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Abstract:

Renal tubular atrophy and tubulointerstitial fibrosis are common pathologic manifestations of

chronic kidney disease (CKD). Biomarkers of renal tubular injury usually reflect the process of direct tissue

injury and repair in the renal tubular interstitium, and their severity has been shown to be a reliable indication

for predicting disease progression. Most studies use glomerular filtration rate and urine albumin/creatinine

ratio as the main indicators for assessing CKD. However, diagnostic markers of renal tubular injury have not

been studied clearly in chronic kidney disease. Therefore, this paper provides the research progress of renal

tubular injury diagnostic markers in CKD, with the aim of maximizing the diagnosis, treatment and prevention

of CKD and providing more comprehensive assessment of kidney health.
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KB HINE 7 fidat,

CKDF7 1 ¥ 1 02 A m] 8k G ¥, A A HE R
T FRY s R PPAR AR ORRE B _EARH T B /N ER, # T 4R
bRy ALER, (HE Wﬁ“ﬁbh%@%ﬁf%W
FYFZ2 AN R, AR ) I IR A )
Tofr 6 i B8 F) AR A PR AR T8 BE B 2 %ﬁﬁﬁ I
B B R CKD R R IR M AL 1, IR
W, BB LR s B A b sy, K
st A B NVE R AR AR B . X AR
R R B AR, BUE R R /NE 4
DHRERERT (K 45 R e BE A XS B T I 7L (A R
N ORI B FOT R R T RS /NE R
MRF T, 5 PR R B NERSR AR (U0 B N ER
JEI MR B & E/WUETEOMAL, X LB R A
PG WAT S /N E A RN ThRERRAS 5 IE
RSP TS LA R, 5 CKD I R AE
(AR O I RISE TR B R R I
R BT IR R NE SR EYR B AT
XLLARIR 5 BB R B AR A Ok, ATREA BT
IR WSO B o Rl A0 R
TR, 5l b s 7 ) T e

1 EEEEVIREY

1.1 P2-14¥kZE A (P2-microglobulin, p2-MG)

F 19684-Berggard fllBearn & X ik T p2-1w Bk
% A (B2-microglobulin, P2-MG)iX FHEAH X215
HEATUR, AR O v NFTH .
B2-MG A& — i & HIINH MM E AR, Y2
MR B PR B W R R 215 2 0, 5 g
P, EIEHEBHT, p2-MGTE Nk L3,
4 I /N 4 R RO . AT 2 R
tﬂB2Mﬁ%E¢ﬁ%ﬁﬁ P RO TS 1) AT g
PEDOL L, ArgyropoulosZE!MHF AT H IR R T p2-
MGE B IEBEBRIIL R, $EHIFhe 7 AT i
HB2-MGIK B Al 15 /N ERJE T % (glomerular
GFR) AT, REIRZ 0 ik
., B2-MGE W I % 9% (cardiovascular disease,
CVD)MIZET: % 2 (A1 % &, (B AE 5150 i 0 7L
Fl2, gy N 723774 CKDEE, B A7 a2
3.8%, JEARMHB2-MGECVDIAIFIREL, 1E#
R T RE S R IE KM T R2-MGHI AT E A

filtration rate,

Ko BRI, B2-MGHS I 1) ¥ i Mt =2 Bt 7 i A2
R . AT ESENE, B2-MGHIRKZ
Fhof RAEHEVIAH G, X2 4K B2-MG s N
W TR R A
1.2 fHNARMARBHEXEHEEZED
(neutrophil gelatinase-associated lipocalin, NGAL)

NGALZE —fiikE H, RiATH/NE L4
H, S TN RIS, X4 T 425 000,
Z 5K T s RS . NGAL H AR H)20 i
ARk, (AT, FA it ik, NGALE
EHEAE B NG LR AR i g . NGAL#
fifi e N2 B Hif (acute  kidney injury, AKI)K R
TSR EY) . Z IR MR, NGALA
BYEAKIHRIE, fECKDEH A —E kKRR
M, fECKDH, NGALH#IA A& —FEERIE
Yobr S HE T 25, A, NGALHZAKIH
CKD# MW AEREY . At £
33862 5#HMFI 5L, KNGALKF 5
CKD ) fif 1 3 fok 546 B 158 4k 25 )53 % D) #H 51T
NGALS B IESIm &L BB EAHR, MOk
%*ﬁ%%ﬁﬁﬁ%ﬁﬁ%i%%%o
1.3 ZB-p-D-EFHEHMEHFE(N-acetyl-f-D-
glocosaminidase, NAG)
NAG#Z—MAER PRV ER) . FERLT
NE B AL VA B A RS, T B ER,

LB N BRI E . R AE R T BN R E
1B 240 S /0N A 240 L B AR A 5 g o R T S A, 2
et ., SBMEE R, PEEE RS, K
NAG/K-FTH&E . Bk, JRNAGTH S ] G 7m i v
NERBRGN, R BT AR B, R
W B IR0 BN BUR R R — .« AR
BoR, TEMERH, NAGHCKDHM K, wH T
WA A RK, T TRIRE PR 9 B 5 T
FEEFRRE, DARTMICKDSE R, R E gl
B RRERRR . E LR . RAGIELL R &
BRI A, REREE NN, H2HEH
NAG/K IR XL IERY], NAGHEIEIR
KR W EE T, RRBNERZ.
1.4 FEEZLE S EH(retinol binding protein,
RBP)
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RBP- I 2 B 72 IfL 3% A 36, 5 %5 WOIR I 2 45
A, R — R B N ERIE R M E A . A
S 4%~5% 1 MIERBP-HL B H (63, @i H
ANERBERR, R 5 LE 1T I /N Hh e 2 W USORT B i
X EEEEAN S, \T Xk, JKRBP
ST v B /NE D Re RS B BE e AR EY, IR
AR B /NEBR 2l TR, B 7 A rE
Ui NE RS AL, JRRBPY HAh— 22 4% 5 N CK D
BRI A K. AR, JRRBPIEHE 52 H
B INBRIIP IR B Joit 28 [ B 4K BT A CK D KU
SRR, iZAFFTAR Y, ML RESE & & A KT
REEE/NERIESFFRE. AN FREEAD
FHEERR A K.

PRI 45 45 B [ 4(retinol-binding  protein 4,
RBP4) & — Fh 3= 2 ey JH B A 7 2 237 26 16 i 7 1A
¥, 5@ N BB Kook AR R A ) KR F A
K BATE AR, SR RBP4 2R R
Jpi (diabetes mellitus type 2, T2DM) & 1 48 iE Ak
SRWYURES A K, FER SR, RS
fiE s O I G P (N E AN RBP4
CKD#EH RAECVDHE A KM, SusPIE34E
FIRE T TR, R BLIMLTE RBP4/K P4 i I CKD 3
£ {0 L (cardiovascular, CV)FH4-F1HE =1 1)
CVILT %, HZA4REHRBP4Z 5CKDEHCVEMY
RAEFR I . Kk, RBPAKRIELAE % Dk
T2 BB ik of A A A 7] g /& CKD BB 38 R AR CV A1)
HIEFERN . [, TeonZE W s 1EW, IR
RBP4/KV 55 # 1 % & (kidney transplant
recipients, KTRs)J'E IREEE M, AR RElE
K TRs'E Dy e bR 5 iS00 4 A A bs E40 o
1.5 554 F-1(kidney injury molecule-1, KIM-1)

KIM-1/2—ff I REEHE A, &P AE19984F
Ichimura &P AR 78 A R B, B 78 B RN P A o
Tk, BEHE, dTumNE B EA, HANE
R 2 S LA AR A . van Timmeren 257
TR I, KIM-1383% T A 25 1 sl i 14 453 4% f5 F
AT NE B AEAR, PERKIM-1RREE/NE B
B Am R P AR R R P
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Ft . JeRTi—IUE AR, 1gAB B IR
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RKEBFRAFKIM-1KFF+E . Yutaro25 VR B, pE
PRIFKIM-1DZHEE [ /)N BB /NBR 4k R 1955 28 1) e 2k
= CRFKIM- 14045 [R5 J0E . AR 4EALANE /N
BRAEAL . AT IR R I, A R /N B P
NE FRFKIM-1FIRIE B E T &, KIM-117KF5
B AT AL A AR 2 IEAT . ShalabiZPo%k
P, PRA R A B A 56 B S B 1 RKIM- 15 5
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RO, TR KIM- 1K AT B 40 e i
H IR SRR . FR, uKIM- 17K 5 ks A
AL A SE Bk, WybraniecZE P50t 95 451 e IR 2 fik i
S 0E BE AT T oA HBE Y, IESEuKIM-1
KV T T A I 6 i 5 7 AR A B4R R ) S T
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1.6 E#Z4Ain&{L FZEH-1(monocyte chemotactic
protein-1, MCP-1)

MCP-12 b R 7 I — R, BN ER R
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WAEFE FMCP-1EILBY,

eI LRI04, B IS S T MCP- 1 KA
PRI A MCP-1 AR DR 22 K058 i 1 15 o o
BRI, — DA X Tg A o B3 1A 7T 2R,
MCP- 15 ' i 9 4% ™ B 72 B 2 [ A7 75 R BK,  $2oR
MCP-17]{E % Kb S 54k, etk
PR HE R N B v, MCP-11) 3k W i T Fal
B NSRS B . MCP-13- 35 o T R4 B 3 i 1
JINE AN D R TE B B R A ) SR HE T O
H I JRMCP-1HEE A0 B B = T R A ) D) R A 1
B

TERGMLABRIET, BT, ERENE
B R EhWIRE AL, MCP-111) 263 it 05 2 P 33 11 A
P ()3 e T S 3, T LRI MCP- 17 14 BX
MCP-1RIEHIEYT HRIG R B, SO RN 3 (1) 328
LAY, AR MCP-1FIMCP-1/# 1k [
FRLAR2(C-C motif 2, CCR2)MHFKIHIT RIS IE I
PR & R E . [FRE, 782 DULIR et s,
i8 i BH T MCP-152 /A CCR2 A X0 0 PR 7 5 45455 A1
Mg, XL R R AL 7 — MBI 7 g
R FH BTMCP-1/CCR2 %l 7] 58 A2 16 97 Hl PR B 451407 2
H AN B R T RS
1.7 LBV ATEYAERRERZE & E R (liver type fatty
acid binding protein, L-FABP)

L-FABPJE —™ 25 & KA A5 7 18 A0 L Ath g 7K i
EIE AR F . L-FABPZITIE A = & 1 i &
H, SMEMEEm4nmEin. %G55 % M9
D3 g R DR A <P AR IR b B L-FABPH A N TE
B /NERM O, IR N A R
BB A M 52 2 A FU R, IR - LFABPIK B 1)
S RS = N I I SR = == R R
PN CH LR Y], CKDE## JRL-FABPE il
eGFRFEAG L B A o0 1L 38 5 993 33F e 31 24 AR 1 X

1 ke <,
1.8 RiAT = (uromodulin, UMOD)

PR 2 A — MR/ ASS kDal B sR e, HEE
FEF SR B A = A . R AR P R FEE E
B, &8 KEFRARKRE, ARENESR,
B E M EE RSN, SRR EY,
UMOD AJ {0 B /N ] B A e & 7. UMOD
JTRAFAE T IR, RAE A BRI R 8 4
B, (He5Hhasn iy /e g iRy A
5%, BAPEEMRY, mUMODH:H S EHL A i
BEACHFEAR, IREUA R D R, BE KE
NHREG G, FealeZim s NE, St
P AL A AR HEIL-8 & R, AT 5 3 A% 4 g
SPUWAL-1By TNF-a, S0k AR HIL-252 48
HLA Il K70 FHIRIESE, WM-RECRGE RS, 5l
s B %Ak, S2ICKD B I BUG .

2 FRNRHEZREARAFENIREY

2.1 = HEN-F ¥ (trimethylamine N-oxide,
TMAO)
TMAOZ—FMAWN /N3 F(C3HINO,
75.11 g/mol), J& T2 LA T REH], RS
B IR R & 8 R R O AR R = W
(trimethylamine, TMA), Jf 3% % 50 & BE3
(flavin-containing monooxygenase 3, FMO3)i#t—5
ST REY . X CKD 2 5 f BB (% — 00
PEBABIRE SR, 38 S I TMAOZK P-4 fd 4t
TR N2.86% . B IR RKIL, fEMKRIZW N
CKDIIANFEH, TMAOKFEMINZE C KK IE
FHIE, VLRI TMAOM & R RT R R A= 75 ' Thag i 2 ok
B Z AT, 1A M TE B AR T o U SR B A N
T J5R 1) 2T 4 Ak R Zh e P A5 5. TMAO RS LAE K
CKD 3~ 85 S0 T S ML FU R =7, 484 ]
A BT BB 206 o, TMAORT DU E B0 K B
121 2y o= O = N = G o1 S B W 7 5
PRBCR DR RS R0 . AR RSB0, A
ST TR 9T BICKD A A 4r 1 F TMAOKF 1 %
S, SR BN, CKD4ME# B CKD3H & IR
TMAOK-H4 22 Tk, 70Hr ML JRTMAOKF- 55
REMEISL R, BRI RTMAOK - 5SCRE IE
AR HeGFRE M. ik, #E—PiEsL T i
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2.2 CKD273
CKD2737& 273Kk A Bt sl 180 %2 4 JR A2 W)

brEMPY, OREAFEMRIREA B ERER T
B MBATAEE A B, b EERZ IS

R EE A R B, EXR T E ARk A&
H. RIFATTRAMATATWAEH A, Rtk n] LRI
W 22 BB I BURIRZY . WERREW], CKD273+
&P R B B AR i TT e R B 40 A A Ak
(extracellular matrix, ECM)HJZ24t, 1X2&CKDH
BEM FERARE, BAAEYHL LY E, B E
J HORIR ZH 2L T e ECMRE B 3 2 45 SREOL,
FEBA M HICKDI B, CKD273 R4 B Ty fE
HiE— %A . CKD2734F N — g AL R 2 1
Aoy RAAL, W LU T CKDR B2 W 5t e
P, I HEUACRHMIeGFRE A 5 5 (145 57 5 A
HURRE, EZRAEWNCKDEH OIME XK. 249
TEF, WM PR SR RN,

2.3 WRERME| MEER (indoxyl sulfate, IS)FA%RES Xt R
Ep(p-cresyl sulfate, p-CS)

T R M| DR iy S ot HH R L AR R IR 2 2 Bl A LA
A TE A ISHIp-CSA2 & H i 45 & I IR BRE 5
F, oS E R AR R A E A AE R R
P2, A4 T IREAIM R, @5 SRR
s /N S WADTE R UM 2 AR T RE R RS
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WER. ISHp-CSEA BN AL M B, 2
B[] JoT 40 0 5] AT AR AR iR ek, 1R B I E) £F
YD, e s b, DUIRIE RS 5 24 0 D g g
BT B R PR R R AR, ISHIp-C Sy . 25 4
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JR 45 F0 7 2 R P AR DS AR HE . R, p-CSHE
W B 25 b B CK Dt J i A Wb 540,

BEERE

CKDE & B IR Z AN S B PR R, H
TS s B N AR N TR AT A2 LT
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TRFR SR T ANE B IRCRE 7, TR TR NV
A A RRACOR GBI I RE 1. 1K RN E R
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CKDIFRIEMCVD. 0 I FIFET A H xR
/z%\[()}]o

B = 1 R R AR IUE AR 5, 06 65 I fi
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