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Effects of CRRT on RAAS of Patients with Septic Associated AKI
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[ Abstract] Objective: To explore the effects of continuous renal replacement therapy ( CRRT) on
rennin-angiotensin-aldosterone system ( RAAS) of patients with septic associated acute kidney injury
(AKI). Methods: 30 patients with septic associated AKI were randomly divided into control group
and CRRT group. The control group was treated with conventional therapy such as primary disease,
anti-infective, and fluid therapy while CRRT group was treated with CRRT besides conventional thera-
py. The serum levels of creatinine ( SCr), aldosterone ( ALD) and angiontensin I for the two groups
before treatment and 24 h after treatment. The plasma levels of rennin activity (PRA) were calculat-
ed. The acute physiology and chronic health evaluation ]I ( APACHE Il ) scores were compared be-
tween the two groups. Result: Before treatment there was no statistically significant difference in PRA |
Ang | , ALD, SCr and scores of APACHE I between control group and CRRT group (P >0.05).
24 h after treatment, PRA, Ang [ , ALD, SCr and scores of APACHE [l in CRRT group were signifi-
cant lower than their counterparts in control group (P <0.05). 24 h after treatment in CRRT group,
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PRA, Ang ], ALD, SCr, scores of APACHE Il were significantly lower than before treatment ( P <
0.05). 24 h after treatment in control group, SCr, Ang I , scores of APACHE Il were significantly

lower than before treatment (P <0.05) , but the other indexes were not significant lower than before

treatment (P <0.05). Conclusion: CRRT combined with conventional therapy treatment of septic as-
sociated AKI can decrease the levels of PRA, Ang [ , ALD, SCr and APACHE I[ score.
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Tab.1 SCr, PRA, Ang [, ALD and APACHE 1[I score in treatment group and control group
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