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[Abstract] IgA nephropathy (IgAN) is one of the most common primary glomerular diseases
worldwide. Tts histopathological classification and prognostic assessment rely primarily on the Oxford
MEST-C scoring system. However, conventional kidney biopsy has several limitations, including inva-
siveness, sampling bias, and the inability to capture dynamic pathological changes, thereby hindering its
application in precision diagnosis and treatment. In recent years, research on multidimensional noninva-
sive biomarkers has advanced rapidly, encompassing markers of the complement system, inflammatory
cytokines, immunoregulatory molecules, oxidative stress products, and metabolic abnormalities. These
biomarkers can reflect key pathological mechanisms, including inflammation, fibrosis, immune dysregula-
tion, and oxidative stress, and have been increasingly associated with MEST-C scores in a dynamic man-
ner. Beyond providing molecular validation of biopsy findings, these biomarkers offer the foundation for a
noninvasive assessment framework that supports individualized treatment decisions, prognostic stratifica-
tion, and therapeutic response monitoring. Collectively, these advances are driving the transition of
IgAN management from empirical approaches toward predictive and precision medicine.
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— IgA B 9% (IgA nephropathy, [gAN) 2 & J% 22 5 & 4§
s A& L5 Ry PR

IgAN &2 BRE UL I 1 B /R e 2 — , LA iz Ak
1 PR A, BT SR R Nk R I X L TgA Ol 30 S gE
BAEWUURN S 2009 4% EBR IgA B 4= H 50 8 T AR # ST
A HUR LA TR R (MEST 14)) , UL R4 2L (M) LB
YA A (E) i Be AR (S) KB /INE 2245 /1) Jot £ 4
Ak (T ) P9 3504 A %t 5 20 2450 405 1 A7 A o AR IF 2 4k 15 43t
752, 2016 4F , KIUBLHFIEUE ISR H 1 (C) 58 R B &
M VAR R TN MEST-C, iff — 58 3 1 % IgAN J%
PR R PRES =) i AE . H AT, MEST-CIFHAR T
B AR Bk IgAN R BEPEAL TS 202 BR T e sk i 2 T,
(L2 RATY T 45 B WG R AT AT B o R B T Re Bk 2i &
i

MEST-C 448 b5 H A A ] i 95 1 2 B SRS 014
(1M1 Sy 72 RS A0 0 8 A0 753 B, s e 3% 88 DX 4 i 34 2 L AL
ST TG (B A2 6 R T 7 S LA 3 R i 5 (2)E1
AEAE RN A4S P9 A0 MBS Az | 4R 7R B /N ER Y S0 MR AR, 7238
a3 S T SR TR PR BORYT R NI AE DG ; (3) ST AR AR B
P B /N ER SR SRS | B R R kM B Nk G kg i, SR E
PRICE DI REAS 45 J A G , IR iU AT 58 6 Mo 2 Fh A0
AMA KL £ EALIE 1% 5 (4) T1/ T2 45 538 B /N 25 45 1 a) o 21
YAk BRI LY 26%~50% B >>50%, S I L 1 B
SR A M E AR bR, 5B RE T [ B AR 9 (end -
stage kidney disease, ESKD) XU % VI A 3¢ , H T2 i % #E R
R B I 5 (5) C1/C2 2 BilHs B /N A ik 52
INER LA > 0~<25% . =>25% , S 7R AAAE BT R AE (R
UG B RS B YI6E R AR AT IE LA, Rk
M5, MEHTC 322 5 W A M slop (Rt 22, S Fn T
BRI/ NERES RT3 B 08 1 B S B L (H X e AR 2
[FFFAE — 2 J 2, SR ) B R 40 S Al iy iE stk 5
PRI

T 2 SR, MEST-C S F 035095 346 AR A4 18 Y 4
KHBPIER IFESR G — R R AR5y WU bR
PR S PRAS EE B T30 A (BT ASAH R]  PRL A B P L
FHIIIE A L35 UE (1 0~7 43 S0 4% , AN B4 453 A 1 i 1
SRS IO B ESKD KUK o I PR BB 25 3 AR L U VB AR
A 555 /N Bk 3E 1 % (estimated glomerular filtration rate,
eGFR) MR PG DL AT 255 RS IFA , B2 R FH 42 a3 ik
) IgAN [ R T2

SR, B ZE T A 7F IgAN S MG TP A A R IR .
TR B FR B LA — /NS 43 (R FLIBUMA A 2 B 21 21
B T3 22—, kb PR A8 7T e BURE R 22 i FR 45 SR AL v
AE2Z B 21 B /NER B KO AR A A i sg . i Ah,
MEST-C £ $6 br B W EE 5 o] — BPEAE TR 22 57, 52 L 3L
8] 2 30 B AR I3 et A TR 35 ) 5 AN [R5 Th 45 8 b i) — 3L
PEACT IFATE 2 — 5, T e bm iy 032, JUIL R34 A= Mg 28
FUHT H R BT, T REAF AR SRR B 2 A 2 B

WL EROAE Bsf 5T P ZH 2 2 RS X LA 5 35 S B 1) h A T AR
B ERE R BT BT SR BAR L (H S22 AP il
IS e B P A 2R B P A E T RrA & . 4k, E
B A Y5 R I 58 AN Wt e, B9 38 TE ARMA BTG L S
TgA Bl FEAL AR RE | BRA% - L W 20 0 S5z o7 % 21 4T i Ak 4
Jr AR Z 5 MEST-C 5 B 32 1 Rl R 45 5 i OG5k, LA
AP FEAL G BRITAL G R 23 2 0 4 3l IgAN AL AS B

= AW EH S MEST-C#4 49 % 4 A B

TgAN Y K9 5 22 55 5338 B 5 URE G A MATOS L 0%
IR~ SR 8 ] 40 S S g 93 R A 25 L [ BIK 30 ' T s
BT . KEED AR S I AMA B o (CRMA C3 AMA Cad) |
fie 9¢ PRl 7 [ C-C 7 4 Ak L7 BL 44 (C-C motif chemokine 1i-
gand, CCL)2 #:4k 4z &K K ¥ B1 (transforming growth factor-B
1, TGF-p1) ], 2 FL# ke = 7Y 40 958 Bk 5 1 A1 (galactose-
deficient IgA1, Gd-IgA1) J B /NE i da b [ F 4550 7 1
(kidney injury molecule-1, KIM-1) | H 4 47 41 At B Jiss g AH 5
fig 5t iz 2% % 1 (neutrophil gelatinase-associated lipocalin,
NGAL) 4, 524 H MEST-C 3E43 1 & BR4E 54 6,
SRS [R) g B R B . 3R 1T T X AR 5 MEST -
C 143 1Y SIS HIG IR T 5L, 2 IgAN B T A2 W s #5371
KPR TEAGRAL T Z 4L 5 R G A0 A 9027 38 e kG o
TRYT M ) 2

1. AME R g X Ardd TPRRM AMARCRE S5kt
ERBIIZ 5 IgANK AL, IF5 4 H MEST-C A [
Jod AR S AR IR, Hoh B/ NBRRMA C3 DTBUR IgAN
rheE DL B S R SR AT, L UTRRAR BEFE 38 A i 9 b 5 S
T1/T2AHC  J&7RAMAKIE T 682 5 B /MR S5 4 40 S B /N
TR AR Y R A R o AMA C4 R A= A MA Cad (1)
B /NER U PR BESE R IaR R v e S 5 R AMARTE . BR
TEBFSE & B, #MA C4/C4d TLER 5 S1.T1/T2 & C1/C2 47 7E
AR A 26T, Ho AMA C4d 5 T1/ T2 9W A8 BYAR &P 7E T
S A S R EE Y R IS AMA S R
LMD B MEST -C i BEARFAE 22 [ A7 AE — 52 SC 8K, 1L
T AMA C3 FRAR LA S AMA C4  Cad K- ST S0, 7658 43 A
Feh 5B A URMA C3 TURRR e MEST-C W20 MG, #2718
AT 5 2K A T RE S TgAN i HL 45 B B ) RE o R A
SR AMA C5a 5 C T4 E, T AMAE F BTG 16
Bt Ba 5 T P40 10 GBI  #MASE A= T Re A B TR 531
AN [ 5 B 005 3R Y, AR A R HOAE G 8 15 (factor H-
related protein 5, FHR5) (W58 45 S W AE 72 N BE2E 55 . 34
AP AFEBE 5 K LH 5 E1 A 56, TS0 PR 93 T 24
I C1/C2 K T/ T2 MR, i L 15 5t WHFE AR LA
D7 vk v] BESE M HL SR R T A SR S N B UM
BORE AMAB RS CE A F B A F H, SR i%
T G 1 T 2 W 45 5 U5 4R 3% M OC 22 0% 4 111 1§ (mannan-
binding lectin-associated serine proteases, MASP) 1/3 K&
MASP-2, LA S A HMAH B AR 5C 1 #MMA C5a FIAMA C5b-9,
WABIFARE S C1/C2 M5 . MILZ T AMA C3 FHR5 £
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Tab 1 Associations between biomarkers and MEST-C scores and their clinical implications

bR P2l IREMARED) MEST-C 343 8k (7984
MERGE  #MAC3, FMAE Cad S1,T1/2,C1/2 LA B A AR AL, B I RE AL
*ME Csa C1/2 B RIE B, P 1 Bl
Bald T T1/2,81 B /N ) A5 , 47 Ak AL AR
FHR5 E1CEWH),C1/2, T1/2000)  JRIWR 257, £ 4k
FB,FH,MASP1/3,MASP2,C5b-9 C1/2 B RIE B, # ML
RIEHF  1L-6, TGF-B1,CCL2/MCP-1 T1/2 LR AR , T PR
CXCL16 T1/2 G TR, T bk A A/ B 9k L 4 B
TNF-q,IL-17 M1,T1/2 SAEW S, Th17 534k
CCL27 T1/2 ] R LT 4E 4k, e GFR T [
pGSN Mi1,S1 BN A
Apelin/APJ T1/2 ] BT 4k Ak A
SRS Gd-IgA1 M1,S1,T1/2 AN JAE S, o LA A5 7™ e
CD209" DC M1,T1/2,C1/2 AR, BUR AR
HEMNBMEAN (CD19"CD27 CD38hi)  T1/2,C1/2 B I AT, B IR
Th1/Th2, Th17/Treg HufH M1,T1/2,C1/2 G A e LT AL IR 7K T
Tim-3 " B4y S1,T1/2 SRR S P R
AL AOPPs,MDA T1/2 ST -LT ARG Y, ' D RE AL
SOD,CAT,GSH-Px T1/2(IH PEFEAR) P bne Iy e SR 4 e in &
HIF-1a E1,T1/2,C1/2 BRI, AT 5 £F 4R AL i R R 45
fRBARE IR S1,T1/2 [i] R 2T 44K, 1 5 RE AL , g ik
JEAmE C T1/2 /NS ] BT A, eGFR R [
[ > e A R T1/2 FLIG1/ NS ) B4
HDL, TG T1/2 B TBe ™ R KUR:, TS AN B
BNVERI NGAL T1(), T1/2(1ML3%) FUN/NEE 0, M 2F 44k
KIM-1,A1M T1,C1/2 It/ NEUS R BEAC B AR
p2-MG T1/2,M1 /NE AR AT, e GFR TR
DcR2/Cr T1/2 ERNEE R R i
EGF T1/2(2HAHC) [E] BT £F Ak, B g ft
L-FABP,DKK-3 T1/2 [E] ST £ Ak , AR A £k
HAbrEY  NLR T1/2,C1/2 SAEE SV, B e Ak
MHR S1 B /NERRE AL 8
HALP T2( R HHK) PAE E IR MRS LS TEAR
miRNA-21-5p, miR-185-5p T1/2 LA RANL AL TR A R
NBL1 T1/2 ] BT R 44k, hRg Ak
PRO-C3,C3M/Cr T1/2 ARSI B, £F A AL IEAl
MMP-7, TNFR1 T1/2 [E) BT eT Al , B TS AN R

sCD163 M1,E1,S1,C1/2 W A0 R, SR I PTG
uFGG/Cr T1/2 e A 8, A by 1

T M1 R R AR HE A T 43 BRYE s B R AR AE B A0 005 N 40 ML A= 5 S1 AR AE T BEE B /INERBE AL ORI 5 T1 8 B /NS S5 47 R ] BT 1 2 Ak
B R TR T R 1Y 269%~50% ; T2 Jhy B /NG 252 40 R ) ot 2F 4 £k 52 W B2 O T FR>50% 3 C1 Ry B /BRI 44 32 0 /N EE 1> 0~<C25%; C2. Oy
B /N R AR 2 B /NER B4 =>25% 5 e GFR S At 0 5 /N BRI 3t % FHRS S AMA R 7 HAH & 11 53 FB 9 AMA B 17 ; FH g #MA R T H;
MASP1/3  H B, A B R e 2 TR A A 1/3; MASP2 Sy 1 @8 Wi 45 4 45 R MG L &R 3 i 25 Csb-9 MR R A9 1L F 4
M F ;s MCP-1 A A LA 13 CXCL16 2 CXC B FEUA 165 TNF-o R PR IR FE R F o; CCL27 e fb A 7 HL 1A 27, pGSN A i 3¢
BHA AR 1 5 Apelin/ APT A Z A3/ Apelin 324K ; CD209 " DC g CD209 FHAER SR 40 ; Th g5l Bk T 30 B 40 ; Treg 93835k T bk = 40
it s AOPPs M S8 AL TR 1 7240 s MDA S TR 8% 5 SOD il S AL 1 AL s CAT Shad S| AL & ; GSH-Px A BETH IR /AL B s HIF-1a 8
REE SN T 10 HDL MR BN E 1 TG 9 =B AIM 9 ol -EREE 115 82-MG S p2- Bk 8 11 DeR2/ Cr 4 JR IG5 9 2 14k 2 5 JILIT He
s EGF BE R A KW L-FABP J R Wi R 45 & 45 11 ; DKK-3 4 Dickkopf WNT {5538 B4 i [ 35 NLR S H Py 20 - b B 20 i b
{F ;s MHR Sy A2 0 5 o % 13 M 2 10 AL T LU AP s HALP S il 20288 1 L L8R 1 AR B R AR L/ ARG 43 s miRNA A/ RNA ; NBL1 il 286
I 0 7 15 PRO-C3 2 N-ity 1288 ST K s C3ML/Cre by 56 55 46 i 2 11 i A g vy T 280 52 D 2 1 22 7 A B 5 JILISF LAY s MMIP-7 S 3 i
SR 7; TNFR1 MR IR ER F32 K 1;5CD163 R nl %M CD163 43 s uF GG/ Cr A bR i 88 14 5 LT LA .
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K C4 e 4 Cad 5 R [6] MEST-C 5 BE 2 ) 35 47 16 %
BRI R EE RN RMA SR TR B 2E IGAN A /N Bk
B A M AR S0 B S AT 1 B B (AN [ MR 1l 4
JIT B B %) 388 B T 4 B L B SCI T ASARTRL

BEAN, RIGAMAR R R JC BTG B P ARMATE LR T
BRI T . BRAEIRSE & BE, RIAMA I T B 16 1k F Bt Ba
K5 ST R TS TEAH G, RIBAMA Cad 7K 00 537 H 1A%
IS IEARSE s JRVBEAMA Csa B AT i 1 C5b-9 F i t iR #MA
AT BB 5 A0 A BB 5 A DG S % B SRR A M AR
RIR e B R iR AR I 2 5 IgAN B R4 1
AT REME , FEER R A SCTE b LA AR R B A RN U AR AN
o AN, BRGAMAEK T8 7T 5852 208 R 5 D) RE JLAG 36
AMAE 2L SR PR R R ), HXE R W] MEST-C 95 28 19 45 5 1 &%
ST T (EATY S 2 — 2D B IR

2. KRG mETALAREY  IgAN EYERIELKB)
PRV, R RALGIY e 2 2 A RN o B0 5 S 53 At
WR A CCL2/ B A% 4 il # £k 25 11 1 (monocyte che-
moattractant protein, MCP-1) Jifgd SR FE B 48 S i bt (tu-
mor necrosis factor superfamily member, TNFSF) 10,
TNFSF12,C-X-C £ 7k K+ F & (C-X-C motif ligand,
CXCL) 1, CXCL12 %54 R P 7 2 1/ R 1k, B LR E I 3R
B, CXCL16 K- 5 bR 2 fz 4l i A= 1 8 7 (epidermal
growth factor , EGF) Jz 4t T ¥E43 2l 57 4 ¢, 3 5 CD4™/
CD8" T kL 4L . CD20" B ik I 20 A 43 3 W 35 A0 G, W ARy
AR L S B AR AR B R bR . TGF-B1 78 ¥
AL MNTE KPR S T ¥4 5 IE A 3¢, 8 ok 4 of 40 g 41
B UURR 5 ) S5 2T 24 A in B D ECE AR R RAE
F o 1A A 2 (interleukin, 11) 6 76 M/T #5143 B 3 b i
T, AT AL B T ik 4 (T helper cell, Th) 17 K¢
LRLEAL I I AR R RS R B, CCL27 5 TIT
STRIEAHDE, 5 eGFR 2 MAHIE ; Apelin BEAILAE: Apelin 3214 I
PR (ST AR AR 1 T BILT 5 i 80 e 2R A M1/ S1
BHEPTE L IRR S5 RN A PR 2 SR
LR IL-17 K FEAE EL T/ T2 B9 IgAN B g b | 45 %
TR AR G SR 2ETT IS A R IR IL-17 K7 R B,
IR B B2 BB 3 BT A T IR IL-17 AP S SR T
Mekat, FRIL-6.TGF-B1 & MCP-1 5% /NERTE AL K /N
IF1) o £F 4k A AR B 5L IEAH G | 1T EGF 7K -5 27 4 (b 2 52
A5, 5 TOAREL, T1/ T2 4 BB BAHSC JE N 7KK 1 3
T+, EGF KF-WIREAR , Z ot A 5 i ifF— 2 3w, 3o %
it R F B EGF 55 B JUE£F 4 A A8 B ph N7 A5G, B W AE 1 X
S T 1 N = RN B 2 B Y A B S A 7 P B W
TR TgAN G- F o0 B B8 W5 PG B R0V 7r 367 0 5 3
BT RS,

3. RIEIAT AR EARES  Gd-IgA1 2 IgAN LD EDRHL
filZz—. BEHMBEKTFS5VISEAK K eGFR TG H B H,
BAE ST K T1/ 29028 iR F vh BT =i Gd-IgA1
L sh 55 9% B3 CCL2/MCP-1 ¥ i 5L IE ARG, $1 R o] 3

EUR RLIE ! L il VAN (o = S B s ) [ I
300 SR RS PRI Gd-TgA 1 Y BA 5T B B 14 KMI55 F
TR I 55 5 B0, 6 3 Gd-TgA1 KF-5 TgAN 450 4 £
FRAEAE G . Hodr, M1 A G 25 Gd-1gA1 7K-F 8 Mo i 3
T 4 B /N S 4/ 1) oL AR A AR B A4, T2 24 R 7
R Gd-IgA1 K FEm T T1 4, T1H X & T To 2, 328 Gd-
TgA1 W] B 5 ZR 200 Jf 1 20 Boie v B /N TRl B A A oG, B
B TR BREL Y RN E

TgAN T iR 5 1 38 2 4 - B 2H 2 C D209 B S8 4l ifd
B 22, A0 s U 1 B Ik L A0 LY )T R 430 AR
43R /A A b R AE AR OC K 5 i WLIEF R B B 4F 4L R A
K AVERBUSFREY ™ . T ke AT o, Th1/The
R Th17 5995 M T 3k 2 40 B (regulatory T cell, Treg) LU {H
T e ™ S AR B S E AR O B R A Ak #E R , Thi  Treg &
Th1/Th2 #t—$F&A%, Th2  Th17 & Th17/Treg Ft & , £F 1L-
4.IL-17 ' TGE-B7KF T 4878 G e I8 755 e 4 3K 20 R AE -2
AL HEREY IR T A0 Sy 2R AR 11 BORS B A 2 R B Ay
T3+ PR AN L5 S/ T AL S IE ARG , it — 2 SRR e
PEPE SRR TgAN P £ FH 3 s % 8 hy 0 ] 328 3 2%
RS TG T 4R LS AR

4. BAC R G KA R AR EY AN U [gAN B
05 A% O BR Bl , S A A An e Y A A B ) T
5 T iP5 KB ek L LEF . eGFR R 1R 2 IEAHG,
P LAl AN R AU A A B Al i UM U A DR T s Ak
VR 0 Tk BE LT A AR N R R FR R A i A - 2 A A gk
JRE PR AE i Gd-TgA1 5 #MA C3 TR g4l
IR (CD68 ") K A AL B VIARC , eGFR M T 373 o it
JE 2 ESRD B2 7 00 B, I 7 SR A0 IR MAR ST
PE IR L [ (2 E e I R Y L i MO B PR S T
1aRIKH E T CPFIAHIE , Prla] S0 A RO 2 S 0E 5 2T 4
&, K B Tg AN Jog BRLA3-F-HE R >

1 R ER MLAE FR & S1 0 T1/ T2 3F 4 Ll &, B Ui fg
8 M 15 JEJ (chronic kidney disease, CKD) 4315 ™ 5, H /&
PRIEGAR ST IR T 143, 42705 3 Jo A1 29F 0] 5 2T 20 A il 257 R
AT S S TR SR A DR TR A B Oy S B T SR Y, it
A, 1 PR 3 ) LAk 7 SR AT S AE |, AR i B /NBR R A K
NG ) AR 3, 3R DR 7K ST W A e AR S

HABACH RSP, E AR C 5 T W2 IEAE
eGFR 2 GAR G , R B /INGE ) g A8 R i 7 g ] 28 2 e 4
Pz 1L 4E (homocysteine , Hey ) & 9% 5%~ 33. 7%, B 5 , Hey
KT 55 /0N 48 ) JBT 41 Ak AR 0G| 3278 I 30 46 45 SRR 9
BRIk R %5 2 IR 3 1 (high-density lipoprotein, HDL) f#
B /NG I B A8 B A, i L I IS HDL | =T
(triglycerides, TG) K T ¥F70 4 B THRE T FEAI XS 2, &
TG 2B WETS A B A0 7 KU R, 1l g S 0% [g AN 48
B SCE RN AR AR R Y s S AR IgAN 432 (T3
J& B ARG IE TR AL T A A

5. B ER G AR AREY  B/MERIEBE CKD #E
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R A% R, PR A S O R R A OE ) AR
T IgAN G Z f CKD H1 . JR ol - 133K £ 11 (microglobulin,
MG) B KIM-1 AU 57 1500 eGFR F [ & CKD XU, i85
IgAN MEST-C $E43 1 T . C i B A0 56 , 3271 B /NE 7] it
135 NI AR AETE A TR, SRR 2 E B T RE g . IR
NGAL 52 /NME 05 (T1) S IEHSE, J5 1 (T2) [0 2 3
25, R WL R 05 06 M L I NGAL FH i W 5 e GFR BT &
Wi 1 £F 4 A AH G . I % NGAL Fil 82-MG /K 78 M1 44
T1/T2 g3 h 2T, O 5 i UEF iR R A R A
KPRIEARSE, 5 eGFR 2 AR . W0 BEA A 1T fEAT 1)
TR R NG R BT R R ORI T 408 Ui g
(R ILIG PRANEAD T3 45 6 B DIk B RS S AR R il AT 45 6
AL, LRI B AR 25 5. kb, JR 11L-6 . TGF-B1 & KIM-1
IKOF SR B R B 2 A OE . = A R B R E
FRE EFAEAAE AT B B INE B AN R 4R, Ry TgAN 1)
TCRPE PP SR AN ST (5 B A — B B RORAME G T
flE b o) L B /N 405 B 18 M /N ) T £ A AL U BB
FIAS SR B R B 224748

532 1K 2 (decoy receptor 2, DeR2) P15 B /N 4l it
B AR YA, 1gAN 3 IR DeR2/JIUEF (creatinine , Cr) HU(E BE
V) B A5 A5 B 3 3, HL 55 PR N- 20 Bt - B-D - 42 32 3 75 9 4 ity
HIEH/Cr L BRI C RIEH, eGFR 2 FUHE , DeR2/
Cr b5 CKD Bt & T2 55742 i 2 AHOC , BRI IEBITAG
Wl N 4R W EGE /b 5 18] R R 4E AL R 5, 45
4 EGF .CCL2/MCP-1 NGAL . KIM-1 . JT B & 1) R 45 & 5
1 (liver fatty acid-binding protein, L.-FABP) . 32-MG , Dick-
kopf A2 11 3 (dickkopf-related protein 3, DKK-3)-Lfl jR 5
AR B A B R A TR Y, 45 T R B I R 2 2
B /N TR] AR AR T A LS R EGE K2 futi %, 5
JR DKK-3.L-FABP } 82-MG /K2 IEAHE, gt— i &
i eGFR R FURIK T K Z R R AR G ) 1) 22 1 R AL A
SRR /N [R) BT AL R 1 TC B PEAR RE

6. FauARk AMAREY A IgAN TCRIEAYL A, & #L
AT A FE R FHT B 43 b i ) g o 43 78 % U T 4 1% 5
FRYG . ERAN AR/ AR L S 2R T .C K Lee R4
G IEAR G, R G RE T 20 KB DR AR 5 A% AN AL/ v
FENREE M HAEFE S1 X ERIEAE (LA B TH s, 3 B /e
BRI i/ / B 1 L A5 ML 5 28 7 A DG 1 21
HHEHE A I E I RN 45 M T2 KU 2 fuA
POV EZ SRR IR S S S

¥/ RNA (microRNA , miRNA 8% miR ) 7£ IgAN P-4 i
W R AR 113 mIRNA-21-5p 5 T34 & eGFR T ¢
S A s miR-191-5p 26 3k B AR 55 1) 5% 27 4 1k 5 f A
K BT R B, PR miR-185-5p A3 o 101 5 95 i 4 AR 1
TR AR HE B /NG b B B 05 B £F AR A AR DG BO , i 3%
miRNA JU 7T A U6k 4% w506 5 27 i fh Fe 80 |, 5718 1% 08 i EL A 7
TEMARITANAE"™ . iR A B 1098 2R (5 1 003 KOS
5T 538 T e GFR F Rt 5 AH OC , $7m L n] AR F B B /N

V¥ 50 2T A AL BE B T R A XU Vs e 2 s s
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