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Research progress in non—invasive diagnosis of renal fibrosis
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[Abstract] Renal fibrosis (RF) is the main pathological manifestation and common progression pathway of chronic kidney dis-

ease (CKD), closely related to the severity of CKD. At present, the gold standard for diagnosing renal fibrosis is renal biopsy, but its

clinical application has certain limitations. In addition to specific blood and urine molecular markers , with the development of imaging

technology, especially positron emission tomography technology labeled with specific radioactive tracers , the use of non—invasive meth-

ods such as [68Ga] Ga—FAPI-04P ET/CT to diagnose renal fibrosis has become a current research hotspot. The purpose of this article is

to review the latest research progress of non—invasive diagnostic means of renal fibrosis, with the aim of providing reference for the early

clinical diagnosis of renal fibrosis.
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PERE DL B AR SIR S TR AL, TR R R, L - B
T LT Z 5 (computed tomography , CT) | g 3
VR it (magnetic resonance imaging, MRI) L N 1F |
RS W2 AT SEALETZ 339 ( positron emission to-
mography/computed tomography , PET/CT ) 55 1] L M\ 7 W
HARAHT RE, AR O SO I SRR S R . AR SCE
TERTCANZ W RF T B SR BT it SR A — 3R DT, LAY
MR P2 W RF RS2

1 5FiRicH

1.1 N 2YETR R | B R i Ak

T AU S5 A RF A 32 S e S 28 4 i A, H TR iy
Ji¢ Ji 2 3 2R B IK (type 3 procollagen aminopeptides,
PIIINP) AT HEA MG ER PRI o PHINP A€ 25
Az e T PR S A R 5 U O - ISR 2 B CKD B
L35 AR P PIINP KB J g, L5 ] Jo 27 24
A1 7 PR A N 2 TE AR O, Z2 I PR DA S it A
5 B R L 8 7 Je it 2 A oK i IR/ ML T LU AL (urinary
PIIINP/creatinine ratio,, uPIIINP/Cr) 5 M ALET (serum cre-
atine, Scr) Al B0 B/ NERJE 15 & (estimated glomerular
filtration rate ,eGFR) \RF B2 FEEEAH2C , A R M2 W RF
4 R8T Il PIINP 2 I R 2 A 0 W7 JTF2F
HEALAYFE AR , % T HAE RF VPAL o B9 RO AE T, 175 B
PR PILINP 7K~ AKAT B A HIBT RE (AR 24605
1.2 B ERKEF-PI

AL A K 7 - B1 (transforming growth factor—B1,
TGF-BAME N SCHE R RE 15 A, 4 RF & AEI, 78
HASIRW B FAR T, AT ARBLCKD 1 ~ 41158
ML PRI P TGF-B1 /K F- T, H 5 eGFR 2 1A
X, 5 M 3E B 2 C (eystatinC, CysC) | Ser A1 /NE (1]
5t 21 4 4¢ (tubulointerstitial fibrosis, TIF) 1 & 1F #H
Jcho-1, - MANSOUR 520 i R GevEPEAfr 14 B AE Wb
BRI, TCF-B1 5 RF X RN E Y], MR BGR
0.6, KW TCF-B1 /] HI T F B RF B9 R L. I,
TERFEA  ZHub kil PERE S , TGF-B1 A B A IZ T
RF FEIRZ —
1.3 EEERH/EAREEEEMHEIHF

A ZPIE S (extracellular matrix , ECM ) AR fif 3= 22
WU T Wi T A%, L) 43 8 25 1B (matrix metalloprotein-
ases, MMPs) i 3, T 2H 21 4 J& 25 1 g1 1) 7] (tissue in-
hibitor of metalloproteinases , TIMPs ) 7] $1J14h] MMPs Xt 2
JEIA LT AR . BIFSE A I SE I3 ) MIMPs/
TIMPs 5 {g FE 20 JC 22 5% , Tl JR ¥ HH MMP-1, MMP-2,
MMP-9/Scr Al TIMP-1, TIMP-2/Scr T+ , $& 71 Ho 1] fiE
J& REEAER R Y bR G, IS8 A& BLRF &
# I3 AR W MMP-1, MMP-2, MMP-7 , MMP-9 ,
TIMP-1 I TIMP-2 7K~} , 315 RF W-AM 5 UIAR G,

HFEA AT HF W CKDRF 4 & JE0-1s1 ) Rk, 17 A
PR ) MMPs/TIMPs 7K-F- A B8 5 RF (1) k4= K i % 1)
FHG o

1.4 BRGHF-1

B 5115343 F—1(kidney injury factor—1,KIM-1) j&—
il BEsRE A, TES 5T/ NERRG B R, IR
KIM-1 2 B /NE A 0 W bs & e, pFR R, &
/NN KIM-1 #9258 5 B IR FNZF ik A O,
PREFSVL I B BR AR A ”%ﬁ(immunoglobulin A ne-
phropathy, IgAN) B2 FR H KIM=1 K F-THE , B5 TIF
FERE R IEAHSE . NOGARE S50 B B A A8 2 B HIE S R
W P 4 R KIM -1 3R iy, 48 R KIM -1 A] RE 2
RF FIE/NEZ 4 AR R A A YR EY . KIM-1 2
B NE S AR ED BT HS R ER AL
A RF iZWitrz—.

1.5 AR RRAREEEXE RIEHER

rh P 7 2 i BH e A DG i 732 288K 1 (neutrophil
gelatinase—associated lipocalin, NGAL) 15 KIM-1 251/,
TEZ B NENRIS, RS irEZ—
SR, 7 BRI P R 457 R BRI NGAL i3 3%
ik, 5 WL = L RE A AR OCR0, CKD 3 B Ik &
PRV s 5 BENGAL 235 THm , 5 REF S ARG, fiff
GE R ITERE B BN 25 A AE U LAME R B/ NER B 4
Hrh, s PR NGAL TR, H 5B 44U TIF B2 B A
5, H5 I YE NGAL BT BB 2 1A sz e (] J5 2 4 Ak A8 4k
B3 PR LR AFFT 4 HE R NGAL A] 4 R i B /N 4
PRl LA AR i A= Prbs B
1.6 BiZEEELES1

ﬁ*ﬁ E4iiiio) ﬁﬂjﬁ M1 (monocyte cemoattractant pro-
tein, MCP-1)VE N 5 AL R+, 76 RF oF Jg vk ¥ 1
BER . AT R BB e PR A4S B L ARE &
PRSP B R PRt MCP-1 FH s, 3 on L aT RE A B
T H 45 45 A RE Y 32 W A0 I MOROZOVA 45
MANSOUR F127E Z G AN i rhdg H MCP-1 128
RF [ AUC 7 0.66, 55 Difig Ak = BEAH DG . MCP—-1 AT
ARSI T A0 DR B s 178 B 10 i el 2 D R B T g i
RN ) B ) o 27 R AP0, 7E RF & AR 1 S D
ALK E PRI MCP-1 9 2k, H5 0] R £F 4 fb 5t
PR B A OEE , 260 MCP-1 1] BERT /B0 RF 19 5L 4 4
R TCAN A Pibr )

1.7 Klotho £ &

Klotho B& R J& F2GRIA R T NPT 21, By
PR P defb S5/ . 7E CKD 3 B I Klotho 2
2238 T I, H B 2T 4 AL R8N B8 7 A7, (%
FHIZSIZE T AN B35 I3 PR RS T 280 P 9514 Klotho 7K
STt i, 55 RN 25 G R[] J5R AT 4 AR I A OG
CHO ZEV 5% & 30T 7 Klotho £ 1 1T 1 K RF I
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SRR RR AR . XTA 255038 ) Klotho 25 [ AT
S B R I A b i ), 38 S s A4 1 T RIF (1)
WA H AR o A i 37 55 /K Y Klotho 2 AT fiEAT Bl
T ks 1) 2 W, B8 19) Klotho 16T A BRI
8] FRET 4
1.8 H/INRNAs

W 1 2H 25 7 9487 RN As (micro RNA , miRNAs) £
H5EMEMGEE RF AL KR BA AR % 1
LRGP R Hm 1 s A . WFFEIE R TGF-B i
FHY miRNA Z % miR-21 .miR-200 1 miR-29 #J {47y
RF, AT GE1E 0 REZWi A Wb 6 921, VAHED 4§32
IR RS R PR miR—-21 1 miR—-200b 7] T3]
W' (] T 2R AL TN /INE 40 . LV GBI IT 45 5%
Hi 7R RF B R AMIMA miR-29¢ FEAR , M 4P i 4 miR-
29¢ Fl miR-21 A LA RF FLEE, H B A FRAERT 2R
AR 46 B 5 . b Ah , miR—27b. miR-1228 . miR-150.
miR-130 Fll miR—192 S5 4 AF 58 7T B8 A8 U RF 2
FE AW hR R P30, ORI Z () miRNAs % UESE 5 RF
A, R miRNAs & — 2R BAG W50 AT 5t AE bk
Yy, R HAE RN A
1.9 HAaFB A MERic

TeBN A bR S AEPEAS RE h B S0, 1
TE T AL W bR S W 2 e A 9% BA S, G iy 3 A B 52
H M 4 (serum human epididymal Protein 4, HE4) B 40
MR R/ I -3 (Bel-3) B iR EF S R 3
(galectin, Gal-3) . JR CXC # 1k FELAAK 16 (CXC che-
mokine ligand 16, CXCL 16) I N2 RACE R .
PRAK PRI B6 A | I 2% B 1l AR SR (M WNT' 153
(EReR il = N

2k BTk, 25T & BLLA PIIINP \ TGF-B \NGAL
Lo FE WL RE M I R A ARG, Ho
PITINP 24 FH Tl R P-4 AL 2 Wi A b s . 4G
DAL R A A 7 A AR A A 5 AR BRAE T
PSR A HLAT RN R RF S . RS H AT R £
A AE bR S e B, (= R GE Mk AOARFSE , 14 T PR
ISINEI ARSI PR A P0hr ) AT ) I IR
AP AR

2 HBERER

2.1 BEEERE

7 g A2 (ultrasonic elastography , UE )i P A
HRAS BB AS 09 J7 1 , 82k it fin i DA 5 | 2 200 A8 o
PAFE, TR B2 AR A ] £ [l 35, 20 2k 5 i
IS T, B/ INERBE AL A /N 8] o 2 Ak 5 ' S
PR R DA DG, CUT AR 5 26 HH 2 $00 i 45 it
& (virtual toucing quantification, VTQ) AJ % 1 74k 21 21
s, IR H VIQME > 1.67 misec N'Bf Je T2 FE 4T 4k Ak

HIZWHERR o RF BIG RIZWHRHE T B S % . GAO
SREMSIIE 1o 00 5 S A R I, K B P v
W e AT AR AR R . GUO SFUel 3 e 3
Pk $8 bR B U1 5 3 (shear wave velocity, SWV ) 5 CKD
i eGFR \Ser  JR 2 ZUKFAR G, (HARERIN CKD A
[ B . T LIN SEH30e i 2228 e oA, 7E R4 25 M A 3R
Je WY B SR A S 2 P BRAR G, JF B HH X AT RE S
HE S5 R RE B AT REC AR . WANG S 5 2
W1 SWV S AT AT 21 2 Ak s B 46 b5 LA b2 CKD 735135 Jo A
Ketko BRT RF, BRI A 32 2] — R 5] 2R A0,
LR ZWETE B /INE BUE] BT ) DL K 2 245 1) S
SEsl, UE 2 RF BAY ) A AR AEA0 A, (HARAE
GBI, 2 W RBUZAR, H -S540 NS HEAOK
PHARKIGEFR . H i T UETELWT RE J7 1 5 307 & (1
SR, HAETZ U Y ik R XS RF A2 W T8 5 2
B LIRAHBIESE o
2.2 BEFIRAMG

1% 58 B B IR 1A% (magnetic resonance Imaging,
MRID) A3 T2 AR i A 22 i A%, & 1 52 51 1) MR
AIETEIREA L . VIR, B A & id
RN D RERE IR (functional magnetic resonance Imag-
ing, IMRD) AJ a0 PEAS IR ZH 200 0 VHEUVRS LV H
) JS0 R FBCA S e R D0, 3 E AL 6 TR IO AR (dif-
fusion weighted imaging, DWI) . ¥R 89K = 42 (diffu-
sion tensor imaging, DTI) . Ifil & 7K F 4K #6515 (blood
oxygen level dependent imaging , BOLD) Fl i H:4ig 544 1
1% (magnetic resonance elastography , MRE ), fMRI 1]
DL/ RF B P> 322205 BURRAE - B A3 5 0 6 24 i 45
Wb, Hoh DWI ] £ — € B 2 B S RF Y ™ 5 R
JEBO MRIARZS R 252 B ML 50 71 %7 DA S — e 451
PRI I SZ 0] , PR R 32 W (8 i AN B ff , 348 75
— DT FES . MRUGE PSR B2 1ML A5 5 12
Wr RF 5y B BT 58 #R H 5 32 i 1) 5 27 S
iR, Hkz Z ol REEARRIWTSE, X RF #9128
AT B
2.3 HEHNHEREURERFRHEITEIHER G

HENLHE computer tomography, CT) DL J i
58 CT &/ J T RF (128, J5 AT DG s A5 e iy R
SPAREE D 38 R R0 B TR A B AR A1,
COHEN FF520 4257 3 CT iy AR NS RASSE S Wy kA7 0F
5%, & SR R BUAS IE J5 19 ' B2 B°F-3 CT Hounsfield
AN S BT AEAL B R IEA G, ROC T 4T AR
4 0.93. PET/CT Bt Y TBCH P 75 5 AN (AT 428 36
THRESEL, A6 7] LAVEAR B 5257 v 10 2% ol LA B 7
LA RAE AW RFAFS), FAP 7RO IE R 6 H
HILP AR B H R AL (L 4EfL O &
ifvggg 45 ) v S 2 b, AT RO 0 AR 1S s,
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[68Ga] Ga—FAPI-04 PET/CT JI{i F (1) i £T 4 40 i 3405
# M (fibroblast activation protein, FAP) ill #ll 5] [68Gal
Ga-FAPI-04, n] Hi¢ S Hiif 5 SO £F 4E ALY FAP, iIE
HH S — A T %) 0 DB 25 1 27 2 Ak 14 T GO 59D
[68Ga] Ga—FAPI-04 PET/CT 7£ iR i &1 496  HFET 4
AC RSS2 W b 2047 B, P AR 7E RF PEAS R R
AT 5 A BASE 3 X 5 T 4G R 2R 1T [68Ga) Ga—FAPI-
04 PET/CT 4% , ZBIL-F- i A RF B34 B AR il
PR B, L 45 IU(E Bl 2F 4 Ak #%  hn o 7 T L $R R
[68Ga] Ga—FAPI-04 PET/CT Jil{ {4 n] 53 £ . T 10 %) Jz ke
RESS, FEE— 24 KIGIRFEA S , B IE SUVmax 12 B
RF 12k R ALk 0.946756, CONEN 250575 15 Ho4s 3
TR () A8 TOC SR P 7R B 30, % B 5 T [68Gal Ga—FAPI
RS GFR 5 5 25 7AH G, 55 LA PR AR 25550 10 I 1
ARG, L IIE T [68Gal Ga~FAPI X RF 412 B
WAl o A< AT BAAE BRIEERS 5 51 CKD R BRBE R 4l
L] CKD BV A FAPT ARG i, LB s} ] 0F J i
Wi £, 5 RFREE AL, iE B [68Ga] Ga—FAPI-04
PET/CT AR fE P T A2 Wr R, I3 W H ™ AR
FES, [68Gal Ga—FAPI-04 PET/CT A1 4% RF, 7F
Wi T 4E A 27 41 S 21 e A A8 vh 2 2o 3
BB~ [ [68Ga] Ga—FAPI-04 PET/CT {4 13
Ko, AT R TR RE VAl RF AEH2 I T .

3 INESRE

B 2RI RIS W RF A9 A bl , vl LAVER B0
T R B (R AR A B, R R
FEREAFAE— 2 1 Jey B | DR L R - 4R2 80 RF A9 JE A1
FBEE, M IR AW bR &P T RO
i B REIRZS  Ha] V110 RF AEEAR , A W T
i ARG A5, (0 5 32 B S A A DG R 1 T4k
AR SE BOR T W PR B RF, G Hi[68Ga] Ga-
FAPI-04 PET/CT v # PET M $2 L 4R35 8 1 CT
UG B i3 8 AR ZE & LA FAP 0500 AT 4R 5%
1B B BV T AEAR G FAP, e G 1 75 LA S g L3R ) 45
YEFIE, XFF RF & B A2 W 67 KO i W ¥y
HAHREE Y, A*K,[68Ga]l Ga—FAPI-04 PET/CT .
1G4 B2 REF 28 1A 50
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