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51V SR VR 55 D I A5 o
S BT

ReyE A A

A R

A

(EHASE K¥EF R & B, i 200025)

wmE

W3 RE TR ERG, F B E R A TR A AL RS R B AT BUIR M R

FEREXRE RGERER, KELRRBZERG 6 2RI A BHSF], X EHIMMASE
M mifds, AR b 25 T —ARG - 5B R AT, MR R A FARRGEEE
# & & . B & LA 48 (renal tubular epithelial cell, RTEC) R & A £ & A FEA LA M Fhie+ o
Ekehmie, XAFRG G RHHMARHAREALEF L EETENR ., AFHRG i REE QR G
%2 ¥, RTEC RE R S EEW HF . RIWAFAKAENMNR, BELZ/ EL@mE. Hem
RS KR mMAR A, FRTHSMUA LA MBI AT R mIe, B B5HREAFRKERERA,
TR R ARG 46 B, ARG BRI LA £ HA RS T RERAT, BEAL R A
BB R RS Aty g T idA2, B MAE L L3, RTEC 7T 462 2 2 F 41548 F15 2 84 41k

RAL B XERE.
KA

8 2 IR R AT A 454, 18 4% B I (chronic
kidney disease, CKD) &% .5 |2 #1282 K £ J% (end stage
renal disease, ESRD){E2IR Al F B 5 H UG %=,
ELRRCA T S N R 2 R R A R R 12, CKD
LT E/PERBU, & FPKE CKD BH AR K
SR, (AR S IL RN 1, B0 CKD 3R £ B Thie
TEUE 38 I B /N IRBEAL AN B /N ) R ET AL, T AR
EWEDRENE S B NERRA RN RS EEE
BAHKHE. BEMESE, B/NESRGE R R 44k
7 & F B BT CKD & & 2 ESRD Ry3L[Rli&42, 75
S B ESRD 1) ERAAEMOY, & ERidEH,
FRE S8 IR NI B 4 () E B R B AR B AL, 2R
MRS A E .

W /& b BZ 40 i (renal tubular epithelial cell,
RTEC) & #H & & EH BEY#IhEe + ik
40 B, 1E 4B /NETR) ) EE A A, HAE B R
SRR R S T R EEER, IR B
BEHRGH PR EES SMATER. LEMEE
NEE SRR /NE R A 4R B2 2 E
Mo AM1%F RTEC 785 /ME (8] R 41 4 At e o i 1
At Aes FooENY, Rk A S F e RTEC £'%
15 R R S P ) S R TR R — SRR .

B NE LBz L AR R, W NE RURET 4EAL, SRR, SRR

1 RTECHYE4IZIhEE

LRAREE 2 FEENEY DG, LS
MEPWEEHE BB T & b4
o P[] SR 2 M R 7 AR B R T R Th e a8
BEENEEHAR, ITHELETR. Hk, @
PR HEFE. K ER TP E D R B S — R E
FAIThREW. HEBRR A SNSRI B B AR
YEF R, DR EHAR R —EBR 2, B
YER “4&1E2E (sensor)” WIIERANITHFRA 2L 4 AR
VRSl E A SR A S G Bu i b S X Y E
B AT HRER, UERYERFERSS,
A KA ST CAE B, B R b R Al ) B B Sz 52 B
BREER, 355 KRR RES T RN 21
I, BESNEATIREAEE T, bR E
AN R E AR, B RS AR
RIERIER N, ZH5HLRLFME RS, SRR ER
AETH EEAMINGENR, AT S8 Z KRB R
MR E R, T MR AEK R E RHB MK
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AR, SCA] R 2 b b BT S U T b B2 DA R AR R e B
—AEEHRE.

RTEC £ 24 B B /B (8] B 40 M, R4 R
HEEREYFIIRET , DL SRR - B 40 o THOB -
F TR, JIE A 40 M [e] S A R T BT R BB
40, S5k b5 e BT AHE . RTEC B IEA
HIARHTE T W ERIRIEAE D A R W TN B, IREF
EAMEE. TR FESARELRTH. EER
$UT, RTEC H 48 Hf T5 i AT % 07 S s A ) B 45 st
TERE R, HELE R FERF NG HWFEEAR
HAAf, 2R E A R AE N M R M. B
£ 7E RTEC Z /5, & LR BEIBA, B NEJAT
i)t RTEC KIH AR LESERE, HZHK'E/NVET
R T e o R aE b B 4 M 1) 1) 78 S5 4 e e o 4
DMEREER, DUL4ERE NSRRI BRRES.
BEAMRAE %A% T #) RTEC R B 4l 555 50 W 7
A Z M R E T5%, RS PURE S MM RE.
FIRIRAS T B RTEC 1] 5 R AL G5 M3 A DI RE SR,
RTEC X 5 R B M, BRI K H Rty A
M FEY R SRS . &, RTEC MR
EYIETIRE, R BRI SRR
4 MR, B M 0 S B 40 BN 18] S5 RGET 4E 4 M,
B3l Z5FRERMIE SRR, 176 %
WABAERAEA, PR R E HALRER
REPROT, RS 5 G Bt UL [a] SR AT 4E A0 1
WA R,

2 BG5S BEAMIMNERE

BB AR EH A T, R B R
HRERIES T, FEERrY AN IR RS e P R EEAEH,
HE5AN SRR EAERERANAE) . HERR
TR S 3240, R AR 2R R G MERE K
AP LR 5 BRI E . RIEMIF S SR &
BT RE R B BARREN L, S0P S5 TG B A
5, W 5HXBE IR YA ER R E DR,
2.1 ERGRERINE

DREnRE gy, MPH S MR . i R A&t
FREELRATERERG. B8R EnE
/NE A R AR 2 S B ESRD 2 R KA 3L [H) R #d
2, RUANENEEHEEHR. BERABEEHL
B BRI A 40 fR i DR B IB) R AT 4E4L
FRFAEU-3,

EEmGP, BMEZHRE. PE. SRR

HF. MFEEARSHEEEFEME, RTEC iEL.
WA, FANEY 5K, ERER, BRARTTRRHAET.
FNEEHFNG R RA%EML. BB RTEC &
B B SWETHREH IR, f5EE SRk
M IOE, BANE R RS2, R AR
SF. BUET. BREF. BRAEMETFNE
FEA, THEEAEREEESUNERG. I
SMETRAG L AE . SR SFIE B $, RTEC 75 H]
Bt B S #MM R4, 5 & EBE T E
BRI T REE LR R AT 44, R BRI EE R A 2
] RTEC ¥4k, &SR RAT 4 i) 2 E 4
M. BSR4 40 i B A 40 35 BR A 35 5 A
FUWRES, RESWRBEKEF. REMNE. 4
MAh 2 ECM) IR M H A 5 M, HE— PR
INE BRI 8] AT YA ERR, RS VB 8] R AR
HIBMEIE IR . Bk, B0 B /NE 8] BUR 2 1 R 3
71, RTEC $# K H 545 J5 5 = B — RS M L ) %
HE, 76 R R 2 B B R AT 48 vt e
FHIVEH B2 ATRE.
2.2 REBEHRIHNEH

7 _R B E U R A, TR TR R B
51 B 4 i S R N34 R 1 A /N () R A )
T E AR B, ¥ AR S0 [ S B RIE Y S
WY, FRFETENERERGERE LB T4
RARSLREOS, WIER S RERE A M, DA R ARk R E
f fE) R A Ah A/ BN WA RS R
Moz R FA AR, 33— 0 (R B 3 0 R R A A e 1
FE A, R GRS, RTEC fEA BRI A E
FPE A RORE AT AN M, 7824 T B 18] T 4 RE S 0 71
fata, H A ER BN S5 R R fuk NV )R
HE, T8tk i, T bk 4 5 40 i '
V) JFIR i, IR S 2 W /N ) B AR B T ARG TE K
F) BE Ly B LAtk M ARV R B A F R A S 84
FaFh b R BC I IER e, He P-EERFEHAIKE
EHLEET T A4S I A B 4 VIAR R, &
5B 5 B A0 B I RO AR, R R R 3l 2E
R ARG KPR, LA JREB B i i
YEFus91, sl BB T & A T 0 41 A 48 e 3T
B, 5 R EE 4 0E S I N K A2 K R DIAR <101,

W SR 40 il (dendritic cell, DC)ZE & shFI4E R R
SR TEFE N e P R HEEE A ATER, WEDRA
THI DC BT R ThREFR AL, R ROAE S [ N
FURTT WL KA, JF1E A RE R = S i 1 A 1Y
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EERE. BRAKHK, TR DC EAEDL P- &
FENFE/PNEE B E R HRE el HE
51 FEEF 8 C RLEESE K DC-SIGN (dendritic cell-
specific ICAM-grabbing non-integrin) 1% ft i& 4%, i
BRETFRR, H5'E /N FRTEE R EEY
DhRESUR # VIHH2C0. B4 DC-SIGN 44 DC #ifft
S FRERA Z 4k, AN T DC FMER R KAE
R, BERIEE T 40 M & 8 s e e N, DA RO JR 4k
5 R s iR v £ 7 T R EE BEAEAC, —
BRI, B RE RTEC H3RiX DC-SIGN, #/R523
RTEC v it 40 fu %% 434k, AT LA DC B4 fuThiES
5 R R AR AR A0,

3 RTECEB#Hi{7BEMEIMNEHABATER

SRR 2 HFHE R B 0, 7R &R RSB IR
ARES, RTEC HIERLEZFES, MEEESS
& . RTEC{EN RIMA LR/ AR TS5 B3
WEBHRGETBER ST EREE RNEER
£, Hg R B E AP Oomiy.
3.1 FERENMRRERRAHELEF

RTEC Z ANl 5, nridid 8 4w e
S FT = — R BN RAEAN TR AR A4 F, TE Rk
Mg tF S 58y KRMRAERER M. @ RTEC
ARk Z MR 3 F A LR F, ICAM-1 7 RTEC
HERIE, TRBE/NEZHEFEEEIZ3,
VCAM-1 MFRIEE B8 AR AEH M A EAH R0,
JRERA T RTEC & R IEBAHEFEF TGF-B &
HZH LA, SEEZWE/NE R FRREHRES,
ECM 7 & (8] JJ i 3 B AR Je P At ks> 2 5 [ ) R 4F
FALRIY R, RTEC 7 BURA % R & %
ECM JHIVAKE & FN B 81 % H KBTS
JR, MY REHRR T /NE R ERBERIBEER 1
B, MARESERED, Fh, LREEREDESR
E 5 MMP-9 & HAMHIY) TIMP-1 IR IEZH, B
RAEA RN (R SRR B B AR, 5
ThEe U B 3% R Bk,
3.2 sEATIER

7E 'SR A B AR, RTEC ALl T RIA KR
RIESFRE S FITHEPUREE ARG, &5
VR R B P B ) G R I R R R R

G B A BN B S, 218 EAVER RN
BFMGERIAA P& RIS —ER 2, T ERM EEE
R R G 53 F IR 3Z 44 (pattern recognition

receptor, PRR)IRFIEIELHEW LPS. BREHFRES
KREEDFIE .. RFVEHBRE, TFHRRHIR
1k A %4> FH#i5 (pathogen-associated molecular
patterns, PAMP). PRR i& ][R 5|15 78 BEAL WV 5,
TRERZA T BT = AR Lo 2R 4y, 056 ECM H i
EHRER. RRIBAESHE. SHEEA, DR
PARTTE A . R R VA T 40 i R R 5
PRR LA M. ZMINEES Z 040 THLR MM,
B UL Toll HESZ4K(TLR). C BIBER(CLR)Z HRE
fIPRR, AMYAE B A ) 1o G B JR A4 IR F s ik i o
BEZEEH, H5 505 S %2 5OE R 5w
f R A R R 2s~281,

PATLR A%, & &IAFI A RTEC H40 st
Fik TLR2. TLR4, B EHGHIAESF IFN-y.
TNF-o.. LPS %515, 540 A TLR Al #E— i i NF-xB
®2, (£ RTEC LiARA#LEF, 25 RTEC
FH B NEU T SRS R, BARKRTLRIG (LI
AR AR ENARE T EEREESSE
JERAH220, ZE BB S, SR8/ RTEC #id Bl
#IRTEHE B5 TLR AifE, %1% TLR2 f1 TLR4 i&4L,
FH R BOE HoAth RTEC 8038 1 % 5 40 i r= A a4 81
F, TR A E I R E S RN P R EEEE
R, FIESATHE B AT FEH, RTEC FIfE
) ECM 7] P= 4 B A7 7E YR T TLR Bk, FBvEfb
7 TLR ¥ %5 40 B A0S Py 40 i o0 b 40 R 7 ik
HF, HEFEZRIEMREETHR, FERFEMNE
V') JBR ¢ RE AN £F 4 44 132-361,

RTEC 7Ei& M S RIS R EEEEH, BH
5 JR SR A BE AT RTEC B A HUEGE 5 40 B 1E, T
BEARIE S5 FIERRR T 9IS MN, ZRa @
5THMRIICTLWAEEAER, Bahsdy K8 %%
RNE#f. FREUESH, RTECEARETR. ¥
R ARSI LR, RIEMHC T$iR. B7.
CD40 FHE 507, S EBE T AR R LAk EF
P, I R BE S IFN-y. TNF-o. IL-4 %
WEe, #—5 R, RTEC thEik B7 FKiEH PD-
L1. B7RP & 51144554 F, I A A PD-L1 M#[E
1 T AR E T, TGRS 4 23 % 52 S i 453455 142,
RTEC 4 7] i if B7RP-1/ICOS #1B7-H1/ICOS-L 242,
TEHUIRIE 2R v AN HIEE T 4 MUiE AL B0,
76 40 AR B VE FE P AT T 40 IE /s S0P 4, DLR
Bt % PR EF IL-10 %7=4, # Thl A Th2 K&
MRS, AT R i R 0 e B R MY, S B it 15 B R AR
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P U,

4 LIRTEC ABHREH {5 BEMIMET M
ATHENZIE

Zx LPTiR, RTEC AW EMREN IS Y
B0 SR IR B R R, FREA R RE T, WA
REMTLRERR G5 F, W REZEA TS
ZAHEAER, 25 FHES RER REREHE. 55U
HFRIEW MHC IK53FAILESHF, PREIIH
IR T A SN R IR, 551 N Fk kY
FIAT . 5AAN LR RIR, RTEC 78 4 E B F R
T th ik DC#r&ES T DC-SIGN, FHil it e
AL DC B4 MIIEE, BaIS 5 RIERE RN,
R RS I F B RTEC 9 DC-SIGN i, Al REA
RAZMERGTRFRPO—NFHFIEE.

P- i % lectin-EGF M SIS HUR AT 141X P-
ERER PR R TR R — R pug e . HAe 8
I T4tk SR RTEC A EH P- EHEER
ik, FHb B EA T FIDCEE A E 40 W (8] JiR i, -
A HE R 28 PP BUAT 40 B 7 308 e ECM BG4 IR
T, RS /NE 8] Fop B U M e B Thaer), R
FIH P- EHERPENFMF B, \TTHDC B3h1Z
S8 /N B AR R A AL TE R, AR — R )
BivaFB. IEHARIL, bid Pl aT el & R Zs
T DC R P- i EFB C BlEEE ) DC-SIGN
ik, B A gEiE I NF-xB 22184 DC R 51h
feue, H—B R, ZBPUHEET VR R F R
T RTEC K DC-SIGN KItf5 54 FRik. FEMkE
AR T P- R B, 456 T DC
S JOREG MR IE, FIR0%] RTEC B DC-SIGN Ri&
FE DC R4 BREIVER, AT R0 BERA T 1 =50
RAERIE RN, URTERRGEE.

5 REERE

Bz, BEEEEYH¥IEEN RTEC £ E 41
JAERER B B AT, To i RS TLRE A (R
W25 5 E A R RN, e RE MHC 1T
KT RIMF S0 FIashE N S N, ¥R
FEENREFEYER. £ LRidEYS, RTEC BES
5545405 RS MR ST T i A A, TR 3Z H
WHEAT A AR, BEAT 5 Rp s e 2 AEH,
HRER G R R FEAE BAR B R RERAT, Bk
2 5 4S5 U R B AR AL EE . Bk

A bR AR SR A VR AN T B Y O FR Y, AT
e PE B B G 4 R AR R R R . 7E
Heab b, #t— PR RTEC 72 B Hi 0 R 5K 4
R TIE R, ULRCRECHE 2T P e, PIRER SR
3 TN AL TE AL IR 9 B 3 O SR8
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Immunoregulation of Renal Tubular Epithelial Cells in the

Renal Lesions Microenvironment

Min-Chao Cai, Jie Zou, Tong Zhou*, Chun-Di Xu
(Ruijin Hospital, Shanghai Jiao Tong University School of Medicine, Shanghai 200025, China)

Abstract Renal tubular lesions and renal interstitial fibrosis by different causes are the common processes
of chronic kidney diseases developing into end stage renal diseases. Inflammatory immune reaction has been consid-
ered as one of major pathophysiological mechanisms in the development of renal injury, which is mediated by local
microenvironment. Circular injury-repair balance and disequilibrium determine whether renal tissue get repair or
develop into fibrosis. Renal tubular epithelial cells (RTECs) not only are implicated in immunoregulation of renal
microenvironment, but also have abundant biological functions. They play a critical role in the formation and media-
tion of renal injury local microenvironment. During the beginning of renal injury and following renal repair, RTECs
not only express different kinds of adhesive molecules, chemokines and mediators of inflammation to recruit foreign
cells, but also can initiate and mediate local inflammatory immune reaction by transdifferentiating into immune cells
or fibroblasts to undertake immune defence and injury repair or participate in immune injury due to the persistent
injury factors and repair disequilibrium. Therefore RTECs might be the critical factor to determine whether renal
injury get repair or develop into fibrosis.

Key words renal tubular epithelial cells; chronic kidney disease; renal tubular interstitial fibrosis; local
microenvironment; immunoregulation
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