 3d after treatment 53.67+ 5.14* 117.27+ 10.32%* 45.53+ 8.82* 37.75+ 4.29*
At 7d after treatment 62.24+ 6.33*%4 127.76% 12.87*4 52.24% 6.69%4 40.86 4.11%4

Before treatment 50.14+ 4.84 105.98+ 9.36 67.99+ 10.27 45.07 7.14
Observation group 49 At 3d after treatment 61.18% 6.22** 138.84% 11.29* 40.19¢ 9.03** 34.12¢ 6.07*

At 7d after treatment

68.84+ 5204

155.78+ 12.29*%

4533+ 7.08*

36.98+ 5.12%4

Note:*¥P<0.05, compared with before treatment, “P<0.05, compared with control group,*P<0.05, compared with treatment at 3 d in the same group.
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Table 2 Comparison of the inflammatory factors levels of patients before treatment and at 3 d, 7 d after treatment (xt s)

Groups n Time of therapy TNF-a(ng/L) IL-6(ng/L) IL-10(ng/L)
Before treatment 71.58+ 17.19 84.21% 18.64+ 2.57

Control group 49 At 3d after treatment 92.01% 16.32* 12637+ 22.76+ 3.83*
At 7d after treatment 83.43+ 14.26*4 107.84% 29.06+ 4.62%4

Before treatment 72.19%+ 13.29 83.79+ 19.07+ 2.66

Observation group 49 At 3d after treatment 84.49+ 15.37** 109.94+ 18.83*" 25.84+ 4.25%*

At 7d after treatment

62.92+ 15.23*4

71.48+ 17.59*4

32.26% 5.76%

Note: ¥*P<0.05, compared with before treatment, “P<0.05, compared with control group,*P<0.05, compared with treatment at 3 d in the same group.
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Table 3 Comparison of the renal function of patients before treatment and at 3 d, 7 d after treatment (x* s)

Groups Time of therapy BUN(mmol/L) Cr(?mol/L)
Before treatment 7.63+ 3.14 135.71%+ 14.13
Control group At 3d after treatment 15.59+ 2.87* 198.83%+ 19.97*

Observation group

At 7d after treatment
Before treatment
At 3d after treatment

At 7d after treatment

12.29+ 3.06%*
7.72%+ 2.96
13.31+ 2.48*
6.87+ 3.12%%

177.52+ 16.69**
134.96+ 17.75

179.46 18.81*
156.64% 15.22%4

Note: *P<0.05, compared with before treatment, “P<0.05, compared with control group,*P<0.05, compared with treatment at 3 d in the same group.
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