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Abstract

Diabetic nephropathy (DN) is one of the most leading causes of end-stage renal disease, but its
pathogenesis is not fully defined, and the prognosis of clinical patients is poor. MicroRNAs are
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newly identified non-coding single-stranded RNA molecules of great clinical significance in recent
years, and many MicroRNAs were confirmed to be aberrantly expressed in DN patients and asso-
ciated with their pathogenesis. In this paper, the mechanism of MicroRNA expression in diabetic
nephropathy is reviewed, which provides a reference for the treatment of diabetic nephropathy.
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1. 518

B PR 993 5 73 (Diabetic Nephropathy, DN)J& ## PR 835 & i WU H ACRE 2 —, 72 H BT 51 i 244K
' JIE%< 9 (End-Stage Renal Disease, ESRD) ) = Z A, i 1 Bl bR B HISE T2 AR [ 1] BReBTiiAT
SRR R, AERBERE S DN IR 20%~40%, M E DN F 80 SR8 S PE I Kt 34 2]
DN F8 5 W N B P R 4R A5 0 SR A0 MRl 5 AR 2R DA B /N BRAE A RN B T e 9 1 55 0 B AF 3
IR 3 ESRD ) 5 ZEALAHI[3] [4].

HAT, DN [PIREHLE] HA T, IEFERIEEXH/N RNA (MicroRNA)RARTFL, KL miRNAs
e MU I IS N R A SR I ARG S RNA, 2778 T B /NVE B B AN Bz i v, T A 58 & W1 [5] [6]
MIRNAS 7£ B sk i 8 7 T 7R3 _E A 2 miR-21 A miR-192 2 764 55 7 £ 3 vh i 3A /1) MicroRNA,
FE R 5 B 505 ORI S PR 38 58 7 Th R H5 G PR, AT LUE H miRNAS 7E DN Jp B AR B F vk 21 22
YER o ATk MicroRNA ZB7EME PRI B A FINLRIEEAT 2508, WE R0 B e T S22 % .

2. MicroRNA £5 DN iR /E B
2.1. MicroRNA FEX

MicroRNA (miRNA)Z — 5364w i 1K 41 )y 20~24 METF RN RNA, miRNA |72 Fik T Ak &
ANHZFIERE, e AUR B S B LR S 1 AT 7 M RRE e, 2 — 2N LTI B AE 1 AE 2D RNA,
AT LA HAERR mRNA [ 3UTR 454, 25 H NG 570 TR B AL 4% . miRNA GEf #1548 mRNA
MBI R R R &L, S 5RWTAR G, WM TSR, EVUA R AR, 4
HEFEATE R EEAER[7].

2.2. DN By % i@t

DN & —Fp il T3 fopi s sl A2 pr S 808 FERIUNIR & A 75 80T T N ER e R R 8
PSP . DN SR R F O B /N BRI R IR G B . RIRFL R 98 . B /NERAEAL . R TR R
MARTCSE, 2 40R 3 R AN 20 R A 4E4AE DN G 97s Bch f A e E 2R 8]
2.3. {Bik DN &%, &/ miRNAs

2.3.1. miRNAs 5HERAE BRI SHAFLENL
bz - 18] 78 i i 4 Ak (Epithelial-Mesenchymal Transition, EMT)ZE 5 41 2R £ 4 Ak i A5 v e S 18 A £
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FCR B A F A 8 I 7 A 2 A 4 i DS ST e 043 R 0 e S BRI LR A5, AE 9RE I B RF AR AL
FIRAET, HITBaE ) iz 28me 31558, [RI 77 A48 58 2 (1) 40 f 40 JE 5 (Extracellular Matrix, ECM), M fij
JHE DN H# ECM [HHERL, il DN F9s EE AR [9].

1) miR-638:

WFFERIA[10], fEmbEEEREE R, SIE4MH miR-638 HIRIAKFHI LA, HHFEKTFEH
HF 76T 20 BT FH IR 8] S BEAROBE: « TGF-BL B\ A2 B /N BRI AL R /INE 18] J53 £ 4 A L w5 B F) 248 P R
T, 7E DN XA E T Ab Frbir, TGF-AL /-3 R 4iiuiiifs. RIEANMIGA: . IR, k&
R IA) R e A0 B B A T, & R TGF-p/Smads. 48 8t Wnt/-55 3 M 38 ¢ A4 K R 7 %2 /& (Epidermal Growth
Factor Receptor, EGFR/MAPK)%5A5 5% Il % K AE LK S 8L, a3k T 3 B 4 g 41 4 5T (Extracellular Matrix,
ECM) &P s IR0, I ECM AT HERREE, 2 FBUE /INRIE{L KB TR £F 4R 4 [11]

miR-638 H] il it #| TGF-g/Smads 15 ST b % - 778 5 4% 731k (Epithelial Mesenchymal Tran-
sition, EMT)FI S804 4L It 78, 7EREIRG B AL A e io B EEMIMER[12]. AT RERM, EH AR
DN &35 B HEZH 2 miRNA KA &I, miR-638 (1) 54 218 v DALY b R v 8] 78 3 4% AL AR 1 A 2%
IEKF o miR-638 JRATE B /INERFI'E /NG (] 53 v 3 3R IE , o5 B O S B 1 453 2K B B U 8] I 4T 4k Ak 1 i 7
miR-638 MR LML E B L, MHIX S TGF-p1 FLIEEAHIC[13]. HH IR /N R A R IE IR
MiR-638 ] AEa i P i AR BRLEE 3-Ie/ 22 2 IR 75 2 B 1 1Vl PI3 K/AKt {5 ‘5 i@k, MM TGF-41
IEL3E B4 A 5 1 2R FEE 4T Mt 384 25 ALK DA R A A0 R 1 26 1 [14], i ECM AT HERRSR, B S8R /NBRAE
1 S B 1A AT 4R

2) miR-223:

R, miR-223 TRk AERG A SV AT IE S R TEAATE[15], 5HAL A —3, miR-223
5 T A BRI BEOIR V0 35045 0%, L ) Fk R R T A 114 A Je [ 16N I 197 ZEL UK O () Ji 5 3 KL [17] - Li 55 [18]
WM, mi-223 $tZ & FHCENA R p 4 E AT, HAlod@id #il FOXO01 5 SOX6 Jf sk 4k
FRIE S B A Thne, dEimda o aT BRSNS PR TR A JF AIE I K A . A BFFLR M, B 50K I miR-223
7 DN i R IE KT PR, (HJ2 AR BH miR-223 225 DN P 42 (1) H AR ML [19] o

IEHA—TT LA 24 2 db/db /NERFEN DN 41, 6 2 db/m /NRAEXTHERAL, B THR 5T miR-223-3p/SOX6
25 DN HILEIHIBE 7 I : miR-223-3p AT LA #i] SOX6 ik, MIMIZzf# DN HLHL 4 25 E [ i
e 4etk, H miR-223-3 AT REAAPH LE DN i it JiE (4L mi 2 —[20].

2.3.2. miRNAs 5HER xS 1Y 4 pa 4R 45

miR-193a

miR-193a 54NN T X REY), FTUMEREE A0 AT S RRERA A . B /N b R 40 i 25 2 i 40 i )
JHT[21]. ©AWFIHRIE, miR-193a 7E DN B#H BHHL R m*EIL, H miR-193a (1R IA KV 508 R B
SRR A IEAE 9 [22] . fH HATOST miR-193a 5 DN JE S K& FIFE LS R A 103k . BEA ISR,
WTL Rk T2 Auiz, RRAGEMBIR b S E T, HEER ST Ebricy, w2 4u ik
B ORISR OCE B23], WTL i 8 75 281E Nephrin F1 Podocalyxin PA K & 4t s S 5% s [R5
SRAERF R AT ReFRAS[24]. M2 A Z B, RARbrid T WTL FISRIBFRK. 1Ak,
WTL 2 — NS A RMPTR T B 7, o] DL 2 Fog s 4 i oo po ke . i WL ddid
#E1H cMyc 355 KRAS 2848 NSCLC f3458 JEBH IR HE T, sl id ) EZH2/B-catenin 845 08 4 SR Im
0 1 2 2 B 1 55 [24] [25]-

A — TS TR RNA-193a X DN 2 40 1 T2 1520 K AE B BLE R 72 [26], 2283 DN /N
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FEbE s S/ R 2408 Nephrin. Podocin 3RiA7%55, AR T- 2 25 5, HBHE miR-193a m#Kik;
DN /)RR RS 2 00/ BUE 4R Wilms SRR | (WT1) mRNA FIEE AR IEKFRE R, s
Target Scan %4 2 iUl 2 miR-193a 5 WT1 fF7E45 647 5, miR-193a inhibitor F1/5F WT1 & &5 B %
Fhim,  EIE wTl o] M miR-193a X k% 175 5 10/ RS 4H MR T 152, HHIESE T miR-193a fl WT1 2
[ fEE < %, B MiR193a i WT1 (55, it DN 24T,

3. ImPRR A—SEl =S

i A DN (32 Wi o R4 B 1 2R A TH s A (ER) eGFR R RE B2 7 R, M FIAT-Hl. 5 ik
U K AR R AN VEAR A 55 7 TR U, miRNA 7] BEEEA ME .

— T4 113 5] DN H 2 (125 B Bk A I 23 B [27] & B, MicroRNA-9 (MiR-9)7% 2 /K -4 fek B xof iE
AR ETHE, H miR-9 5 CysC. Scr 2IEAMIE, 5 eGFR /K TFEMAMI; HAW7EMH[28], DN H# i
i MiR-9 /K P& ik T2 DN 7 G [ K 2K, H miR-9 /KF 5 & i Bz A8 KA1~ A% o R A KR 7
TC. TG. HbAlc. Scr. ZF4EEFJE . JHRE ZARPUKFE R IEAH K. miR-9 7£ DN B3 g h R T & Al
eI I FUL RO 5 B /N RS /ANE R TR I, {2 3 DN R R [29] [30]: miR-214 ik K5 CysC.
Scr EHMAHK(P <0.05), 5 eGFR /KF-EIEMHIE, AW R, miR-214 v DL HE PRI B I B v ses
B 1 RIEF A W7, A IED B AR SR B R [31], PR AS HMEHEM miR-214 7KT-7E DN Hi/K -7 A%
AR Sy AR S, SR BRI RIE RN, 25 DN Mg, $2RIXP A miRNA £ 5 DN
KA VKRB E R EA/ER LA, Eissa 25[32]7E DN £ rh % ILW 222 (DN 4H) /R ¥ ' miR-133b. miR-342
A1 miR-30a (A& & 35 v TR B LRI R ZH s PRI miR-133b, iR-342 1 miR-30a JA o il <o % K
i BRI W R B TT%, REREE 93%, HEHIE Y 85%HA i T miIRNA BT A3 21 1Ry 57 B K A
JE, PRIHIBE SRS I RV miR-133b, miR-342 I miR-30a A 1 b FRIw B 2 W I AE AR . LA B
BT miRNA 1F4 DN A= W0bR S8 (s 5 1k

4. INGERRE

DN 2 —FiiE Mkt e vE o, BEE RIS BERINE, XS RENARIER. 45 LTk, miRNA 5 DN
kA KA E BT . B85 A% miRNA 78 DN AR/ B ML K Hr 1 A ks S 0 RN el BE G T
BSERE TS0, (B SEI miRNA X DN RS2, IS IsIT A IR 2 M fr k. © &
ZHEF KT [ — miRNA X DN PERAAEES UG @ 1EAEDAREY, HT miRNA ZE Mg JRE HAH
S FasE, AT DUB AT miRNA ZKFX 55 DN B2 WE B s, (H2 miRNA K 4 4
RPEICTFIAE, WAL miRNA 7EME . R E AR RIEKFA—SG @ fENEITIS, Bl
FEAR A 2, miRNA VB R 25 H A Rk B2 A 1 55 il T R g v . Bl el sl P R . R 3 o i
PLA miRNA FEIE R 7 TH B S5 R R, T AR — 2 B 72 B U A JERRT 0 38 o FRORG R TR LA o miRNA
(oG EH AT, DN MR HITT . SIS I AR v VR T SR 58 2 1 vl B .

ELmEB
B 7t 48 B it & rH Il H (2022SF-162)
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