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[Abstract] Objective To explore the risk factors of steroid diabetes mellitus (SDM) in patients with systemic lu-
pus erythematosus (SLE) and establish risk warning models. Methods A total of 168 inpatients with SLE in the rheu-
matology and immunology department of Hebei People’s Hospital from February 2021 to October 2023 were retrospective-
ly collected and separated into SDM group and non-SDM group according to the occurrence of SDM. The basic informa-
tion and SLE related data of the two groups were compared, and the statistically significant indicators in the above data
comparison were incorporated into binary Logistic regression analysis to screen out the risk factors of SLE combined with
SDM. The predictive value of SDM risk early warning model was analyzed by receiver operating characteristic (ROC)
curve. Results The incidence of SDM in SLE was 9.52%. Age, BMI, proportion of family history of hypertension, hy-
pertriglyceridemia, hypercholesterolemia. proportion of family history of DM, duration of SLE, and complement C3/C4
level in SDM group were significantly higher than those in non-SDM group (P<C0. 05), while the proportion of blood sys-

tem involvement and the proportion of anti-dsDNA were significantly lower (P<C0. 05). Multivariate Logistic regression

EETIE 2019 54 EFHAFH TR X (20190362)

WIS 1EE . 4 # , E-mail : linwei272@163. com

SIAAN B, G BN F. AARLRREEH LA EE AR L ERETRERBHE]]. B ESF,2025,37(11):1641-1645. DOI:
10. 3969/j. issn. 1672-3511. 2025. 11. 013



. 1642 - HERES 2025 F 11 A % 37 A% 114  Med ] West China,November 2025, Vol. 37.No. 11

analysis showed that older age and family history of DM were independent risk factors for SDM in SLE patients (P <<
0.05). A risk warning model for SDM was established based on age and family history of DM: Logit (P)=—4.026+
0. 062>Xage +1. 573X family history of DM, which predicted the occurrence of SDM with the AUC of 0. 845, the sensi-

tivity of 87.50% , and the specificity of 77. 63%. Conclusion

Older age and family history of DM are independent risk

factors of SDM in SLE patients. The predictive model constructed based on this model has good differentiation ability and

high sensitivity, but its calibration ability is poor.
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Table 1 Comparison of related data between SDM group and non-SDM group
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Table 2 The assignments of the independent variables
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Table 3 Logistic regression analysis of SDM occurrence in SLE patients
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Table 4  Prediction efficacy of age. DM family history and prediction
model probability on SDM
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