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Changes of regulator T cells in patients with sepsis-induced acute

kidney injury and the relationship with renal repair
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Abstract Objective: To investigate the level of regulator T cells in peripheral blood of patients with sepsis-in-
duced acute kidney injury and the relationship with renal repair. Method: Patients with sepsis-induced acute kidney
injury admitted in Intensive Care Unit were enrolled. CD47 CD257 Foxp3™ regulator T cells were measured using
flow cytometry on the day of enrolled and Day 7, Day 14. All the patients are followed up for 28 days. Result: A
total of 28 patients with sepsis-induced acute kidney injury from Jan. 2017 to Aug. 2017 were enrolled in the study
and divided into recovery group (16 cases) and non-recovery group (12 cases) according to the renal function in
D28. Compared with non-recovery group, the recovery group had the lower APACHE 1I score(19.8+4.9 vs.
24.945.0, P<C0.05). The level of Treg cells in peripheral blood in recovery group was the same as the non-re-
covery group at the baseline, but significantly higher than those in the non-recovery group in D14(3. 89+1. 56 vs.
1.76£0.45, P<<0.05). Treg cells level in the recovery group gradually increased during the course of the dis-
ease, but remained low in the non-recovery group. Additionally, there were no statistical difference in between

Treg cells level and severity of acute kidney injury. Conclusion: Treg cells level was lower in patients with sepsis-
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induced acute kidney injury, but gradually increased in recovery group. No relevance was found between the Treg

cells level and the classification of acute kidney injury. The rapidly increase of Treg cells may predict the renal re-

pair of patients with sepsis-induced acute kidney injury.
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Clinical effect of medium-dose glucocorticoid therapy in traumatic optic

neuropathy patients of medial superciliary arch type and zygomatic type
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Abstract Objective: To observe the clinical effect of medium-dose glucocorticoid therapy in traumatic optic
neuropathy(TON) patients of medial superciliary arch type and zygomatic type. Method: A total of 83 TON pa-
tients who met the entry criteria at our hospital from February 2014 to October 2016 were enrolled in this study,
and divided into the treatment group and the control group. 39 cases of the treatment group were treated with me-
dium-dose corticosteroids(500 mg/d for 3 days, then 40 mg/d for 4 days), combined with neurotrophic drugs. 44
cases of the control group were treated with neurotrophic drugs for 7 days. Visual evoked potential(VEP) meas-
urement was carried out in all cases. We evaluated the therapeutic effect with single factor analysis and multiple
factors analysis. All patients were followed in Feberary 2019. Result: Single factor analysis revealed: group(P =
0.023), vision situation(P =0.001), VEP(P =0.001) and clinic time (P = 0. 044) had impacts on treatment
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