5536 4 45 11 3] HEMREFZEE Vol. 36 No.11
2026 4% 6 China Journal of Modern Medicine Jun. 2026

DOI: 10.3969/j.issn.1005-8982.2026.11.008
XEHRE : 1005-8982 (2026) 11-0056-07

tRFs 7E B ARaf{r SATHLH AR 3R -
P EE SR AERH R E*

R, FE, HIAE, K
(%ﬁlﬁﬂk E_WEER JLEA,TH BxE 210003)

HZE . BWEER (CKD) 2ERAET AR, LB ORI MO, ALK, Lmip, 2
mALAEA T, A CKD Brigth X4tie s, MEZXHA (AN) BEATHFREFLmIeRy, AR
CKD #97% 8 k5 B sk s AL4F 42 . (RNASTA R B ((RFs) YEA#FH RIS RNA, EEMEOHG PAETE
AEAER , % XK T (RE-003634, tRE-013354, tRF—011690 % i@ it if 3% TLR4/NF—kB. Wnt/B—catenin
FRETBREFRMELE. ATHBREMGIG, AT RIUIBT T (REs £ @B T a3 5k,
ALy B R CKD KR pUR 34 T 304 A , ST T AR A AR E A B8 97 Y 5 00 M E 5 Pk .

KGR . FMEEER  (RNAFTAN B ; Lafiedifs ; saA

FESZES . R692 XEkARIZED . A

Research progress on tRFs in the mechanisms of podocyte injury
and apoptosis: new insights from the adriamycin
nephropathy model*

Xu Ming-xing, Li Shan-wen, Gan Wei-hua, Shi Hui-min
(Department of Pediatric Nephrology, The Second Alffiliated Hospital of Nanjing Medical University,
Nanjing, Jiangsu 210003, China)

Abstract: Chronic kidney disease (CKD) represents a major public health challenge, and its core
pathological feature is podocyte injury. As terminally differentiated cells, podocytes are difficult to regenerate,
making them a critical target for CKD prevention and treatment. The adriamycin-induced nephropathy (AN) model
specifically induces podocyte injury, effectively mimicking key characteristics of human CKD, including proteinuria
and glomerulosclerosis. Recent studies have identified transfer RNA-derived fragments (tRFs) as a novel class of
non-coding RNAs that play important regulatory roles in podocyte injury. This review summarizes the mechanisms
by which specific tRFs, such as tRF-003634, tRF-013354 and tRF-011690, mediate podocyte inflammation,
apoptosis, and cytoskeletal remodeling through the modulation of signaling pathways including TLR4/NF-«xB and
Whnt/B -catenin. These findings reveal new functions of tRFs, provide insights into the pathogenesis of CKD, and
highlight both the value and the challenges of their application as biomarkers and therapeutic targets.
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CKD i e 2R MW] (JRBFAE) WF, F8 75 RO
HER ARG T SR A i, R E R AR R, R A
RUCE M A 2T G, Bl kR4 AT T CKD
AR B s B T A o NI, IRARE
CKD 4 % L ] I ] 1T 5 300~ 7903 s i >4 iy P A
T T 5 4 BT )

B /NER A0 MO S v B R A B AR A, A
CKD Wk St P EE R CHENMO. H
TR 9 A 58 5 0 3[R AL TR /N ER AR H IR I R
MCHER 2, — B2k B m AR, e
BRI B R e B, S B E AN E/NERE
MMES W2 NE, REAPREAR—X—
CKD HyRZ Lo AR AR . I, IR AWTSE 2 40 i 1
CKD (A FHALH A UA B T 48 78 B A i
Ly T 1) 36 97 SR B A Bl A Al B B it T
FR R FE R, X T 42 Bk CKD fHH B HOR
=4

Fif 45 2% ¥ %% (adriamycin—induced nephropathy,
AN) SEBFFEHTIZ R AT CKD 2 SLE Ry | Ho
HIL A% O 78 T B 5 22 0 A 200 i A9 4 S P A o BT
HRMAIE R REEMA (reactive oxygen species,
ROS), E#EMGh A AR . & H B DNA, ™
IR LAAR S H 5 T RE , B 40 i o IR =
PR K P2 25 TR kA 2 E B ML) fik & 1 AL 4
JiL DNA 45 05 107 287 S« 4R A D07 98 2 Al B e b A
AU R, RARIARBEAR., FFAETER
R RG . MM TR, R kO
ANERBEAL R BEAT VR DD RE 3BT . T A By
e L B B S L 5 N2 CKD Y SR AH OCHE | 1%
A i i R ] F S PR AL AT, R i A A A
PSR T Tl EE TR, IR
JEOR AP S B T IR S

tRNA i1 4= B Bt (1RNA-derived fragment, tRFs)
& — 2B A PR AR g 5/ RNA K Bl 3
14 ~ 40 nto Al AR R 32 PF T R S D) LR A
SBACRNA T 7 A2 o tRFs Al 2 5 2L R 3 35 42
2R B LR N B SRR R Y e 2 B
PR . FHAT, 5¢T RFs /6 2 4 Mt 05 5 I T b AR
MR FATAEARWHRA o A SCLL AN ], 5L (RFs
T A A A543 5 08 T AL R A B B A —2RA

1 tRFs W2 AW E RS IEEIHIETE

TRSEEFEEYEHIRR

MR I LI EI A7 5 K B, (RFs £ 5143 4 tRF-5 .
tRF-3, tRF-1 % i-tRF 250V B4 RFs (19 7= A 3
Z Rk R, Hoh MRS A R
(Angiogenin, ANG) #1345 72 K% Dicer M 1 3 72
SEAE WA PR AR AR AR . B RS
NSRS, ANG 0T I 40 i 0T A% % 40 e
¥, B SrEY)E R EGRNA B35 1 Dicer
G 3k A U] g XU RNA 45 53 9 VT Dicer 1551
I ) E) B (RNA B85 AT R (RNA, 7742 20 ~ 25 nt 1Y
tRF Bt A, HABZMREE (ELAC2) £ 5
tRFs 928 B AR

1.2 tRFs ZEERAMZL S FHLH

1.2.1  Argonaute & B 4R #i 69 miRNA FAULH]  F43
tRFs (3% J& (RF-5 Fll tRF-3) fEf% 5 Argonaute K
HEBELS A, W RNA ST E 51k, %&
G AE i tRFs 197 91 5 5 mRNA 1 3 E 1 i3 X 5 kb
B, FET 51T mRNA R i ol 40 ) R0 of o AR,
IZHLHIE (RFs BE A5 KE . DR 3l o] 9 e B R 3%
IR, TE 2 RN N B R VR .

122 @I H5RNAZSEOMEZERNALLR
Fik  IRFs fEWS I i 5 RNA 256 % 1 kK B S bk
FHEAEHT, A6 R D 2% 38 VA 45 v 49y 3 4 019 550 7
. IFSERY], (RFs B8 B 445 G 2 Fh RNA %5
GEA, AR e sEM, T
Ui 0 L A & 387 ) 40 RF-GlyTCC 7] 5 2 [
YBX1 @R AT 4545, DA 56 5 Pk ks JH DA A 1Y
mRNA | & ¥ Tk, #5802 YBX1 faa (R 3
() mRNA B, B 7= A R e W A 230w ™ . 1
VR H B ) mRNA T 23 3 18 9 OG5 B 1 D RE 1Y
B, J2RFs SEL 2 1M RO P M E 2y Uz —
123  HABR¥FEaEBAIHERTOMETH B
T RFs Ji A tRNA, 68 B4 5 8 H 5 B e A AH 0
EM . — Y8 RF-5 A] A {7 tRNA 4514 5 2R 19 A
A5 B P AL A5 25 A, W B LA B R A o R
73— Y8 (RFs Wl mTOG-W8 W 8 H 145 & B ih H
T (nelF4G), THEBE SR IEFMAR", X
o B 4% WML AE 52 B0 B A R AT 4 Rk
BT X E mRNA B HRE ]
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BEE R 3 7 DX 3 3 Ab R 25 A2 2R P 48 1 5
3, SCHLN L IR BRE AR R T 7E A0 R S A%
PFF, (RFs 23505 K4 W A8 e, 38 4% 3k
9 B RNA A W) & A i 8, 52 W A 45 miRNA
IncRNA 75 N (1) Z2 FhJi 45 [ 4%, T2 i 4% 1 32 UL st
e 2R,

125 A Kz A B #B 4 (RFs (5'-tRNAVal
half) W] A Sy P9 U5 1 TC A e 5 1 25 B Toll B 22 14
(toll-like receptor, TLR ), #if MyD88 4 i 14 {5 5 i
B IkBa B, 2 NF-xB A% 3 81 TNF-a
IL-6., IL-12 % R F ik, iS5 %K R
A R

2 MEBZFSEMAMBRGESRATHZORK
IBALE

E=RAVE eS|
BT 2 2% 5 B M A O ML 2 — 2 o 1 AR
R 1 BT 7= A i ROS KA S B WEH 45 . T2 &
TR IT T BN B A5 2 ) Ak R TR R N Y
R, ZH M E AR SO R R R
FRAS bR 45 2 A M AR R, X ey 5 A Ak
IO 38R Nef2/HO-1 Bt 4 Ak 38 % 2% I B H2 A G, BF
YA, B 2R 00 I IR A0 M P e R AR B R R S
FHUE U AL . B AL R DNA i 47, B
fil & A0 B R T AR
2.2 ZRKINBERERS

BiT 5 28075 5 1 2R AR 1) i 1 2 2 40 M g5 405
0787 N AN S SN 2 AW I S 2 TR N
JEH 7 B B0, AE AN H 2 40 N A LRH-1/
GLS2 {5 55 i [ T 8 2 5 3 4 2k e o ik AR,
[T S YA /N s o 51 o S i 1
TRPC6 i T8 119 5 5 3806 2 42 o A 40 i 2 7 A T
Al o A5 A T R AR o R T B R AR BUR AL
SFEORE 8RR, Ba5 RAMAEC
SRR R T R, DT SO T IR R T

2.1

A SEUENMIE T,
2.3 BATEEMNHE

PEEELSZMETRRAEST M.
o & B, A5 & B A R 3 208 i B 5% Caspase—8
B4 5 R RS S R T, e ) U] B2 45 DNA
Sl KGR Z PR T RN TR K, BT
FOE 002 4 A8 TV B R TR AR T A 22 S
¥, U0 Tangshen FC J5 38 15 98 55 BAX A~ S 08 1
R, el IR e 3 =Y U TR P
SEMA3A/TRPC5/Racl 15 5 3 % 19 01 o 2 B 4 R
5 A0 A R T AL, o o 2 T
U AN AR
24 HRUZFHNDEESRE

MR R EEANERLSE EMERYE
B PE O bR AR MW L A0 A R g bR R T RE Y
B 45 4 2 H nephrin Al podocin,  7E B & & Ab
JE IR B T REY ., R BoR, WERERE
LA SEMA3A £k B E BT, R R &
F1AR PR FIA0 08 T, 2 B BB BR 1 2k A
1k 5 T g 451 0 % U1 AH . synaptopodin A 4 J& 41
JiL AR S Y A M AR AR T, R R & T 8
AN AL B R A R AR g A L, i 5] R
&5 Rl A0 AL IR L 25 AL B IR AE BT R 3R A PR
Jei B 2 20 B A BT I %% B synaptopodin Ik 3 T
R, 3X i — 20 I 52 ) A ER AR A8 B 0 4H
(14 240 i B 5 B
25 HBHERRERS

Bl g 2R o W IR 40 3 W Y o bk
SECM MG M RERE A, EAHRE T, A
Wi AV Ry A2 37 L RT3 B A7 450 40 L 2% R0 A 1R 3T &
EH, UBRFFREMmpREs. »Rm, PR
BAEPI TS A WERR &Y LC3- 11 Fl Beclin—1 3
KB, ARTR] B 2 BE T A R S R Y RS
of BB E R AR AL T AR, SRR W AZ R,
Sl A=l N A o I NS g (S E B A 7
AR L 1z R AR PR R Y A 4
RO | W =R A s N W T G DA G O g
— BRI, B R 208 i 1 ) AMPK 8 B8 16 O S
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511 ) FRUISL, 4 (RFs 76 QNI SR THUR 1 O BFIEERE . DA 32 0 AR B M0 A
3 tRFS7EAN R BB GhEIEIS(EA  TLR4 mRNA 3'UTR KR A 4E F 1454, fiE 2 RNA

55 FHL

AN R tRF Rk B2

AN S — T 25 MY L 20 LA A A A, L P ot
T RFs (9263505 & A 3 00 o LLAE P o i 3
HIFEARZRGE P TR RG-S LR h
IRFs ) RBA, EMGIER LML, Lf
2N RFsIAAEZE RIS, Hph 28 B, 144
R X 22 2R IR I RF 35Ok PR T (RNA-Gly-
GCC. tRNA-Glu-CTC & tRNA-Val-AAC % 4§ &
tRNAFiiAR, HKELZEPE18~36nt, FEET
tRF-5 Al tRF-3 W25 . Dy Re il o oy R W], gk 4k 22
SRIBRFEES S AW E 3 ME (RhoA .,
Racl) . AN R N (SOD2, GPX4) HIH1-iE
% (p53. Bax) MYSCHEFE, LR A 2 4 M it
SRR AR E AR, A B AN (1953 AL
PR T B A . SHI P58 i — 2548 /R T (RF 78
A0 M S A R s T ) B A AR AR R . FEIE R 2
40 43 Ak 3 B A, tRF-3001a Al tRF-3017B & 8 &
RIS A B T4 F5 4 i 2R oAb e i
TERTEE R AT, XL MR B3R5 i 3 1%
IR o X 86 A= Fe IR PR /Y (RF 38 3 4% Wit/ B—catenin
15 5 30 6 52 ) 2 A B AR B (HAR TR
IR 30 125 e B 7, tRF 2 3K 38 A0 2l 725 76 ) B %
AEERFS 6 h BPRTASGIN 2], B FAEGE R Gibr &Y (an
nephrin 2 1 F ), X # 7R (RF AT VR R 2 40 i 452 43
1y IR S

32 HHRMIRFsEEEMARBRGMN S Fi8 K
fR AR

321  tRF-003634 i@ it 38 3% TLR4/NF—kB 1z 5 i@
ol i R e £ e 5 A = tRF-003634 1F & tRNA
AR B E R 0, TR 25 500 2 4l
P43 40 Hh A A R R AP PE T . GAO S5 9E 3k
W], tRF-003634 BE % 47 5 1 #E [7] TLR4 mRNA #Y 3'
JEBIEX (3'UTR), & 3 P4 TLR4 mRNA Y528
PE, M # TLR4 & ARk . X — 5 FHLHITE
AN AR 5 A L B AR B L, KON TLR4 AR
R R E RGN S 2 A, LA B S S il R
T NF-kBfF 58 %, SRR HEF (W TNF-a.,
IL-6. IL-18) YRR, hnfal &2 4 J 58 5 31 3
AT s FALEZ M, tRF-003634 i i 5

3.1

R S AW AE L, N3 TLR4 mRNA Y R i i 72
B UESE, 7R TR R AL BAY R 40 M, (RF-
003634 [ F ik 7K F- 4 2 T 9, 1 TLR4 3R 38 T B &2
L, ZEREGAHG, YAMEME TR (RF-003634
ALREA R TLRA 2 KV, BREID ] IkBa 11
WAL A7, FELIET NF—«B p65 WV 5L 500, AT
TR AE N o 33X — PR3P 1R FH A AR 9 A A S 52 55
AR R BHIE . fE AN N B b 5 3R 35 (RF-
003634 1] & IR R AR R . BCE L A R R RS
IEW BN AR B 5 AEIRSM R R R A
tRF-003634 BB/ R0 il Bl 2 28 175 3 10 20 i 0 7 iy
B P (4 nephrin, podocin) 4 A%, TLR4 {5
o3 B E R A M 05 e 0 T A DG B A B0 AR
W5 W, TLRA 75 2 40 i p S AL itk ik, FF7E
2P R RS TN 2 R, R N T R
PEE/NER B R ST, TLR4 7] fgal o /v &
RAE NS 5 B /NER )5 . TLR4 1Y BT RE A% L 4%
P F 2 A0 105 . R AE B K B) AR AL, X —
o FRVE K A0 A LIS 2 4 I RE 5 TLR4
R 2 AT LA Sk 2 S AR DR e e L R, aXIE
SCT TLR4 76 05 JR A A 41 i 463 495 v 1 A2 0 o8 45 1
FABUS 4r F ML Ok B, TLR4 #0016 5 32 22 3 i
NF-«B Hl MAPKs 45 T~ Jjif i i & ¥ 4F 1 . NF-«B il
BRI B P BUTNF-a, 1L-6. 1L-1B 4 K & B,
1M MAPKSs 38 [ W] 2 5 8 455 48 M 0 T 2 0 S 1 o
T i A 5E E — 2B b S8 T tRF-003634 1) 1 47 AL
H, KBS T 45 TLRA/NF-« B Jil i 41, b RE @
VAR R T RE, WD ROS B A, NI
BT 55 2R 5 ) LA R SR 0 . tRF—-003634 38 52 4 1
JAE TLRA A5 0 S 0E RNV, 76 4 55 J 20 0 285 44 56
I RERRAS T R OAE o AT R R
TLR4 {558 5 240 i B 2285 1 (dn nephrin) [
e % VA G, ] B8 & 5 4% SCK3/Neddd-2 {5
53 [ 52 W nephrin (1 B i, DA T A0 K 2 200 B 1
1FBEREDI AR, Xk & BAL R4 /R T (RF-003634 /F
o E BIR YT S A VS 1, R ) tRF-003634 A YT
AN HRAE T HS LR RHT A9 43 F SR

3.2.2  tRF-013354 i@ iT Wnt/B—catenin 13 5 il #& 4%
fRR AL gy B B PR STIE 5L,
tRF-013354 {3} #7 % (RNA £iT 4= /N RNA F By, 7
BT 25 2% 175 5 1) A2 4 B 0L 0 o AR R R O B Y AR
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FVER o IS A AR SR SE B UE S, B AR R b B
AL E R R 40 M RF-013354 (9 ik K, i
AR PE I 3 3K (RF-013354 i 0 4 %% 0 i B A5 %
17 Al DDA T TR N e 1 JE o SR U N )
Wnt/B—catenin {5 53 #% 1Y 4% . tRF-013354 3 i 41)
il 122 38 5 1) S IS AL, BRAIR B —catenin 2 I A% 5%
B, DT/ T Ui A2 0 T R A 3R A . i o e
R, i 3K RF-013354 0] i 2 04036 2 41 B 25
AR, D R RGBS, dERR AL R AR OC
4 1 nephrin Fl podocin i 2835 7K -, 4 58 20 il 22
FasEE . R, (RF-013354 HE 6% 10 ) b 25 237 S 10
ROS i & 7= AR, 35 A I AR 7, O ik e 4
Caspase—3 & P [ AP FE 2 L R T 3R P Wnt/B—catenin
{5 7 B 7E AN G2 40 40 05 5 R T b R i
OBURIER . BFRER], B e R ]
15 2 4 M 28 3L ) Wnt/ B —catenin {5 5 I, &
3 B —catenin FE FITEAMMIAZ N 5 R, #imY
TCF/LEF ¥ ¢ K 745 &, W0 N UrdE AL N (
Snaill , MMP-7., PAI-1) (%3¢, XEEEH =P fid
HEE UM 240 . TR AN A L RO %l
6 R S OIS 4 0 I ) T A R AR R
ML I, S AN g 3L Jie () SR ML o 78 3 1 HIL ]
JZTH, Wnt/B—catenin {5510 Il i Z R -5 2
ML s o TS, 2O B Y VO T U A0 R
SPEHEH (Wnephrin, podocin Fl podocalyxin) i) 58
ik, BRI ek, RAFBOED
St B T e R A

323  (RF-011690 @i 7E A AR ETE L5
o9 ity X BAER Y R B, B 2

SEUE AN N RF-011690 F ik K F 2 % FiF, H
IR U O 4 R R A DG . Rk
tRF-011690 7] A7 %Pk 52 [ Weid 1 P, HARR B R
H BEbR ) LC3- I FRIA G N . A WK p62
DA T B MR B . P
W55 2B, tRF-011690 3 i 11 F2 4 17 mTOR {55 518
P OGS E T 5, M mTORCL & &9 iy i B2
£k, DT fife ok BT 25 2 56 1 W 2 s o B B9 ok T
R HE B WA T R BEAA B A o B2 . D RE 2= Bk
R, 3 # 3K (RF-011690 2 0035 12 40 i JE 75 2%
B, W R A G, YRR AL R A O R
I nephrin Fl podocin i & iEFo & M, I8 o 1 Br 32
P 24 T A TN B R AR A B AIG S AR R KO, IR

I8 /D Caspase-3 MK PE AN A -0 BFFEALUESE, 24
155 FH A W S P 3 R 750 3-MA BELUT [ W i E L RF-
011690 fY P 47 RN 8% 56 4 6 5%, iF B H AL 3 4
e BEAROR T A W Dl e A0 S PR ik — AL A 2 4
Mafii b B 2R S, OIS B [ W A0 i
Iop X . AR B LS . mTOR {55538 #%
TE /& 20 M O 9 v 0 A 0, RS Al
X e B N ERUE A BRI RE RO 2, TR
AT, R OR+r & &K i B Al w2
1M mTOR 38 B 1 Ry [ Wk 0 32 22 o g 87, )k
HUE SR | R A AR K R {5 5 oROR B A Y X — ot
2. mTOR B S 240 F i 0h &2 5 %) ULK1/2-
Atg13-FIP200 8 J, DA T BEL T I Wil 2000 Ao
WESE, RN S mTORCT 33 B 1 A 231k SR L Eh
Gl S 0= g I S e N o (N N Y
nephrin Fl podocin £ ik, 4 T EHE H R AVE /N
BREEAL . AT, 3E EEAD ] mTOR 3 #% W s 8k &2
WU, I bR Sz B ZORL IR R B R A AR, X Al
S5 K AT e B O 7 R T

324  HAERERRABLA P (RFs BF AT AN 89 B
tRFs 78 Al B I 95 9 455 780 vl () A 9 Oy B L AE AN
AR TR HE T A 5 5 8 o QIAO FEIHFGY K B,
IRF3-TleAAT fiE 1% 5 ZNF281 1) 3'UTR [X 3 43 - 1 25
A, DN ZNF281 (1 ik, #E 117 BH B gk st 1
BEAOG o BRI TR B T NER R
MMM AR IR (extracellular matrix, ECM) )33
BE A RCRTTAL, T ECM 19 535 U IE & B /N ek i
FEAE D BE R (O B A . X — & BT AN
R A EE G R, o ECM o BRI T AN 1Y
R BRRIE , X WEIEUESE T R A (RS G O JE 4%
ECM G O 37 & A AT A7 1, % T B 25 2% (W) A
b 5 5 R A M A 05 0 BT Tk A E B N BR A A
tRF3-1leAAT/ZNF281/4% 58 T~ 31X — ¥ 4% il v] i 76 AN
W R BEAEAE T R EVEF o WILLIAMS 596 558 i o
tRFs 7 IgA ' FUBE JR s 155 9 v 1) 3 38 15 A7 7E 4 7
PESCAS , ook S e 5 i - AR A OG . X —
B IAE N (RFs AW I AE AR BB (fLFE
AN) WIZWibR &Y

4 PERERE

JRUE (RFs 78 i 40 M 353 105 F 52 o J B AL 1 R
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WPy AR — 2 b s R, 76 AN BRI 85 i
1 tRFs (41 tRF-003634 . tRF-013354 45 ) 7E A2k
CKD B iy R ikik SO e i AL, #E
22 A Re I A LI A5 R IE IR b 55 =, (RFs
MG A, [a]— (RF 0 BE [A] B 4 22 450 3 i
(401 Wnt/B —catenin 55 mTOR il #§ A7 EAC HAE ), X
Tl 22 80 R R S B TTRE ME T TOR ME  R BR AR Utk
Gh, B IRSE 2 5L T 2tk ANCBL TR R S 46 i S
¥, MELLSE AN ZE CKD Y18 1 0 JR 4R AE 2 2
200 453 3 194 3 R AR AL

KAEMARATRETLLT . — 2 K& RFs
R SRR AR, ST bR TE AR 09 (RFs 3% 3K 35 B0
P, #fE3h HAE Ry CKD F 3912 Wi F0 15 DAl ) 6 21
PEA RS s 0 M 250 M tRFs i PR g 5 B
o RIRE YA, G RAIM Z A b, TRA
fif AT tRFs 76 /2 41 A A rb 00 I 25 e S M A T
SRR TR EARN Rrs 3% RSG5, AL
R AT, R EREPTA A I e 4t R I B AL
N o B 2 LRI TE R e A R R T,
AT Z b BRIIBESE, SRR (RFs 7R iR 97 88 ALY
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