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[Abstract] Objective To observe the incidence of postoperative acute kidney injury in hyper-
tensive intracerebral hemorrhage patients through case-control study, and to analyze the related risk
factors. Methods A total of 211 hypertensive intracerebral hemorrhage patients who received opera-
tion from November 1st, 2014 to February 28th, 2017, 139 males and 72 females, aged 28 - 86
years, were retrospectively analyzed. According to the fact whether postoperative acute kidney injury
happend. these patients were divided into acute kidney injury group (AKID) and non-acute kidney inju-
ry group (nAKD . and the incidence of postoperative acute kidney injury, the postoperative 30-day all-
cause mortality, the postoperative 30-day glasgow outcome score, length of ICU stay, hospital stay
and hospital cost were calculated. Logistic regression analysis was used to analyze the risk factors of
postoperative acute kidney injury. Results The incidence of postoperative AKI was 18% (38/211).
Compared with the non-AKI group, the 7-day all-cause mortality was higher in the AKI group (P <
0.01), the 30-day all-cause mortality was also higher (P < 0.01), the postoperative 30-day GOS
was decreased (P < 0.01), thus the length of ICU stay was prolonged (P <Z 0. 01). There was no
statistically significant difference in the length of hospital stay and the hospital cost between the two
groups. Logistic multivariate regression analysis showed that the intraoperative blood transfusion (OR
= 13.98, 95% CI 4.23 - 46.17, P << 0.01) and use of mannitol (OR = 3.55, 95% CI 1.60 -
7.89, P < 0.01) were the independent risk factors for postoperative acute kidney injury in hyperten-
sive intracerebral hemorrhage patients. Conclusion The incidence of postoperative acute kidney injury
in hypertensive intracerebral hemorrhage patients is 18%. Intraoperative blood transfusion and the use
of mannitol may be the independent risk factors for postoperative acute kidney injury in hypertensive
intracerebral hemorrhage patients. Thus, both the postoperative 7-day and 30-day all-cause mortality
rate are significantly higher in the AKI patients.
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