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Infection Analysis in Serve Lupus Patients Received High-Dose
of Glucocorticoid Therapy

SONG Jian — ling
(Dept. of Rehabilitation and Rheumatology, Baoshan People’s Hospital, Baoshan Yunnan 678000, China)

[ Abstract] Objective To explore the infection characteristics in SLE patients who received high—dose
glucocorticoid therapy. Methods The data of 145 SLE patients who received high—dose glucocorticoid treatment and
314 SLE patients who did not receive high—dose glucocorticoid treatment were analyzed retrospectively. The infection
rate, infection time, site of infection and pathogen species, age of patients, course of disease, consumption of
immunosuppressive agent and hormones, involved organs, leukocytes, hemoglobin, albumin, immunoglobin,
blood sedimentation and C reactive protein were compared between two groups. X2 test were used for statistical
analysis. Results (1) The infection rate in high—dose glucocorticoid treatment group was significantly higher than
that of non—-shock group (respectively 66.9%, 32.2%, P<0.01) .The rate of infection was high in Shock group
and non —shock group after half a year, there were no significant difference between the two groups (P >0.05) .
The infection rate of gram—negative bacilli, fungi and Cytomegalovirus in Shock group was higher than that of
non—shock group (P<0.05), the difference in Gram positive bacteria infection had no statistical significance (P>
0.05) .The main pathogenic bacteria was Gr amnegative bacteria.  (2) Multiple systems were involved in infection
caused by high—dose glucocorticoid treatment, in which the respiratory system, urinary system and skin mucosa
was the major involved system in infection of SLE patients, and respiratory system was the first. Conclusion
High—dose glucocorticoids therapy for serve lupus patients can significantly increase the risk of infection, so we must
strictly control condition and rationally use glucocorticoids.
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Tab. 1 Comparison of the infection time between shock group and non-shock group [n (%) ]
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Tab. 2 Comparison of the pathogenic bacteria between shock group and non-shock group [n (%) ]
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Tab. 3 Comparison of the pathogenic bacteria between shock group and non-shock group [n (%) ]
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