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Abstract:Objective To explore the correlation between the characteristics of serum antinuclear antibod-
ies CANA) fluorescence model and the prognostic risk of chronic kidney disease in SLE patients. Methods A
total of 796 SLE patients in Mianyang Central Hospital from January 2019 to November 2022 were selected as
subjects,and they were divided into Chronic kidney disease (CKD) group and non CKD group. CKD group was
then grouped according to different risk levels of prognosis,including low risk group, medium risk group,high
risk group,and extremly high risk group. The characteristics of fluorescent karyotype patterns and laboratory
data of subjects in different groups were analyzed,and specific fluorescent karyotype patterns related to the oc-
currence and progress of CKD were screened. Results A total of 13 fluorescent karyotype patterns of ANA
were detected by the subjects,with a total of 1 563 times. There was no statistically significant difference in
gender and age between the CKD group and the non CKD group (P>>0. 05) ;the differences in glomerular fil-
tration rate (eGFR) and urinary protein/creatinine ratio (UACR) measurement values, fluorescence karyo-
type superposition quantity composition ratio,titer composition ratio,and karyotype category composition ra-
tio between groups were statistically significant (P<C0. 05) ; the frequency composition of nuclear homogene-

ous type detection in the CKD group was significantly higher than that in the non CKD group, while nuclear
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spotted type,nucleolar type, dense granular type,and other cytoplasmic types were significantly lower than
those in the non CKD group. Among all subjects, those with nuclear homogeneous type were found to have
lower eGFR values and higher UACR; the CKD group detected a higher nuclear homogeneous UACR value,
and the differences were statistically significant (P <C0. 05). CKD patients were divided into four groups based
on their prognosis risk. There was a statistically significant difference in the number of fluorescent karyotypes
superimposed and the proportion of nuclear homogeneous type detection between different risk groups,and the
difference was statistically significant (P <C0. 05). The proportion of nuclear homogeneous type detection in
the high-risk and extremely high-risk groups was significantly higher than that in the low-risk group,and the
difference was statistically significant (P <C0. 05). The prognosis risk of CKD increased with the increase of
the number of fluorescent karyotypes superimposed and the proportion of nuclear homogeneous type detec-
tion. Conclusion Patients with nuclear homogeneous SLE are more likely to develop CKD and have a higher

risk of poor prognosis. More attention should be paid to the analysis of the characteristics of antinuclear anti-

body fluorescence model in the prevention and treatment of CKD in patients with SLE.
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