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Abstract: Objective Through analyzing the differential expression of serum miRNA in peripheral blood of type 2 diabetes
mellitus (T2DM) patients to lay a foundation for screening out miRNA molecular markers related to the occurrence and de-
Used Gene-
Chip™ miRNA4. 0 Array to screen differential miRNA expression of three groups (T2DM group,the T1DM group, control

velopment of T2DM, so as to provide guidance for prevention, early diagnosis and treatment of T2DM. Methods

group) peripheral blood serum,then predicted target gene,analyzed the target genes by KEGG pathway analysis. Results

Compared with the control group and the T1DM group,both hsa-miR-505-3p and hsa-miR-548an were up-regulated in the
T2DM group, while hsa-miR-296-3p, hsa-miR-3160-5p, hsa-miR-33a-5p,hsa-miR-572 and hsa-miR-96-5p were down-regula-
ted. Through target gene prediction and pathway analysis,5 miRNA (hsa-mir-505-3p, hsa-mir-548an, hsa-mir-3160-5p, hsa-
miR-96-5p, hsa-mir-33a-5p) and 7 genes (MTOR,SLLC2A2,PRKCE,IRS2,IRS1, MAPKS8, MAPK10) were screened associ-
ated with insulin resistance in type 2 diabetes possibly. Conclusion Five miRNAs and seven genes were screened out, can

provide a theoretical basis for the study of insulin resistance in type 2 diabetes.
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® 1 £ 8 %% miRNA
' ) FC(P<0. 05)
miRNA 2
T2DM vs Control T1DM vs Control T2DM vs TIDM
hsa-miR-3168 1.284 0704 1.232 3524 -
hsamiR-499a-5p 1.317 1704 1.378 9034 -
hsa-miR-520a-3p 1.151 1884 1.369 489 4 -
hsa-miR-6775-3p 1.189 4774 1.242 4874 -
hsa-miR-6819-3p 1. 366 888 4 1. 447 304 4 -
hsa-miR-548an 1.159 950 4 - 1.150 063 4
hsa-miR-505-3p 1.132 1604 - 1.215 3504
hsa-miR-1229-5p 0.760 276 0.758 168 ¥ -
hsamiR-513¢-3p 0. 850 260 y 0.798 513 y -
hsa-miR-670-3p 0.854 714y 1.124 654 4 -
hsa-miR-7112-5p 0.812 476 ¥ 0.806 378 ¥ -
hsa-miR-296-3p 0. 678 408 y - 0.721 758y
hsa-miR-3160-5p 0. 834 256 v - 0.793 623y
hsa-miR-33a-5p 0. 809 657 y - 0.697 763 y
hsa-miR-572 0.668 034 ¥ - 0.801 460 y
hsa-miR-96-5p 0. 762 865 - 0.748 184
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hsa-miR-505-3p
hsa-miR-548an
hsa-miR-296-3p
hsa-miR-3160-5p
hsa-miR-33a-5p

IRS1,1RS2, MAPKS, MLXIP, PRKAG2

SLC2A2,CPT1A,GSK3B,GYSL, PTPN11,PRKAB2, PTPN1, PPARGCIA, PPP1R3D, SOCS4, TRIB3
PRKAGI

MAPK10,CREB3L1,CACNALG, PPARGCIB, PRKAA2, PPARGCI A, PPP1CC, RPS6KB1
MAPKS,CPT1A, MLXIP, RPS6KA3

hsa-miR-572 —
hsa-miR-96-5p IRS1,MTOR,PRKCE, CREB3L2,CD36,FOXO1,0GT, RPS6KA6 , TRIB3
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MLXIP,OGT,PPARGC1B, PTPN11, PRKAB2, PRKAG1, PRKAA2, PRKAG2, PTPN1, PPARGCIA, PPPIR3D, PPP1CC,
RPS6K A6, RPS6KAS, RPSSKBI, TRIB3
04930 2 KU PR 95 IRSI,IRS2, MTOR, MAPKS ,MAPK10,PRKCE, SLC2A2, CACNALG, SOCS4
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