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% TC TG \LDL-C /K th i 22 R R 2 L (P >0.05) . I logistic [H1 YA 43 M 45 e B , #8
FHAK HDL-C MAE N PsA AR A S fE R (P <0.05) , £5i8  PsA B &4 MS (i
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RESTIRT PsA 1 &2,

[R@IA] WERXWR; MU RER; &% RE D HERE

[FESZES] R593.2 [XEFRIREE] A
Effects of metabolic factors on psoriatic arthritis Zhang Jintao, Dai Bingbing, Liu Chang.

Department of rheumatology , Dalian central hospital ,Dalian 116033, China

[ Abstract] Objective To explore the effects of metabolic factors on psoriatic arthritis ( PsA).
Methods Clinical data of 77 PsA patients ( PsA group) and 49 normal subjects ( control group) were
analyzed retrospectively, including gender, age, smoking, triglyceride ( TG ) , total cholesterol ( TC) , high-
density lipoprotein cholesterol ( HDL-C ) , low-density lipoprotein cholesterol ( LDL-C) , serum uric acid
(SUA) ,BMI and the combination of elevated blood glucose, hypertension and renal insufficiency. Binary
logistic regression analysis was used to evaluate the risk factors of PsA metabolism. Results  The
incidence of metabolic syndrome (MS) in PSA group (29/77,37. 7% ) was higher than that in normal
group(10/49,20.4% ) ,and the difference was significant (P < 0. 05). Proportions of patients combined
with hyperuricemia,low high-density lipoprotein cholesterolemia, overweight and SUA level, BMI in PsA
group were higher than those in control group,HDL-C level was lower than that in control group(P <0.05) ,
while proportions of patients combined with male, age = 60 years old, smoking, hypercholesterolemia,
hypertriglyceridemia, high low-density lipoprotein cholesterolemia, high blood pressure, elevated blood
glucose, renal insufficiency and age, TC,TG,LDL-C levels between the two groups were not significantly
different( P >0.05) . Binary logistic regression analysis showed that both overweight and low high-density
lipoprotein cholesterolemia were independent risk factors for PsA metabolism( P <0.05). Conclusion
PsA patients are more likely to develop MS. Overweight and low high-density lipoprotein cholesterolemia
may be independent risk factors for PsA metabolism. Appropriate weight control and metabolic factors may
prevent the occurrence of PsA.

[ Key words] Psoriatic arthritis; Metabolism; Uric acid; High density lipoprotein cholesterol
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