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Relationship of serum lipid with delayed cerebral ischemia following the aneurysmal subarachnoid hemorrhage
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[Abstract] Objective To explore the relationship between delayed cerebral ischemia (DCI) following the aneurysmal
subarachnoid hemorrhage (aSAH) and serum level of lipid. Methods The clinical data of 74 patients with aSAH treated from January,
2014 to December, 2015 were analyzed retrospectively, including sex, age, location of aneurysms, size of aneurysms, World Federation of
Neurosurgical Societies (WFNS) grade, modified Fisher grade, Hunt—Hess grade, treatment method, total and serum levels of triglyceride
(TG), total cholesterol, high density lipoprotein cholesterol, low density lipoprotein cholesterol, lipoprotein(a), apolipoprotein A and
apolipoprotein B. The relationship of the DCI with the above—mentioned factors was analyzed by single factor analysis and Logistic
regression. Results Of 65 patients receiving the determination of serum lipid, 20 (30.8%) suffered from DCI and 45 did not. The single
factor analysis showed that the serum level of TG was statistically higher and the percentage of the patients with modified Fisher grades
0, 1 and 2 was statistically lower in the patients with DCI than those in the patients without DCI (P<0.05). Logistic regression analysis
showed that high serum TG level and low modified Fisher grade were risk factors of DCI following the aSAH. Discussion It is suggested
that DCI easily occurred in the patients with high serum levels of TG and low modified Fisher grades following the aSAH.
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LDL-C <337  15/45(33.3%) 16/42(38.1%)
(mmol/L) =337  5/20(25.0%) 6/23(26.1%)
HDL-C  <1.04  9/33(27.3%) 8/32(25.0%)
(mmol/L) =1.04 11/32(34.4%) 14/33(42.4%)
Lp(a) <300  11/43(25.6%) 16/45(35.6%)
(mg/l) =300  9/20(45.0%) 6/18(33.3%)
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