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Study on the Relationship between 1,25-Dihydroxyvitamin D3,
Soluble Low Density Lipoprotein Receptor Related Protein 1
and the SWI Imaging Features of Cerebral Microbleeds

LIU Yue, TANG Peng, HOU Chen,ZHANG Xin
(the Third Department of Neurology,Shaanxi Provincial People’ s Hospital, Xi’ an 710068, China)

Abstract: Objective The purpose of this study was to investigate the relationship between low density lipoprotein receptor
related protein 1 (sLRP1),1,25-dihydroxyvitamin D3 [25-C(OH); D3] of hemoglobin and cerebral microbleeds in patients.
Methods From January 2017 to May 2019,196 CMBs patients (152 males and 44 famales) and 99 normal control patients
(67 males and 32 famales) admitted to Shaanxi Provincial People’s Hospital were consecutively. Demographic data and med-
ical history were collected, plasma levels of 1,25-C(OH):D3 and sLRP1 were examined in both groups. The differences in
plasm levels of 1,25-COH);D3 and sLRP1 between the two groups were compared,and the correlation between eath test in-
dex and the number and location of CMBs diseases in the CMBs group was calculated. Results The plasma levels of 1,25-
(OH):D3 and sLLRP1 in the CMBs group were lower than those in the control group (23.32=+18. 91 mmol/L vs 39. 60+
18. 58 mmol/L;237. 96470. 62 ng/ml vs 312. 61+62. 78 ng/ml.respectively) ,and the differences were statistically signifi-
cant (+=7.07,—9. 24,all P<{0.01). Plasma sLLRP1 levels of CMBs patients were negatively correlated with the number of
CMBs lesions in the cerebral cortex (¥=0. 239, P=0. 001) , but not significantly correlated with the number of CMBs lesions
in the deep brain (t=—0. 096, P>>0. 05). Conclusion The levels of 1,25-C(OH),D3 and sLLRP1 in CMBs were lower than
those in normal control group. High levels of sSLRP1 may protect against the happens of CMBs in the cortex.
Keywords: cerebral microbleeds; soluble low density lipoprotein receptor related protein 1(sLRP1);1,25-dihydroxyvitamin
D3(25-(OH):.D3)
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