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Abstract: [Objective] To forecast the sponge mechanism mediated by LOC389023 in patients with intractable temporal lobe
epilepsy (TLE), through investigating the expression of microRNA interacted with dipeptidyl peptidase 10 (DPP10) and LOC389023.
[ Methods] The expression of DPP10 and Kv4.3 were detected in 15 temporal neocortex from patients with brain trauma (control
group) and in 26 temporal neocortex from patients with intractable TLE (epilepsy group) by western blot (WB) and immunohisto-
chemical (IHC) staining. The location of DPP10 and voltage dependent potassium channel 4.3 (Kv4.3) was detected by immunofluo-
rescent (IF) staining. The interaction between DPP10 and Kv4.3 was testified by co—immunoprecipitation (Co—IP). The expression of
microRNA obtained by softwares (miRanda, Pita, TargetScan and miRDB) was detected by qPCR. [Results] THC and WB showed an
increased expression of DPP10 (P < 0.05) and a decreased expression of Kv4.3 (P < 0.05) in the epilepsy group. IF showed that the
DPP10 and the Kv4.3 co—expressed in the membrane and the cytoplasm of neurons. Co—IP showed obvious interaction between the
DPP10 and the Kv4.3.Five microRNA (miR-32-5p, miR-140-5p, miR-367-3p, miR-25-3p, miR-4325) were obtained by soft-
wares. No significant differences in the expression of miR—32-5p and miR-4325 were found between epilepsy group and control group

by qPCR (P > 0.05). But decreased expression of LOC389023 and miR—140-5p and increased expression of miR—25-3p and miR—
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367-3p were found in epilepsygroup compared to control group (P < 0.05). [ Conclusion] miR-25-3p and miR-367-3p may be

regulated by LOC389023 through the sponge mechanism followed by altered expression of DPP10 in intractable temporal lobe epilepsy.
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Table 1 The comparison of age, gender and resection

tissue between control group and epilepsy group

Group
control (n=15) epilepsy(n=26) Pvalue
Age 34.24+3.65 29.87+1.24 > 0.05"
Gender > 0.05”
Male 20 8(0.40) 12(0.60)
Female 21 7(0.33) 14(0.67)
Resection tissue > 0.05Y
Left 25 9(0.36) 16(0.64)
Right 16 6(0.375) 10(0.625)

1) Student’s ¢ test; 2)Fisher s exact test
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Immunohistochemistry (A, B) and Western blot (C) results indicate an increase in expression of DPP10 in the epilepsy group, but a decrease

in expression of Kv4.3 in the epilepsy group. 1) P < 0.05 vs control group. Error bar: Mean+SD, n = 6/group. Scale bar: 50 pm.
E1 DPP10 5 Kv4.3 K ZESA IR 5 A i B R IA B 2R
Fig.1 Altered expression of DPP10 and Kv4.3 in the patients with TLE
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Three—label Immunofluorescence showed that DPP10 was exclusively occurred in the neurons (A=E). Double—label Immunoflu-

orescence showed that DPP10 was co—expressed with Kv4.3 (F-1). Co—immunoprecipitation showed the obvious interaction between

DPP10 and Kv4.3. Scale bar: 50 pm.
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Fig.2 The location and interaction of DPP10 and Kv4.3 detected by immunofluorescent staining and

co—immunoprecipitation
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A': The venn diagram of microRNA interacted with LOC389023;

B: The venn diagram of microRNA interacted with DPP10
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No significant differences in the expression of miR=32-5p and miR-4325 were found between epilepsy group and control group. But a decreased

expression of LOC389023 and miR—-140-5p and an increased expression of miR—25-3p and miR-367-3p were found in epilepsygroup compared to

control group. 1)P < 0.05 vs control group; 2) P > 0.05 vs control group. Error bar: Mean+SD. n=10/group.
B4 LOC389023 1 microRNA #J gPCR 45

Fig.4 The qPCR results of LOC389023 and microRNA
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