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Research progress of Thl7 cells and glomerulonephritis

ZHOU Letian, LIU Fuyou

(Institute of Nephrology, Second Xiangya Hospital, Central South University, Changsha 410011, China)

ABSTRACT T helper (Th) 17 cells are a kind of Th cell subset, and are distinct from the Th1 and Th2 cells
and produce interleukin-17A (IL-17A, IL-17). Th17 cells have a mechanism of independent
differentiation and developmental regulation. The differentiation and cytokine secretion of Th17
cells are regulated by TGF-B, IL-6, IL-23 and orphan nuclear receptor (RORyt). IL-17A induces
pro-inflammatory cytokines and chemokines, mediating neutrophil recruitment. Increasing
evidence implicated involvement of Th17 cells in anti-glomerular basement membrane disease,
lupus nephritis and pauciimmune glomerulonephritis. In this review, we discussed the discovery of
Th17 subset, its properties, its relationship with other Th subsets and involvement of Th17 cells in

glomerulonephritis.
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Th17 40 M 2878 & B AN [ F Th1 40 i Fl Th2
AN E B CD4 5 BI PET AN (T helper, Th)iE
o Th1720 ff 7E [ A Ho 5 Ak iy o e gs vh 3k #5
HwEIAE, @it/ WIL-17A(IL-17), IL-22, IL-
21, TNF-a% R AEH 540 M B T 2 5 P B 15 o
HAREIRGL | PrarAd s . A REERAE . B
oM e BEHE R . A B T s M R R R e AR
A E B A e E R . AR Th17 40 B AL -
17ATE B /INBR B 98 B9 & LT Hh B 1 32 B3 5%
o ARSCEXTTh1740 MR IR . Y= fetE .
AR T S AR B /N R O T W SR A T 2R R

1 Th17 ZHBa RS IR A0 ¥ 45

S M A B G s M ik B 8 R (experirnental
autoimmune encephalomyelitis, EAE) f A 5135
E"chqﬁﬁ\i(collagen—induced arthritis, CIA)EE{‘IEIL:‘W‘T
Pl B B e W S AL, & 58 b\ i B Al
i FHIL- 1215 F M Th1 40 i T A S 1. {H2, Cua
s AR gy 22 W] . FEB Z 1L-2305 /N X EAEFICIA
HHPUYE, Midk=10L-1200K R 58 #ER1L-23
MAEIL-12 5 EAEF CIARY &k AH G o i — 2D 5%
RI, IL-23 FE & e R AR FIL-17A
BRI, JEH, Park&P R BIL-17AFE 2
F — Pl R G 1 CD4 T 40 B JE 7™ A2 i, 3 40 i
AR FLBBThI S Th2 g0, Kk, B X F
SThiMTh2 AR . 25 WAL - 17 A RN
CD4 T#i iy 45 H Th1 740l .

Th174i Mg f= A 1L-17A, IL-17F, IL-22, IL-6
MITNE-afF RAEACH M F. IL-17AF ZJEH
b A bR R A R SR AR 75 S A MR BT A A
T, TETE EPUANTE IR Y s b & 1 AR D
IL-17AR) 58 R 518 RSN . H SRRtk
YA BV CHEEY ) IL-17F4E HIL-17A %0l
B F R 75—, AIL-17AF % 2 B H L
Pk, ATREAEAE RIIL- 17 AAH A AR W 2 000 . Bl S
FYAIFFE & L Th 17 40 M B 43 WA TL - 17 A LA A 43 WAL -
22, BESIL-17ATEAE A SR IE AL B L &
SO R AT AR A

2 Th17 ARERI L A0V T

2.1 TGF-B 70 IL-6 2 Th17 2R3 3h 53 (L BB 40 Ra
S

TGE-BJE W4 CD4 T4l il 434k B Th 17 /4 4R 2
B2 . TGE-BIEH M BR 1/l CD4 T4l ffd j= A= 1L -
17AMRE IR N % M, TGF-PEEL/NRAY
CD4 TN = A 1L-17 AR BE 1 B 358, IF IR A

FOE R E AR H F RS SRR R AR
FEIL-65 TGE-BIRIBT £ 7E, PhIRI/EH A e K5 S
Th1740 R G B2, Rar®fss &M, 7Ex
HTGE-BIHM T, RFFIL-6, IL-23&%IL-1p[H 17
16, WG CD TAI I RE K /- WIL-17A, X8R
IFEAR T ETGE-pZ 5 N Th1 74 fbik 1%

2.2 M)LK (orphan nuclear receptor, RORY t) 22
=l Th17 BRI REF

RORthl:IRorc%éﬁﬁ% , TE 1 40 je iy 3=
ik, ZHMEE . Nk 2R R B AR
FIFE B . RORYtIE F 4G IL-17ARIIL-17F3 K Ay
Fik. BRZRORyt/NELH B fosie i & A 5T B
Th 1720 fd it AH B ik /D . TGE-BAIIL-6 1 [ B 47
TE A LA R K ERORY I R IBFF it — 25 FIL-17A
MIL-17F72 4, filt, AOFoeUVRiE, — ey ik
(AN 37 ) BE S RORYAHEZS &, Se 4P Hil Th1740
ML 34k, DTSR A E R B B8 S o

2.3 Th17 ffE S ZRAEF Thl F1 Th2 BI3 7 K9 5
itz

AEHCD4'TH M AIFN-vIE S [ Th140 g
oAk, BIL-435 S The 40 i 7 w04k, 4I1L-23
WS REM Th17 40 Ml 4% i . (HAn R 55 552K R h A7
FEIEN-y Al /8IL-4, FIATL-23 0N BB A 2
CD4' THI LI Th17 4 M % 1k, X ULHHIFN-yF1 /
BUIL -4 TIL-231 5 S A Th1 740 e A8 Ak o TR
PRUEEATh 1A Th2 40 i X Th17 28 M 6 434k 5 A 4 4
B, XdiR, Th1740M0% FiRE B AR T
Th1FITh240 i,

3 Th17 {5 'S /NBKETR

T Ragl-/~/M (T 20 5 BT I SR IG ) B /R
FEBTTh 1740 M0 5 Th 40 M 35 B S B0 /R B R,
XEIHTh 7 A Th1 40 42 S 5 5 /NERE R .
XIS HERR T CD8 T4 . B4 X Hob ik i)+
Yo, S Th7 B3 FECE DR RTS8,
Th1740ME8 S &0 & AR R, Sk gn e
WEAME, MThU B IG & ABK, 55 T
M A PG AR G . Th17 n] BE7E -5 rhoks 4 40 i =2 1 AR
S F B /INER B 48 1) 2 S e s A T

3.1 i -GBM B/ B 5

— HN AP E NEREE KB (glomerular
basement membrane, GBM)B R JETh1N 1Y,
53R & BB L NV (delayed type hypersensitivity,
DTH) RN K F K Th1#H XK 1g GTE B I UTRUA G o
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HRRIT A B, FEPL-GBME /NER B 4 1Y 5)
PIRERY | TEN-y B B I AS BB BH LB 0 10 & A
Pi-GBM'E/NER'E RIS 'S B Th1740 i 5 7 1k
T T8 12, TL-23 80 B 14 /0 BRLED R HIE 18
Pi-GBME /MERE R, Xt R BIL-23 M Th17 /2
Pi-GBM B /INER B 48 K i Y a2 46 . M AP A
S B AR RSP (A 8% 5 Pi-GBMF
RAL, HAIE H 5 5% ) W R B Th7 40 M 7E
B ANERE R PE . S5 EM . IL-17A51L-23
Bl B 19 /0 B BE HR A BT - GB ML E S 1 B /N Bk
AU IL- 17 ARSI AT & RE ) T-CCL2, CCL3A
CCL207E B /NER R A0 g b i 6351, Th1741 i
Al B i CCR6 5 CCL2045 & 4T3 B,

32 HL A M K4 BE BE 3 HU M (antineutrophil
cytoplasmic antibodies, ANCA) # & 4% B/NEKE K

RS ANERE R ENERNAR DA e B
AP, HESIERFINANCA, WFEHEHEE L
%@@(myeloperocidase, MPO)%HPR3%%T7I‘EB‘€“6]O
IL-17AfR B P MR I ) SR AR, X — A SCHFIL-17A
Al RETEANCAMH G R RIEH . ANCAHPER
F& EC A 25 i 5 25 IR 1L - 17 AR T 40 it B9 L R 184
aob BB TR 2 e A AR AR AR I B A A A Y TL -
L7ARY K HEIE 6 B3 7. ANCARE G IfiL
89 B H I TS IL-23 FIIL-17A7K F 2 MPO FIPR3 4
SYER TR 740 R =Y, MPORE A T
R TS, S BhIL-6, IL-17ARIIL-23)3%
ik, MIMAEHEIL-17A0 S 19 A B 5522, HIIL-17A
B B B /N BB M O B /N ER B 8 B IR IE S T
IL-17AMVERT . TL-17ABRRE I/ BB i 28 5%, TL-
17 ARE S 1 o 20 it 1) B N ER SR B, 4R X MPO
B FASPE A BT RORyt//NRUASHT AR B %
TR B s AR HE X PR A 4%, /R RORy il i 5
Th 1740 i 434k T 1E B /R B 48 gt e Y

3.3 IRBHEE K

Th1740 M FIIL-17A7E &R G 1k 20 38 0 98
(systemic lupus erythematosus, SLE) Y& kit F i
HEAEM . IR RV . SLERF AN LA
IL-17APER CD4 TN M, H M IEIL-17A7K - B
s Y, B RGRIL-17A R T4 A
W22 TL-23 M3 SLE FECH Y 11 40 B T B A TL -
17AG TIE R X B2, $78 MV IL-17A7KF 5 R4
W BAHOC Y, 1) SLE FE & AN R i 2 A% 40 i in AL -
17A)5 , HEEIKMIgG, 1L-23, IL-6&Hids-DNAJK
IR, RUIRERE TPIL-17AV i A 5
S5 B AT L P 7 AR

Xt FARAE /N BB ZE S E B, Th 7 40 i i

B WAL -17AFIL -2 VAR E [ B S MEB A JfL A 4
B, #mA SR E NS S A B %
Yio TEBXD2JRHE /N AR AL | i 5 IL-17 AZK S il
ETh17 40 Mg H ¥ 2% T, B P CcD4'T
Y AE AR ARG SR R 5 F Ak A Th1 740, 3X 2
MRS /N B B AR MY K TR IL - 17 A2 /K (IL-17AR) Y 36
KR EE, FEIL-17ARR R s — e, 4y
WIgMAIgGRI F B Hiik ., M1L-17 AR FH WIL-
17AMME S B E, AR IE s, b2 AR
Ha e K REAR S, BEIRIL-17A7E B4 L (4935 £k e
YEFH . A S %/ BXSB-Yaam BRIL-21)5 , B9
I PO E SRV, R T ARREAK, T BH BT IL -2 178 1k 2%
MRL/1pr/]s BB 505 i e o

HAUETER A Th 174 M B AR R EEH . %
WF5E LL2238 HHT 7 % 9 TNF 32 44 1 85 2 5% 9 & 24 Bk
B /N BRUPE M B e 0 42 P TNF S B2 A4 4 X
T, HTNFR1E{TNFR2 Bt {4 I A REFEAR /)N B
AR R B KU, AR TNER 1A TNER2 Y HFE 19 7]\
A BTds-DNAZK 3G &, B AR B ™ 5, X ] fig
5535 46/ FUTh 17 40 B 55 E I Gl g 2 MG, DLk
XS S0 S REH R AN BE T A UE SEIL - 1 7A7E ARG
RPEAE, IL-17A7ERIE B & rp ke i HARE
WA FFIRAMFS

3.4 EAZERIHY S /NS 5

Th173 5 T H AR BNk B R 19 & 9 1t
T o BN 78 70 B 23 5 TIE Rl Tg A s 1) J8 38 PR TR
HEYIL-17AR A 7 i H, 1gA'B R B E M A
I 5 A% 20 L 28 1L - 17 A 80U R J0HE 22 1 i 4 [
F(IL-1BMITNE-a) ., A HFFEEM, —Ff Mgk Bk
AP 43 i B 0 S 1% 285 K R 888 i il 4 2 b B TL-23 K
-, JREHIINCD4” T4/ IL-17A, IL-17AX}
TG bR A AT R AR, $EORIL-17A W] fiE
LR IR B INERE R

3.5 Th17 {2t /R fm it BRI T REHLHI

Th 1740 o] G838 3 LA 3% 42 02 iF B /N ER B 0
AR DY DG PR A M 2) 1 S B AN
AP IBIL-1BFITNE-a; 3) B4 45 B 0k [ A 40 e .
FR P 7 A0 R T 1 7 20 R P A B R ) o
Y, A P AT S AN CAAE G B /NER
B R AR PO, — 2 Th 7 40 R ik Y 40 i
N B2 A LA L, WnIL-17 ARR IR i B /N GE
RN RPN R T AN M W A A A
LA A A B BIRST R 2 R g A B AN
O ML b R 4 B IR IL- 17 A2, HED B /NBR A
BN L At X IL-17A W . Th17/EH
T A A A (R 501 2 L iz A0 ) 1) i o ) 4 i PR
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IL-22. IL-227Ef7 3 B s b A1 R A 5 & 8 #6343
EEEAE S, AR - 2278 & B A PRk
FH ., AE AR B R Y BLARAE TS AT 485

4 §Xt Th17 HARBETIEYT

4.1 /EA Th17 RS L HIETT

Th1740 8 434k F B ZRORYyt, IL-23F11L-6
S RPN R RNk N IR U I (=3 S i R =< [ VS R
P Th17 4R LR B3R 7 B B H . S fRAhiT
RIYEAE/NRUG , RORYtIIGfLI# /D, 1L-23 KXIL-6
KRG, Thi740 M i 4Ll im il B4, w2
AE 18 3 X HTRO Ry 9 315 £ 30 il Th 17 40 i 19 434k
R H A AR (8 T 40 V& A 5 e, DT Ds /N BLH
B Bt g & e

4.2 B IL-17A BIFE &

AT HFE PR W, BRI A AT LU i A ZE X
PP OGS RSB RV 4 A ThiL 7 248 i 43 AT -
17A, WK AR Behcet’ si R H 5, 1ML TPIL-17A
KB S AR D), SLEFR & 2R IE G I, Ah
JE M B TL-17 AR K ERRAR ST . 94 2 3 ) i A R0k
DIL-17AR) =, FERARE Tregd i

4.3 /EBTF IL-17A 5 IL-17R 893877

FEALAEPUIL- 17 AP FIHTIL - 17 AR P
Secukinumab fllIxekizumab & W FIHTIL-17ARIPLIE ,
FOFr I RIR IR PR AR B . R
DR 5 T I A 25 R 8 555 22 Tl 98 P 9 5 v — 1)
J7 %o Brodalumabj&—FFHTIL- 17RAY 558 FEPLIA,
Papp %5 HEAT I — AL KK 55 W], Brodalumab
BEA AT HE W o AR X Th 740 i 47 B /N ek
B R ERYT HATIR D HE .

SE B

Th17#4ffl & —F AW T Th1MTh2ACD4'T
iR, S HIE AR RN S, FA S
o REF- i b E BRI . Bl SE ARG R F 5T
FARTIR A, R R 22 1% 5080 26 B Th 7 40 il B
FEAE W IL-17 ATE — BB S R ) B /INER B 98 10 & 9 1
R EZEN, R Thi740fskIL-17A
BTG YT AT RE 2R U7 B /ANER T R A H . s A
T RORytZE — M CHE MR e M 7, EHE
Th17 40M0 69504k, A I RORYy e ¥ i sh th Al
e B IR T B E A G B /NER IR — S BT R EE . (HE
Th1778 B /NEREE e h ) BARE IR RIS, 675
BRI B FE 23— 25 ) B Th 17 40 %) 5 /)N

ERPIR WA T L AL, AT R 36 97 B /N RSB T
JE BT A3 B

S % Xk
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