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Biomarkers for long-term survival of renal graft. recent progress
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How to maintain a good long-term graft function is currently the most prominent problem in renal

transplantation. Due to inefficiency of the existing diagnostic tools, extensive studies have been made to search for novel

biomarkers and have made rapid progression. Here we aimed to make a brief review of important biomarkers that have been

shown relevant to the long-term outcome of renal graft.
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AN B CAD B I X RS & BT 19 A5 IFTA #
IR, EMTEAL N CAD AR &4 (8 BF 7 48 43 T — Fh B
7 ¥ TRl A ik — 2P TR AT TE & bR S W TE CAD i B2 g
WaYIHLH 28 5% T 3R, Quintana %07 )58 5 TC AR 10 19 5 =
EABAHT, IS E T — TR CAD M35 b e 55 R 3k
MR A BUE R, BN S EYE RN A Kurian B BF5E/D
SN JH AR 1 B0 B AR AR S AL 8 A 509 A 5 b/
CAN KM & F bR &0 .

1.3 #ARARF  Hu %S58BS R R S B G A
)RS 1Y) A R R R AT O A L 45 R 3 B 2 HE R B Cacute
rejection, AR) ., & M & /N & K 3E (acute tubular necrosis,
ATN) BK 5 85 5 B & CAN I, £ Bl R 0 — 21 40 g 1
T /A TR B, BE— PO R TE S B B
i,y T4 % %5 E 1 10 (IFN-y-induced protein of 10 000,
IP-10) Al y THFEIFE R A K F (monokine induced by
IFN-y, MIG) Y 2 15 W]t T & . i B0 40 g & 4k & 1 16
(macrophage inflammatory protein-1§, MIP-18) il & {4 ' &
(osteoprotegerin, OPG) W 5 18 ¥ &% 4 4 3 i = BE A0 560,
W LA b4 AR bR R AT L) ROE S S I R Ak e
oM 4,

2 SR
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G N 5 5 H RN T R R A & & AR s,
2.1.1 IP-10 fEA CXC F Wiy B 2 a1, TP-10 J& ik L 40
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A A I3 5 7K P 1P-10 fE R4 R B AP KW Bl R R R,
Matz %5120 58 3o 4 I — 241 5 B A 52 & IR WP IP-10 A9 mRNA
MEARER K, EMHEKTES5BHEAE 6 A1 B0 HE
Yy BEAFAE W35 A 56, -8 TP-10 W] REJE B B A R K 101 il
JEAER— DR R, Mad ZD %P BEARE 3 A
152 3 BEAT AR TP B TR 4G, RT-PCR A3 T T 20 M 38 3%
Sy 18 5 P F (regulated on activation in normal T-cell ex-
pressed and secreted, RANTES) ,IP-10,C3.CD3 & CD20 %
AR F R F R R L, SR X3 A Hﬂsza
WA LD IP-10 s KRB SBEAR 1 FENBHAYAEA
HWTAARR, &/T IP-10 mRNA 7] RAAE b B 3] 750 0 *Z*E%Sfe
Ty (2B W i s

X ¥ 1P- 102“?5;%11&)%& R R R ZHEE
VRS T U 32 kR BT DA 2R R
B 1 N S SN B B A bR RS (B F ST B L TP-10
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SR S B FHE Y, TR TP-10 XL T 40 A Treg 400
YA AR . FRATTHREIN L B0 2 by H 6 VO Rl A0 ) £k
BERFFET IP-10 5B MY AF 1 Z 18] /Y 6 G, 33X 3
b — A5 B 52 5 WF 58 00 LATIESE
2.1.2 MIG MIG Fl IP-10 #B4K#F IFN-y (450 i, Al )@ T
CXCR3 @i &L ¥ AE1E T B AE W BT i e 4 i b,

N IP-10 —#f , MIG 1 Ry B 01 B R a4k PR 78 40 4% B b 3R 3k
H N, B4 b CXCR3' Thl 40 Ml % E M VR H 2, &
AL, WIER M /NE R 5 IFTA k4 % V)t
SCT B, A2 W I PR /INES R R TR v A Y K
TFIG A HEE X, Schaub %M M BFFE £ W, R+ CX-
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FEA 3 M DG 4R 7R L W] AR A A O 8 N AR /N A8 4405 1 S
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WU 1432 W w2540 ) B8 T 8 S AF 22 3807 199 B 8 2000 1 370 B AH S
25 ) $ LR AT /R HEE A
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Fab I F 2 —, CCL2 7ERAE I8 55 AH OG5 995 19 IF 53 2 A
MRAAATFER A Sy P I 5 AR £, Ho 480 5@ o — It
111 1905 B il 52 3 1 i B P BA B 7 9 L F ELISA R4 B2 b iy
P JR WK CCL2 . CXCLY,CXCL10 Fl o -f 3k 25 (1 9 K
TR EL ARG 6 AN A B CCL2 KF Y 24 4~ A Bt iy
IFTAKA A 2 Dy 56 il 5k 2 IR 240 7 /R L DR 4 A4
PR A CCL2 K 5 M A DA . BT
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KIM-1 B FIE R W0, AR CAN () — Pl 2 25 700, 445 37
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W AT LA I B B 3 R A M KIM-1™Y, 8% 3, Nogare
SEE S X 59 B 3k AT AL M O R Y R H /E KIM-1 mRNA
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B 45495 1 s e A
2.3 g Ak R F(CTGF) EN—Fl & 48 1k 4 4n
HL K F , CTGF 78 £ 45 ¥ WEFE PN 09 4 B 1 2 E 4% 19 &F 4 4k T
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lial-mesenchymal transition, EMT)™4 |
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PR B CTGF /KB 8 47 %k BN TE A 8, EL 5 0 4 1Y)
CAN Fy 5% B 45 LA 56 ) Bao %5 i J5 3 i Ci-ELISA 5
BRI B M % F IR WP CTGF, & B K #9728 46 15 1l
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MR Y CTGE 48488 T — Rl 47 19 7 i . SOl 98 8
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2.4 HFEEERMEM IR A -1(PALD)  PAT-1 7 B T £ 4
b 1 AR A HE S G ARk AE CAD A /E B H
R3¢, Chang &M & #, B BAEA G R B0 K b PAL-1 1
IK 55 RS A B 040 48 B0 (CADD Be I JIL BT ¢ B 5 W 35 M O
P, 328 PAT-1 A RE A 00 CADI Al 47 B9 B bnas . R0,
Azarpira 5 i+ PCR & RFLP 4347 878 . PAI-1 R £ %
Y5 BRMZHE KA CAD M e, HAE CAD F iy 7 )
BWINER Rt — 5 KEEAR I RESS,

2.5 ST CD30(sCD30)  sCD30 E—F kT T i
S of g e S I R SR R TN = - - NI
F LR sCD30 7K 18 2 | F AR FEEY, KA B i B v HE R
SN 572 745 H sCD30 % 3K 7K F 1 3% = F 018 1 HE S 41,
TS PEBIF 5T W L sCD30 7K 5 18 Ml % S 14 & AR R b
TEAE G, I BLBCHE R R TR (PRAD I 0% 1 B8 i 3T,
Delgado %) 3 iz %€ S Sk v A6 T 1t 2 P sCD30 Y 7K °F, 3
BT T TR 5 AR A RTIE M RCT 86, 25 R R W 5 B4
A JF B ML T sCD30 1Y 7K - T 2 B8 A8 Y 4 A7 0 1 —
AN ST FE R P L3RR L3 sCD30 7] LIRS CAD — A4Sl 47
WA b A

2.6 Tregtafeta kA B Treg 4l Mi7E N T8 M5 fe 5 i
ZRBEY KM FE D REREZER., AWREN, 58
JE KB TR M Z A R A MR R R Treg
20 Hi AR DG 3 AT A 2238 I 3 IR AR L B 7R 1 1 B TR AT BE AR A
FEM bR AR 52 01 1 HE TR 0 A T S 3k B R HE T 32
B, AT Twase ZF50 38 3 4G I 1M 3% P Treg HBELIAE
LM B R ik, KBS ThRE R B L 18 vk HE IR B0 W B
Bt Z# 2 I Foxp3 A F 24 7 KBRS B 19 2 #F 1L
Fik , F Toll HEAZAR 4 B 1 A4 5007 810 19 5 3k, T LA
Foxp3 A 56 M dc 3 , £ 7% LT 8 Al o 5 401 TOU i o 0 v
& N A s 7

2.7 HA TNF-o JErH FE WA M T 400, ARG
NG B 4 AE 5 4 W A — P 4R I K7, Sonkar DTV 5T K
W 5B E IR E iR E M L7 R AR 2B MR R
SR B L ML TNF-a B 7K T2 80 55 0 45 1 8 3 A G 1Y
Fhim IR LL 45 pg/ml FE 18 Wi 20k B0 1 HE R SO I 1
FAE . 4R E A M (MMPs) . CD40L %5 i T 31 4F 3k 1 A
FARBEAR L A ——FER

3 &

ERARA SR W AR R W B 5 R | RRR S L X Il

RIZWE GBI & R A i B e S B L 1t A
TG AR AR A B Z AR (D EAEYREY
14 7 5 M AF 9 v <A R b R 0 B S T R R T R
AR 6 2, X LT N I R 1) 75 25 (2) ol 3 R 32 3K A7 A I 1)
S A5 A B AR A I R SRR TR R B B )OS )
K L AR AR W T e R T Y R AL R RS 52 A W (3) 1E
CAD bk I TF 5 v, 5 56 510 4% i R[] g 24 28 ) 4% S
25 MA T 3 5L CAD 1 4% Fhps B 22 (8], 4 i o4 HE /& L CNT 24
Vb E R SH R BN BRI B I R IR T R R 5 2 R
5 (4) B AT R Z 80 058 2 4 vh F 78 7 AT (9 8088 L 76 DU
NH TR R G IR .

R, R EL W F3E 97 CAD 8L CAN MM 48 25 % M 9y
T8 AT R ST A5 A R AL RE 5 25 ) 25 A ORI B A
9k 3 2 TR N S W R A ) G e RS LN AR TR A S T 1 A A R
Yy 6 I 3% A% Ay A ) A

4 FlERihzR
J A VR 75 AR SO B AT AT 1 25 v 28,
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