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[ Abstract ] Objective” . To' investigate the predictive value of serum receptor— interacting protein kinase 3 (RIPK3),
annexin A1 (ANXA1) and uric acid (UA) for the progression of microalbuminuria to macroalbuminuria in patients with type 2
diabetes mellitus (T2DM).” Methods A total of 128 T2DM patients complicated with microalbuminuria who were repeatedly
admitted to the First/Affiliated Hospital of Hebei North University due to poor blood glucose control from January 2022 to
December 2024 wefe selected as the research subjects. Data of the first admission were taken as the baseline data, while
those of the second admission were taken as the follow—up data. According to whether their microalbuminuria progressed to
macroalbuminuria, patients were divided into the progression group with 38 cases and the non-progression group with 90
cases. Clinical characteristics at baseline [including the duration of diabetes, hypertension, fasting blood glucose (FBG), UA
levels,sand the use of metformin, glucagon-like peptide—1 receptor agonist (GLP-1RA), and sodium-glucose cotransporter 2
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inhibitors (SGLT2i)], as well as serum levels of RIPK3 and ANXA1, were compared between the two groups. Multivariable
logistic regression analysis was performed to identify the influencing factors for the progression from microalbuminuria to
macroalbuminuria in patients with T2DM. ROC curves were plotted to calculate the AUC, evaluating the predictive performance
Results  The
duration of diabetes, the proportion of hypertension, and the levels of FBG, UA, and RIPK3 in the progression group were all

of baseline serum RIPK3, ANXA1, and UA levels, either individually or in combination, for this progression.

higher than those in the non-progression group, while the usage proportions of metformin, SGLT2i, and GLP-1RA, as well as
the level of ANXAT in the progression group were all lower than those in the non—progression group, and the differences were
statistically significant (all P<0.05). Elevated serum UA and RIPK3 were independent risk factors for albuminuria progression
(all P<0.05), whereas the use of metformin, GLP-1RA, SGLT2i and elevated ANXA1 level were independent protective factors
(all P<0.05). Baseline serum RIPK3, ANXA1 and UA had independent predictive value for the progression of microalbuminuria
to macroalbuminuria. The AUC of the combined prediction model was higher than that for any single indicator, including UA,
RIPK3 and ANXA1 (all P<0.05).
are related to the progression from microalbuminuria to macroalbuminuria in patients with T2DM. The combined detection of

Conclusion The elevated levels of serum UA and RIPK3 and the decreased level of ANXA1

serum UA, RIPK3 and ANXA1 has predictive value for the albuminuria progression of T2DM patients.
[ Key words ] Diabetic kidney disease; Albuminuria; Receptor—interacting protein kinase 3; Annexin A1; Prediction
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