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Value of sdLLDL-C level and its ratio to LDL-C in evaluating hemorrhagic transformation
after thrombolysis in patients with acute cerebral infarction”
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Abstract: Objective  To study the predictive value of small dense low-density lipoprotein cholesterol
(sdLDL-C) level and its ratio to low-density lipoprotein cholesterol (LDL-C) on hemorrhagic transformation
(HT) after thrombolysis in patients with acute cerebral infarction (ACD). Methods Three hundred and eight-
een patients with ACI who received intravenous thrombolysis in Huguosi hospital of traditional chinese medi-
cine from January 2021 to February 2022 were divided into HT group (n=51) and non HT group (n=267)
according to whether HT occurred after thrombolysis. The differences of general data and test indicators be-
tween the two groups were compared. The influencing factors and the predictive indicators of HT were. Re-
sults Systolic blood pressure, NIHSS score, sdLLDL-C, sdLDL-C/LDL-C and random blood glucose in HT
group were higher than those in non HT group,the difference was statistically significant (P <C0. 05). Logistic
regression analysis showed that NIHSS score,sd.LDL-C,sdLDL-C/LDL-C were the influencing factors of HT
after thrombolysis (P <C0. 05). ROC curve analysis showed that sdLDL-C, sdLDL-C/LDL-C had predictive
value for HT after thrombolysis. Conclusion The increase of sdLDL.-C,sdLDL-C/LDL-C relates with HT af-
ter thrombolysis in patients with ACI. The detection of sdLDL-C,sdLLDL.-C/LDL-C is expected to be indexes
to evaluate HT after thrombolysis in patients with ACI.
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