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[Abstract] Objective To analyze the differences of renal mRNA expression profiles between patients
with minimal change disease(MCD) and focal segmental glomerulosclerosis(FSGS) ,and screen the differential
diagnostic genes between MCD and FSGS. Methods The expression profile data sets of MCD and FSGS from
GEO database were collected and divided into test set and validation set. At the same time, they were divided
into MCD group(54 cases) and FSGS group(91 cases). The differentially expressed genes were identified by R
software,and the enrichment analysis was performed. The diagnostic markers were screened and verified
through the test set and validation set. The receiver operating characteristic curve was drawn,and the predic-
tive value was evaluated by the area under the curve (AUC). Results Compared with the MCD group, the
FSGS group had four different genes,including three up-regulated genes(COLEC12,SFRP2,MOXD1) and one
down regulated gene (ENPP6). In the validation set, the relative expression levels of COLEC12, SFRP2 and
MOXDI1 in the FSGS group were higher than those in the MCD group,and the relative expression level of EN-
PP6 in the FSGS group was lower than that in the MCD group, the differences were statistically significant
(P<C0.05). The AUC values for predicting FSGS in patients of the test set with COLEC12,SFRP2,MOXDI1
and ENPP6 expression levels were 0. 794,0. 825,0. 800 and 0. 768, respectively. The AUC values for predicting
FSGS in patients of the validation set with COLEC12, SFRP2, MOXD1 and ENPP6 expression levels were
0.668,0.635,0. 638 and 0. 733, respectively. Conclusion COLEC12,SFRP2,MOXD]1 and ENPP6 can be used
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as the key diagnostic markers to distinguish MCD and FSGS.
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