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The role of SPARCLI1 in atherosclerotic plaque formation
Cheng Xu', Chen Xinyan®, Chen Tingting’, Cheng Xiaowen’, Zhu huaqing®, Ge Shenglin'
(' Dept of Cardiovascular Surgery, >Dept of Clinical Laboratory, The First Affiliated Hospital of
Anhui Medical University, Hefei 230022 ; *Dept of Pathology, *Laboratory of Molecular Biology and
Dept of Biochemisiry, Anhui Medical University, Hefer 230032)

Abstract Objective To investigate the effect of cysteine-rich acidic secretory protein-like protein 1 (SPARCLI)
on atherosclerosis ( AS) plaque formation. Methods A case-control study design was used, 394 patients with con-
firmed AS were selected as the case group, and 394 healthy medical examiners matched for age and gender were se-
lected as the control group. The expression level of serum SPARCL1 was determined by enzyme-linked immunosor-

bent assay; immunohistochemistry was used to assess the expression level and localization of SPARCLI protein in
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CBD T 1 d J& Occludin 1 ZO-1 & [ /K -4 FE(P <
0.05)  HRE IR (L5 K 5 Western blot 25 HAHGT M, 5
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the AS plaque region, and the expression of SPARCLI protein was also detected in the neutrophils and monocytes of
peripheral blood of AS patients and normal controls; SPARCLI1 overexpressing and the recombinant adenoviral vec-
tors were constructed to inhibit SPARCLI1 overexpression and expression, and the effects of SPARCL1 on cell mi-
gration were observed in the cell scratch assay using mouse macrophage cells (J774A. 1) as target cells. Results
Serum SPARCLI levels in the AS patient group were lower than those in the healthy group (P <0.05); high
SPARCLI expression was detected in AS plaques and was mainly expressed in the cytoplasm of foamy cells;
SPARCLI expression levels in peripheral blood neutrophils and monocytes were lower than those in normal controls
in AS patients (P <0.05) ; recombinant SPARCLI1 overexpression and inhibition of expression of adenovirus was
successfully constructed; the cell migration rate was decreased in J774A. 1 cells that inhibited SPARCL1 expression
and increased in J774A. 1 cells that overexpressed SPARCL1 (P <0.05). Conclusion SPARCLI is highly ex-
pressed in foam cells at the site of AS lesions, which may result from compensatory recruitment of peripheral blood
monocytes and neutrophils, and SPARCLI may be involved as a protective factors for blood vessels in inhibiting the
development of AS plaques.
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