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[ Abstract] Objective To study the changes of serum superoxide dismutase activity in elderly patients with
damp-heat syndrome of osteoarthritis and the relationship with immune inflammation and other indicators. Methods
The clinical data of hospitalized patients with osteoarthritis were collected. Syndrome differentiation of traditional Chinese
medicine belongs to syndrome dampness-heat blocking collateral. We have analyzed the changes of superoxide dis-
mutase ,and correlation with age, disease duration and immunological inflammation and other laboratory indicators. The
relationship between SOD and immune inflammation was analyzed by SPSS Clementine 12. 0 software Aprior module. Re-
sults (1) In 1904 patients with damp-heat syndrome ,there were 1155 cases of middle-aged and young patients group
and 789 cases of elderly patients group. There were 484 cases (61.3% ) in the elderly patients group and 312 cases
(27.9% ) in the middle-aged and young patients group. (2) The chi-square test showed that the descending rate of
SOD in the elderly group was higher than that in the middle-aged group (P <0.01). The rising rates of ESR, hs-CRP,
IgG and IgM in the elderly group were higher than those in the middle ( P <0.05 or P <0.01). (3) Correlation analysis
showed that there was a negative correlation between SOD and ESR,hs-CRP, TG, Apo-B, Complement C4,and IgG was
positively correlated (P <0.05). (4) Logistic regression analysis showed that ESR,hs-CRP,IGG and HDL-C were the
risk factors of SOD in elderly group. (5) The association rules showed that the correlation between SOD and ESR, hs-
CRP,IgG and IgM in elderly group was higher than that in middle-aged and young group. Conclusion Decreased ex-
pression of serum SOD in elderly patients with OA may be involved in the pathogenesis.
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