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1 Bl T KRB 2RI

RN B RA 5 AR, GIE N i, g, e 4Eaniu. mUler 44
PAS bR AR, i 1 fros, B S e 4R A B R A SORGE i . BRI, B AR
YA, B UL A1 T 4HARE. T Ak A ESUR AT 2> Jy CDAT T ZHfiid At CD8* T 4HJifl.
Hrp, CD4* T 200 FZ MBI T 48/ (Helper T cells, Th 4HAE)FIETHE T 4
(Regulatory T cells, Treg 4Hff1), R 4HBhEY B 4R EMEANMTGEIL; CD8* T 4 3= Eor ik
NANMEEYE T R EL40 A (Cytotoxic T cells, CTL), Be%FA MR i#R400, tLinftRigif. Th
YA 2R, EFE: ABHPE T 400 1 (Thl 40/0). 4HBh e T 400 2 (Th2 401). B T
4 9 (ThO 4 fE). HHBIYE T 408 17 (Tha7 408). 4Btk T 40M 22 (Th22 41 L) FiE i 4 Bh
PE T 40 (T follicular helper cells, Tfh 2 2)%501. Thi. Th2. Thl17 J Treg 42 B i £ 2
ff) CD4* T A ERF20), WFFiiXLe CD4* T MR LM B FORT B U e 88 SoHA 45 1) 52 il
TRINEAL 20 T G e I U120 R AL I e
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Fig.1 Immune cells in the kidney
1.1 Thl ZHf

Thl A2 2 MR e e s B F T-bet A —28 T 0MRIHE, FEWTIERE
(Interferon, IFN)-y. H4HiE/2 (Interleukin, 1L)-2. FREIAFER-F (Tumor necrosis factor,
TNF)-a A1 B (B 1), FEal sz m 400 wh 1L-2. 1L-6 252 R M4 R 7, Thl 4Hp %
2 S J N . IR R U N (Delayed-type hypersensitivity, DTH). CTL 4 fitd il 21

H SR A5 41 (Nature Killer, NK)J#E &8 9,



Thi 4 7 B IS A AL R 3 AR . — 5T, Thi 47 B SR A0 R s 2 e
TR AL R Bl BNV RO — B B e o, R R T 4
R4 Helmut SEROE R /NERTE B /N BB A 21 CDAY T 4HAAE B I 13 J5 IR R, i
AT Cxcl9, Cxcl10, Ccl3, Ccl4 1 Ccls BLE AR T 3244 Cxer3 A1 Cer5 f) mRNA
KT PERAE B /NERIE Y 2 rf Th SR 0SGE I/ T FUE SO SR Th ZRAR SR N BLUFF
AN T AR A AR NER B R R R, R Thl 0] e (et B /N eR 1 2 ik
JEIL 2, oAk, B BRI T Thl 40 204 IFN-y A TNF-o0 /KPS T, i
FEVEFIEZ RETANESNAITF IL-2 S /K-F N BE, SR BE R B 0 588 1 Th 48/ 1L =
U, 7, AW FURGE Thi S RT e AR B 0 10 070 AR 5 30 44 B A D
B, B AR R 2 UG B IR R R I 4 R 2 —, 5 BRI B M 1) 5 ple 2T 4 4
PRI ST A AR A L B R AR, BUA T SR AT 4R S Th R SREN 1 SO0 S B
B YIS, Yi SIS BLER = Thl 41873 AL E 77 1 T-bet J= DRI 5k /s B 00 PR A L ZE =
FEEIR IR B ORI D « EF AR R FERRAIG, R WIMA R E Thi 2000 0 (v Jal e e O 182 1 43
Parp e YA BERE .

PAEWRTERRET Th ZRARAE ' /NER I 28 S 5L B I bl RE AR e b AR AT, oA W U
YA G AR T R b, T REIE HE S A0 A I a2 i A G A A 1 A, DR 4

1.2 Th2 4
Th2 A2 —2 USR8 IL-4, IL-5. 1L-10 11 1L-13 ZE40 /0K v 32 1) CD4* T 4l 7 3
(B D), B2AE5165 MESEIEEE 6 (signal transducer and activator of transcription 6,
STAT6)FI#4 5[ T GATA 45445 1 3 (GATA binding protein 3, GATA3)[AE1el, Th2 4 i
A4 CDAT T 4Hf i) Thl 4l 734k Th2 4iid il Rl 2 AE R 755 B ZH ™ A S e sk iR
H o RSB L B N R A MR EORIE R 1, 5 AR S B R i e I 1R 7 A DR 28,
Th2 4il O 7E 2 Tl 1B S 28 P 2 A8 o A2 i tB R ORI I R — T 5 R 4G
VELLBEARIE A R B S Be i, i S & B IR ARG .. Malarvili S509%
IR GPELLHERIE B ML A IL-9 A IL-10 FIAHEIN, H 5500 /™ 58 B 5 1EAHOE, R W] Th2
YT BE 5 RS BERIE KA <. Stangou ZERVE I BREE 4 A (Immunoglobulin A,
IgA) B [ 2O BUE /N ERIBEA B M G 25 L B/ INERBEAG AT S N[ B LT 44, PRI

IL-4. IL-5 A1 1L-13 4§ Th2 4l fuft e & MR /K P T 5 . Deng S5RUTE IgA B3 1 70 KBS



A1 I AN £ Th2 gHAR H 38 2 2 R F 1IL-6 20l i n. B4k, Liu ZER2RHE IgA
B B I LI CDAT T iR E, it CDA FiikHEsE /N CDAY T 4ifd)s, 'HIE
Th2 A LE BT, Sl R P 265 S (0 AT Al B 25 3] s il R ki S s AL Y
Th2 4R 7 CDA* T sk /N BV LH4EALRESE, ZRWT Th2 4R T Il ¥ R 4E ALt A
IXEERIT ST ] Th2 GHA A HL 70l IR 240 M0 A 56 55 M T 4 A 55 i 30483 0 e A v A HE e s D

FEMERRIG UL, A4K ThUTh2 ZifiAb T a3 T HRIRES, SHLR 2 BRI e 5 A 15
Pilt, Th1/Th2 iR FTRER TR, HEMSHE NAZRE, RE CWEE R Thl Al Th2
A BAE B /DR 8 BRI I AR VAR 2 S5 R O T v B, (R AT AR S
PEVERR PR M AN, AL, BRSBTS BISMIRAL A R A T3 Th/Th2 4
NSRBI, AT RERE T TRNNETT B IS B — i i 5% A SR

1.3 Th17 4Hff

Th17 4 DAk 4 H B A O I 3244 v t (Retinoid-related orphan nuclear receptor vt,
RORyt), 73 IL-17+ IL-21, IL-22 F1 1L-23 Z5E4H g PR s i 4k Rl 52 4:(C-C chemokine
receptor type 6, CCR6) Y= EAFE ) —2% CDA* T 4 v (B 1), i85S H g g0 g 4 ik
R % DR~ Bl 52 B v P b 240 950 T 5 MU S s P45 3 LA 1 & e e i 4 251,

Mok ZE200% BSR4 BB I IL-17 AP B3 TR ARE, Jakiela Z5207F
ARIGHEE 2 B AR L, %85E H Th17 400 A5 It & o Orejud S 2817E i vk W Bl ik R4k,
AR BT 2 A IR X Skt R B Th17 diiff. shah, ZhAseibti kI Thi7 4 5 mk R
fi. WA K. Gan PN HBEL AN 190G HUikIGE'E /N RE 2/ AR, RILE
IL-17A FEBR/N BRI BB NERE RARAR, B E AR B3 b, RYIZE S N ERE R
SRR Thi7 ZHMr] B/ 5 IR & 4L . Mehrotra S5 BOVR 7 i I e Bh BT 1k T
Th7 Z0E A s S B B0 K R R e A . RN SEge . Yang S5BUAI T IL-17 7
BUFACN BT it /NVE B g S5 AT 51k 1L-6. 1IL-8 2RI B R4 4> 7 1 (Kidney injury
molecule 1, KIM-1) mRNA ik S 57 & it B, 40 i la) A0 B A AR 5S35 CDHL Rk R
BEA B R B A RAIRD, SN IL-17A ATRERCNA S IESS M RN T RERA, L5 B Rk, Thi7

10 A1 5 1 S8 S S 13 A0 P9 238 o R 46 S AR
1.4 Treg ZHj



Treg 240 70 9 IR RIS AN IR, 2 —RRIEHFE K K- FOXP3 ) CD4* CD25* T
SHAREAE, TN A A B AR 434 1L-10. TGF-B 1L-35 S50 48 41 i K - it A 454 B 4
RERN . LB R TR (& 1.

Zhu ZEBARTF 72 5% BRI B L SR AR I Treg 4 A EL I TR, Bl 1 e
TR [FRE, JRIETEE % B A A M Treg ZRARLLAY] & 2K TBEAME, R+ FOXP3
MRNA Fik T, R Treg Z0AR I REREE 1 20 T 52451085 360, £ /1N B F FFE gt P A6
Rk, Treg %L HAESR G KA SGI4 %, TRESR BOREAE Treg 40 I mI i il sl 42 B /N e 43
13, ORI Treg AHMLLE R WA 548 50k R p n BB 3@ I 40 d oAt T 48 A6 07 98 14k 440 it 1R
3 WA SEEEIL T 381, Yao A5 EOVFI A BEE Mk fi 4k JAUNE b Tha7 2 RIS bn Treg 40 wT vk /)~ B
TIEVEE % P e E A TR EGE B B . 45 LTI, Treg 40MLYE B HEH ¥ K 8 rh
AL EEAEA, $m Treg 4 A LL Ik Treg 40 AR ) M LWk IE I LE TS S0IA T7 B W0
i LA BRI L 7 g0,

TEAERERE LS, B HE Th7 U R FEGE R AEF, Treg AU RIEMARAER, 7ETIAE I FAH
IR, SR, 24 Th17/Treg UM FHRIRAS BATBERS, A S 3R 85 R A4 36 L, 48 Th17/Treg
M T RE R H B L JORE R T WA U B WA MG 5, 3 U RGER R Y
Thela o, KL, 7 EE— B SR IR S PR 0 B IE Thi7/Treg 4HAARZAS L],
YRR 15 IO LE S T R AN ) I i AR AR R 2 AR

2 HBHME T B ESMNRAL LY 2 B Bt 1R A

S Y (Xenobiotics) & FE 7E N AL TR RSN R P A7 AE . 7T RE S MRS HE AHL
&, FERNEIERE AR R — 22 el F AN A O B JE . AL
TGO, KAIRRY) PMos. G0KMPRL BERIEE (R D, B, Yok, =5E2HM
AR, AU AR I, AL SR R e e s e 174849, TR S0k 7 ik

A Th AR BT S Be B ks v AR A
w1 HNEILEY YR

Tab.1 Classification of xenobiotics

P s EEE Y R ZH 3R
HERE TN e BEEJRER%E T 4.50/cm? [50-51]

(K, £ RN (15
R



RO ERER BIE A HG R 8 I R B [52-55]
IG5 GRS ESRGEEHEF
EEDIREE S PR A I EY . 73R
IRE NG RN T A A
VIREE SN S
HRMBATHFUEHAE KR 2 1% 4 [56]
ERAK MEMED R HEATE 2.5 pm K LA
ki
AR R 8 NI TR AN TR AT =YE RS R R YR AL [57-59]
TORGB IR RL, 4L 4
| HEE USRS
R KR T FE K AR AN TOAR ) o [60-62]
SORLI P AR A, RO b
TR
= Tl B 7 P B B AT AR [63]
MG, 5T RRGE M5,
XE S B EA
TEH

PM2s
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it

TR

it

H A A 24

21 ERFHRHEHL

M5 G AR Bk 22 g 2 S RN UA SR T fE R R . AR RIIR . 8. . 8%
LHE e AR mME LLEL B, K. BREEREEANR, S MIRAE 7 A6 263 B
FENIZA TEESRE, SHERE FERE 51,

Langworth 25040 Bl 55 TR 8 TR JRAK & M AUEF K38 & T A 2 5 N,
PR NBER B 58 M B0 R A IEA G . Kim ZEOLE 1 BALB/C /NROUKR#FET 37.5
ng/mL 7K 14 d, /NERAME ML A L4iE H TR g s, BT Tef-a. Ifn-g. 11-12
EAAe MHC 11 25 58E K 7~ mRNA ZRIEKF- T, i E ) CD3*. CD4*A1 CD8* T 4 fiil £k
HIH/D o Pillet 51001 25 AL ) MV K BRANMER TR S8 BEME I R BROK B 8% T 25 pg/mL &AL
28.d, KILZEUPEFMEME KR MR T 414 CD4A*CD8 T 41 Lb B AR F AR RIE 2, AT
Bt SRR 7T 45 G JF S ERa, - SHEBE RBIERE R R G O%, SRRt — 55 BRI
S ME R A RN S 56: Z 0 1 1 A 5 R PR e 3 B A2 1) DU HH RO 1 P o il 88 3 T 51 A g i
R T IR e 55067 68, Gera S5O 11 BALB/c /)Nl 28 T~ 0.038, 0.38 #ll
3.8 pg/mL AHEREN 7, 15 F01 30 d 5, 'WHEZHZUE 52 A g sy, i B RR AR AE CD4* T
AL LL ) 2 G, PUUE Treg 4R B2, RIIME R S TG Eh T A1k,
MITT ML S D RE o
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SR, H TS FOOIE S IE T M A tE DL AR AR BYE T 4HIAE &R 15 3 1Y) S
iR DAL, HEOYE T SHARLE )8 75 T W R 05 o R IR T 78 2 R R LA R0
) — N EERT T 1

22 HBHEEMERRE R

B HGRYHR K RAAE TS D I BT R AR i i 5 B LA &40
BFERIGE . B RERBAIIGLRY, LI ZHTR . SRR AN ),
PARARZ) . TSGR 2505 N LA B HLE a2 R HLI5 JernT LLS 80 15
B G I N o 4N, Wang 2515315 BfEYE BALB/C /N & J kB FE =& 207 20d J&5, i
PREFEFAWUEF KT, B UE 98 20 PRIV R B /N b R 4R i A8 14 . Coutinho 251701
PLMEM: Wistar X5 EA 100 #1500 ng/kg &AL =T =4 HE B 0F 15d J5, Bl HILEGIH &,
FEREREA B ANERGEAR T . TR R A RIRE . Fang BB FOIE S/ BRI IR TR 14
d £ SEUARE. i BRAI T E B PEAC, b, 1 mo/kg A9 T ERACHRALN R BE CD8* T 41
MEELI T F%, 5 molkg 4 ERRAL LA/ BRUME CD11c*. F4/80* A1 CDA9b* i LL ] T %,
[F]ISE AL Th 4 FT Th2 48 (AR G R4 MR 1 IFN-y AT IL-4 73 WA/ . Mustafa 5506
W9 R C57BL/6 21 R ke T %05, 5 po/kg i ZLHEE AR RAT CD4 CD8* T 4ifitl
GRS, MEMEFARIKEESE CD4A*CD8 T LGRS, BT AR/ RIS S Bk h G BRI
FURVE/NERAMA C3 IR, 378 B 3e 85 vl e S B RN BB ANR'E R AN B & 1)
BEUE . ZIRGTIEFR R —FhE AR, BB MEBUE A e bR, Mtk BALB/C
INEGESEDL 0.1, 0.3 F1 1.0 mg/kg M s S ZEK5ER K 5 d, MR CD4* T 4 ffif1 CD4* A
CD8* T 4fifitg b fgil (&35 N R0, DL ERF AR A NG R ] S8 e e dett, LERIA
. PRESE Gae 28 B ARG . T A0S Ak LA ST L p i 9 R T s, NI AT B S o) U 2
I 5 AR

BRI, TENEE S0/ B S B R b, B CDA* T 4 i, #8614 Thi
1 Thi7 4004 H 32, B IEREE Treg 41 mJ $2 s g b 31/ SRAF S 26, PRAGAR 28 40 i IR
FNE 5140, FE9E PIVETE Treg 20U N ISVEA 15 5 (17 BS54 5% 731, bbb ] O,
ARG Gl B S AT T 400 Thl 5k Thi7 4nfsrik. 0% Treg 4, %S4
DRF 4, AT A5 5 A8 9 A

2.3 PM:siBSHIB#HG



KAYBRLY) (particulate matter, PMas)$5 2 I GG HARLE 2.5 um K LLUT BRI,

H 5 G NG IR R G50 A B B R A B0, BRI 55 PMos B & R, (HE2
B 5 G AP R ANE R4, Liu SE0STR) F G 85 S LU TE BOR X AN F] PMs 22 85 /K1
(M NFEMLBRE AT 00T, RIS 5 R Re B R H3K27 LB B ik sk, 42
7N PMas A5 N JRE R G028 S 8K 7= « Drrela 256U i BALB/C /N BRA% IR 170 mg/kg HiKk
PG v 5 2 RBVFRR Y) (BL 42 0.3~10 um) 72 h J&, /MR B ARam e 25 B ok, B 2 51
TR AMIE R CD28 T 4 i 43 Lb 7t 15y, CD28* T 4 /5 43 b B, AT 51 S S Rt &L
Chen Z£UH 5L K I C57BL/6 22 R 5 8 T PMas J5, JELE- CD3*CD4* T 4uffiii %, M
JEACH R CD4*CD25* Treg 4B HUE /> . 53— TSEG R I ICR /N & T PMas J5, 1L
VR 1IL-12 F1 IFN-y %5 Thl 4B ARSI R 1 i %2, CD4* T 4l 5 CD8* T i Lbfg] T %
8], Aztatzi-Aguilar ZE00% BUENE K RS PMes 785, 105 AF SR bR 15 /N Ekag it
FATPRAR, R TR FE RS p2-tkE g, W R R IL-6. IL-1B. TNF-a.
IL-4. 1L-10. IL-17A. MIP-2 S8 R ML TRV 1) 35 T F%, RUIEMEIE PM,s B AT 51 E
JUE P9 S ] . LRI DA R B T AR BT RS o X SR ST AR AR PM2s 2286 1 5] R 45
JIETE N (0 28 28 B R AR B RO, BRI P DR I s B 40, (R T 400t A E 4t
R 51 B IR P AR FAOBLRIANE 2, 7R RN B 9L

24 GUOKAPRLE SR B WA

R R —Fh =4 RS 24 — 4R BE AL T RGO IR RL, T2 R F AR 2
POt £ S AN o B AR RS AN T34 0, A 2 4 A SR 52 G 80,
YPKARL R BE v] FEUE HAB A A S RE B, BN, Heidai-Moghadam 5E74E 50 mgl/kg
UK EA MY KB 14 d J5, MSRIRER . JULIERIIR 225055 B E B ibs /K P T,
B NE B LR MR R NER B ARG N, R IIK A
AT SRR U G e B . ICR MEME /N B AU WIRTEBR B 9K A Bk 28 d )5, BRIl 4
PP, IFES Th2 RIS [RME: SRIRAVE WRTEEDIRGUR AR 90 d, T PR3 28
FAIM 514 Thl B4 985 fz 87159 891, Shimizu 2558 7L KB ICR Z2 BRTESEURES 5 A1 9 d & i
R BYKIRLEIREW, TAUWIE CD3*HI CD4* T 40fik/b. KLU, Chu ZBURIHIIE &
KR TR T AR R R SD R BRIL A L (A A S A% A0 MR o R 0 a5 1
hn, CD4* T 40Uy, CD4* T 405 CD8* T 4 tb il i, $RaR A Bak vl i G4
B JRER G ] VLo WM BALBYC /INER B T RS A REGUR AR AT 3% 5 AT A i i eh T



pL Th Zie e, 28 ERlRL iEZURMBL AT BLSEREER G, 1 E IR
NGURFPEFREIER) — A T ZAEE T, H AT EA R W S OB A BIE T 20 E S
KAPEVE BEVES I IVE T o IRABEFEHBITE T A9 KA R 3 5 45405 Hh 4 FH AL
R IR R IR G L PR SR i — MBI 7E R

25 HAtLZEYIEE S EH

¥R} (microplastics) &2 48 /N 5 mm SRR, 32 ZORIET- SR RL B 5 B A7
Aol i e TR A P, AL 4% B R # (polypropylene, PP). 2K Z )% (polyethylene, PE). %
)7 (polystyrene, PS). FE& ZMi(polyvinylchloride, PVC)%[60621, Deng 583147 7% & il ICR
ANEREREE T IOBRLE, FIEENE. IR E S B R R AR, TR 2R 05 A - (7 £ G
] WL E AN R, SRR OB R AR R G0 e ia 28 HAR 2% 5 51 762 40 S A g o AR
Filo Li SFO24RIE P £ 5 F T IR BRI PS M PE IR GG, kR 23 5 B4l
WA AAIEH TR EIE B AR AR S L R e R . C57BLI6 /N RAESR A PE
MRS, MiEH IL-1oy 1L-6 A1 1L-9 4R 7 AT This,  HLMAE Treg 4 bt i) 2 2%
TREBA, DR TSR R I X — T B ERSETS Qe nT DA R LA S The I R 48
TEETHE, R8T RE S AR I A I v 0 2 1

Tl B 75 55 2% (microcystins) & —Fi 2 A A W3 1 A B3 1 R i AR = e8], i &8I 5t
RISV BR R T m A B R R R AT LA S R B I T se AL, BLAR B IE IS T Re MG, B
ANERIIK < 2 1Y 4% . Palikova S5 ESIRIF 75 A I Wistar K BB 2 TR i 2 3 TR)
28 d J5, BREBAIKRAMEMA CD4*. CD8* T 4l ¥ B T+, Mk CD8* T 4kt
Bl 22 T . Hamid 258704 50 Kk B BALB/c /MR BT TiE#E SR 15d 5, MiE+Hes
PEAH LR T 1L-6 TNF-o0 F1 1L-17 7338 22, S0 A K7~ IFN-y 1 1L-10 73 9 9ak2b> g g o
R PRUERIMR TS558 B b CD4A T 20 bl 347t i, CD8* T 4l Lo ¥ R e, 2R I f e
BRERTEL T T 40 R S DR . 28 RIS, GRLR 2 3 R S5 1Y
BG5S RN A G RGOS T 4. SAT, ROBRIAIM SR R S T 4
i (IR NER R I FE i R WARTE, BETCARBIYE T 4 ARLER R PR S e ids S ¥ B 40
PV AL B — 2 BT AT SIS B . W40, Sl T AT RES 5 iREA
[l ANEAL A 3 B AT, R B AL AN, 7 IR 2.

2 GHBOE T AR AE SR A T T 0 B RS O o (4 P AT R AE AL AR

Tab.2 The roles and potential mechanisms of T helper cells in xenobiotics-induced kidney damage



AMNEAL A SN 5 gl il S e 5 A A SCiHk
EENE)R K BALB/c /M JE CD3+. CD4A+AI B JJE Tnf-a.lfn-g.11-12. B EAIXS 10 [65]
A CD8+ T 4 it =1 % MHC Il mRNA 7k
P A EZ
1 B LB AR CD4+1CIJIi3.?§HHH’@tK NA " A 5o 2 e o [66]
5
i BALB/c /M. Ml CDA+T 4%t H  IL-2. IFN-y 2:3kissb NA [68]
ks>
BALB/c /N, FARFIENE CD4+T 41 5452 30 RJ5, M4 NA [69]
Ji E 38 s R g% B
Treg 4 A 54 IFN-y. TNF-a.
EZ IL-4. IL-5. IL-10
ol
EERINGE %Y EH TR BALB/c /MR AL COS+T giiffig b  BBUUE IFN-y. 1L-4 73 NA [54]
TF%; CD1lc+. b
F4/80+#1 CD49b+
20 L EL A5 /b
gL C57BL/6 21 &, HEVEGARENE CD4- MR g, BRIk E A [55]
CD8+ T 4 451 IFN-y. 1L-2 73 FVE ANERAMA
Wb, MEME S B s MRS C3 AR n
4 CD4+ CD8-T AR 1L-10 439k
41 i He A5 3 & Ay HEMEE A
IL-12 7y #8050
ZEEEZE  BALB/Ic /MR flafig CD4+. MR SR K B EERK [72]
CD4+CD8+XU[H T A B AR
T L EL B>
IR T s/ BAE CD4+ TR BHE TNF-a. IL-1B 4> 'B/NESG K ENE [55]
R FtiE; Thl #1 Thi7 Wi % EmE4n g iz
Eilialispst g EA L
BALB/c /MR CD28- 4l jifu .15 NA NA 76
P — N H@%ﬂ%’ coﬁﬂzﬂgém% [76]
Eb A5 k2>
PMzs C57BL/6 Z1[. ¥ CD3+CD4+ T 41 NA NA [771
Mol %, WS A
Jii Jlt CD4+ CD25+
T 20 A 8 B>
ICR /M IM% CD4+/CD8+T 4l ik IL-12+ IFN-y 43 NA [78]
it b A7) ke 2D ML
MR ER, NA IL-6. IL-18+ TNF-a. BN EREELK [79]
IL-4. IL-10. A B AT
IL-17A. MIP-2 %3 PRI AT G0 21
WD JiiRARC =R EAN
gkl
S g W R ICR 245, JEACHENE CD3+. CD4+  HEMEFACHEAT 1L15, M NA [58]

T 40 S B>

AR Cer?
FI1 Ccl19 mRNA
K- 2

10



Hot b2z

HEPE SD KR MR E4uMe. B REAMAF IL-6.1L-8. NA

AR ER L A0 IL-17. TNF-o %3
Hou%, CDA+T W%
ZHHL A CDA+ /
CD8+Lhfil %
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Abstract: Kidney is one of the main target organs of the exogenous chemicals exposure. The
complex kidney immune microenvironment includes kidney cells, innate and adaptive immune
cells. Among them, helper T cells can participate in host defense by regulating innate immune
cells to clear pathogens and antigen presentation, and also indirectly regulate kidney immunologic
damage induced by xenobiotics by releasing inflammatory factors or chemokines. Xenobiotics
enter the body through drinking water, diet, skin contact, etc., causing kidney immunologic
damage. This review mainly discusses the role of helper T cell differentiation in Kidney
immunologic damage, and elaborates the cellular immune toxicity mechanism of kidney
immunologic damage induced by xenaobiotics, which provides further guidance for screening the

kidney immunologic damage biomarkers and looking for intervention strategies.
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