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Relationship between dyslipidemia and inflammation in systemic sclerosis
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Abstract: Objective To investigate the altered lipid in systemic sclerosis(SSc) ,and the relationship between the altered lipid
and inflammation. Methods A total of 58 SSc patients were recruited into SSc group,and 58 healthy persons were recruited into
control group from 2012 to 2014. Triglyceride (TG), total cholesterol (TC), low density lipoprotein-cholesterol (LDL-c) and high
density lipoprotein-cholesterol(HDL-c) , lipoprotein a[ LP(a) ], C-reactive protein(CRP)and erythrocyte sedimentation rate (ESR)
were assessed using standard techniques in all cases,antinuclear antibody(ANA) and anti-Scl-70 antibody were assessed only in SSc
patients. The levels of lipids between SSc patients and healthy controls, patients with antibody and patients without antibody were
compared by using ¢ test, corrections between lipid and inflammation were analyzed by Spearman’s correlation test. Results The
clinical manifestations of SSc were mostly Raynaud's phenomenon(91. 4 %) ,large area of black hard shin(87.9%) ,gastrointestinal
manifestations(75. 9%). The rates of an increased level of TG and decreased level of HDL-¢ were 29. 3% ,89. 7% respectively. The
level of TG in SSc was significant higher than in healthy controls(P=0.021) ,and the level of HDL-c in SSc was significant lower
than in healthy controls(P=0. 033). The levels of lipids in patients with ANA and anti-Scl-70 antibody had no significant difference
with the patients without ANA and anti-Scl-70 antibody (P>>0. 05). Spearman’s correlation test demonstrated that HDL-c level
correlated negatively with serum CRP (r= —0. 285, P=0. 039) and ESR (r=—0. 271, P=0. 043) in SSc. Conclusion Dyslipi-
demia is a common feature in SSc patients that are characterized by an increase in TG and a decrease in HDL-c,inflammation might
partly account for the changes.
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