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Th17 ZBAE K Treg ZRARFEIF /)N 40 BEAT 722 1Y Se 7= VA TS 1B A

Immunomodulatory of Th17 cells and Treg cells in non-small cell lung cancer

ERE ZAREE FEGLBEAKFREKER B A =4, L% K& 030000)

[ FE] CD4'T Ik 4HME 2 — S E B e i, 7E A R4 T 175 T, 7T 20468 Th 48 Th2 4 )i . Th17 41 Treg 41 i
. Th17 40HE J% Treg SUAANELA 2 Fh A1) G2 52 RN, 17 HLREAE 230 AN [7) F 40 i FR] 5, 5% ot 5 28 400 Al 155 40 ik AL 22 TRD T il B
T4, A F G5 B, AT SR T, 2 5 G A S VR 0 R AR R R, IR | A S B S MR R S o I AR 1 R R
R ESFEAT YT, Fe AR/ N RS (non-small cell lung cancer, NSCLC) (5 i 1 EL 5 % o BRI, S SO %) Th7 40 B A Treg 48

6 B4 23 A R 15 R AE NISCILC o ) S 38 R 1 A — 483K .
[55217] Th17 400 ; Treg 20 ; 31N i i s

[FEISHS] R734.2;R730.54  [SCRAFRIRAD] A [LEHS] 1007-385X(2018)02-0187-05

A ERTE N il i 5 0 1 R B R 2 R
WeEY) e AL, H 2T S, s st R R
AT 2 K6 7 it e £E 1 12 It 2 2 R T B/ i
fitiJe (non-small cell lung cancer, NSCLC) 7E iz o (5
13 ) B v, 18 80% e BAAR TR ALST THOT BB 1)
BT AEE VR IT b SR BOR I R Sk g, (5 2
ORI T R R VR TT R T IR T . Tl )
RAER RS NFEHUARK g% T8 RED], T4k
KB LL CDA"T bk B2 40 o S 86 = 1 440 e e 2 7 4 928
VT T RS A A, AR Th7 40 i & Treg 4l
L it U AR NSCLC (1) 5095 1 15 F A% 52 00

1 Th174ABER Treg MR DL 45 =

CD4"T bk L2 20 0 £ A [7) A 40 B 74 R 234k
AR A, 3 ZEADHE Th 400 . Th2 40/ . Th17 44
JfAN Treg 4 i 5% , %% VA2 BT g s AW 28 1% . Thi
201 2 5 40 A 5 ) G R, 76 TL-2 I IFN-y (155
TR 7 AGT B Th2 40 i 25 5 AR T S 5 N2, £ TL-4
55 T A0 . Th17 40 B AN Treg 4H A 1) 7 AL K
38T TGF-B,{H TGF-B ¥ B (AN [F] % Th17 48 f Al Treg
MR AR AR . A RIT SRS, IR BE Y TGF-
B7E IL-6 F ¥ [RIVE A 5 5 Th17 B5 ALK 74 F R AH
KNHZ 524 yt (retinoic acid-related orphan receptor 7t,
ROR-y) [ 7= 4, {8 7% 1k W 4 CD4'T 48 i 73 4 R
Th17 40 5 1 IL-6 A R IE BUR KRB, =K L )
TGF-B #lliill RORyt )R IAF T RE , I LR X IR 5%
“F P3 (forkhead transcription factor P3,FoxP3) [ 5%
IR 73 AR Treg 400 -

1.1 Thl7 tafe &g 51k
Th17 #0 i A2 B B e B VRN B 86 2 B AF

N R A0 L B 1 B RS o AR B
FIALH] o G WA TL-17 85 2 B R AR 4H R K T AE B
B G BEVE IR B G PR A RS AR e B L R A
R IEH R AR B, IL-17 35 A~F6 filr &Y, H op
IL-17A 72 i EE ) —RSEAL . Th17 4R R Ik
0 o R 7 R4 bR S 32 AL  IL-17A, IL-17F,
IL-22,1L-26, 45 & CCHUEMA T 6 (CCR6) I TNF-a.,
0 A% N 238 RORyt 5 5 1% 3 5 S HE A 1 3(sig-
nal transducers and activators of transcription 3,
STAT3). T #i % 15 % Xl -7 4 (interferon inducible fac-
tor-4, IRF4) \ Runt H ¢ #% 3% [A 1 1 (runt-related tran-
scription factorl , RUNX1) & B 4 g 3 7% #% 5 [A -1 (B-
cell activating transcription factor, BATF), ‘& A/ 1%) T4
¢ Th17 40 (5 & Ao A e SCBEAE Y, 4 PR 5 IL-
1B-IL-6 Fl TGF-B /7 7£ F %55 Th17 41 i 431k , IL-23
YEFF Th17 0 PIEPEY . Cosmi ZWHF 58 K L, Th17 4
JIAE 98 1 46 o] BAP% 4 TFN-y 6] Th17/Thl 40 %
TG , AT LA~ 4E TL-4 [7] Th17/Th2 40 3 B A8,
HEm Mt R AR I B . [RIRE, Treg 40 ot
A [a) Th17/Treg 4 M %% A% , i3k 1M 7= 42 IL-17". Chae
S5 I A A SN T 40 B 4 23 AL AT Y Th7 4 A
T 9B AYIE SERE BRI i AE Th17 0% &
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HI/E R, 75 F 1gE A B B 72 L B 2 (cholera toxin, CT)
U B BENT A 1) W8 B 14 4 41 B2 (bone marrow de-
rived-basophils, BMBs) 1 [l W& i P4 b7 248 it 7= A2 K &
(¥ IL-6 F1IL-4 , i id IL-6 73t , BMBs 55 DC Ft & LA
BETh17 40 i 734K » 38 B 8 Tl 12 A5 200 B A0 A2 - IL-6 1)
43 W A Th17 48 i 73 A6 ) B 22955 3 K 1. Kastirr
SN IUAE TELE /4 ¥ Th17 40, TL-6 I IL-21
(R IE , IL-21 {23 IL-10 7= A= T $00 /i) IFN-y 7=,
M TA] 42 (2 14 Th17 0 M ) 734k . Th17 (1) 734k 75 22
STAT3 3 i #l B35 , 24 CD4'T 41l i v 77 76 9 5 RNA
Sl R R BE TR 15 3 Y L TR T, 25210 STAT3 (5 5
TS, LA Th17/Treg KA
1.2 Treg#mfia ey nit

Treg 41 i Lt Th17 40 H 5. 10 4 4% A& 3L, B CD4
CD25 T 40, AT T 9 G 2 7 25 e G 2 B 368 1) A A=
PRI TG o tTreg XFR nTreg, MR R =42, 72
i LR . pTreg NI 241 212372 4 , iTreg & F
H TGF-beta 15 5 45 7 77 £ . CD39.Helios 52 F] $E[f]
[X 73 tTregpTreg.iTreg I $a b5 . Treg 40 il 2 A 7] %3
P, EEAFE LT 32 (D M RAT A Treg 4010, LA
i PR A Treg 4010, M i rb = A, 2 f i L)
VA 5 (2) A1 JE AL R Treg 4 Mg, DLRT PR I8 1%
Treg 41 f 85175 TP Treg tH 4 E AL E= 42 s Q)R AMF
S Treg 4 B fE 4R #b HH TGF-B 55 S 85 75 72 A4, TRilE
FoxP3 ] f& & k", B8 nTreg Al iTreg #) 3K 1A
FoxP3,{H FoxP3 7t nTreg 41 i 1\ R X FEfa g™, N2K
Treg 40 ML AN [F] S 1Y 2 [8] 7 A2 AH A B R 4% S B AT
YRS, 1% 2% X T 8% . Tao S5 58 K LAE
IL-1BIL-2.IL-21 FIIL-23 Z 4 i X 7 /E H N nTreg
90 M Al A TL-17, 77 AR B B S % N, TL-6 fie 32
nTreg ] FF B4k VB RR AL , 7 I 15 FoxP3 3R 1A , 177 IL-
2§l nTreg 1 H 3£ 4k ; FoxP3 /& {# ¥F Treg 4H it 4 7%
0 461) Ty e B IR A KL -, i Treg 24 Al WP B = o
M BN FE E 3K, FoxP3 XF CD4'T 41 il [7) Treg 41 il &
B AR D REAR RBEAEH . Masato S5 HIE R A
FoxP3 % i [K] /]N B 1) 2k PR R0k 56 42 2 BT CD4' T 48
J{9 A 1) Treg 40 M9 , HAIEBA T 40 ffd 52 44 (T-cell receptor,
TCR) {5 5 #& FoxP3 3 [K £ & 1 5% {1 2 — , TGF-B 47
FEI , 38 3 TCR R AE /) B, Treg 41 i LW %2 2] A
FoxP3 Fi1A ; A SLIUE B NF-xB i 4L 8 [ 1(activa-
tor protein 1,AP1).STAT5 Smad3 Fl135% {1t T 40 g (¥ #%
¥ (nuclear factor of activated T cells, NFAT) ] 411 i
A BE % FH BT FoxP3 H11A8™ . Treg 41 g v LA 4334 IL-
100, IL-10 '~ DC ik, %53 DC JH -, {734k
NEEY. S ANET R B —Fh Treg 41 A 1 25 H br B4 A
Z R EE 1 (Nrp D™, TIL-10 7] LA 35 Nrp1 () 4H 5

155 , 3 — D 4 FF FoxP3 (R IA . mi % Nrpl 1)
Treg 4 ML A6 7 25 TFN-y, 3K 5)) &l ] 25 £ 4 Tregs 2 i 45
G 55 5 0 58 7T i R A 2, B R I B, R SR E
IFN-y " A2l Treg 20 L ) i 122 , IFN-y 15 3 1) Treg 4
0 5 SN S A R PD- 1 48 [ 2 V6T P 0 75 F )

2 Th17 k8 & Treg ZHfE7E NSCLC F I & Z TS
EM

BUAR (1) 98 RE e 7 I 9Rg f 28 T2 1 B e 9% AH O 1%
Y5 TP PRI AE 2 B2 R 2 CDAT Ik E 41 i 25 - ot 6 25 401
J S AR . 7E CD4'T 9k B 40 Ff S B v
Th17 20 f AN Treg 4 M I& 24 1418 77738 4 38 e . 4
Fr oo Filir. IR, 76 NSCLC BB A B S 5t F
Th17 48 M F1 Treg 40 f (1) Rk 5 700k B 11810, 2
SO R AR R RS S T
2.1 Thl7mfa &y %% 8 4E A

Th17 40 B 38 i A [5] 1R A s 4% 40 e 4 B I 1
Horr i F BRI 7 N TL-17, 75 NSCLC 8 iR
BEH, Th7 40 f J L WA IR 40 B R 7 TL- 17 % fif 98 4
P2 AR 32 BRAT AT A S+
2.1.1 Th17 40 e B9 AR B A AL ARFIT R0, 2 E A
I3 AE B T e I PR AR o IR SR B Thi 7 48
i T i 33k 9RE AR 1), R AT VR ()R A () it fieh 8 %
RY[) 3 A o Th17 40 B 7R il e 10 g 20 2 Rk oy
10% , 75 3% M fi 7K 3K 15%7, NSCLC &35 4hH
I Th17 20 & Treg 20 i (1) 3¢ 128 43¢ 1 5 % B 41 B {5
e, IL-17 3% 1 Th17 40 504, Th17 40 o 4 &
B0, TL-17 F 5 WA R 38 e, TL-17 75 Jif 83 28 35 o
AR B R R e B R v il | R =2 S A N P R
VEGF RIS P 3T F2 , 175 5 2T 4 200 it A 1) i 41
JHL I A I T B, AR 3 R I R AR R T S R
B, IL-17 A% iE T NF-«B /ZEBI {5 5@ 5 S
b B 1A R B Ak K ZEB mRNA FEE (1) %k, Eif B
B 18] J53 5 A5 5 3R B AR 1E IR & A RS B R o
P M E 7 ZEB B FR AL , 12 3t 8 41 i 3T 7% F iR 28
HUARPY . Huang 25038 b b il fig 88 /) B3 44s P4 149 TL-17
BEAT R, R B IL-17 B o5 1 B A 50 IE 8 X B A sy
L8 ik 1ML A5 %55 B (microvessel density, MVD) 5 IL-
17 J% VEGF 238 i 1EAH G 5 ik B TL-17 w] @ i fi i
Jig T 1) STAT-1 15 ‘5 4% ‘A 2F L& A B i P IL-6.
IL-8 1 VEGF /=4 . ik &5 F 3R 8, [ Th17 4
Ji % TL-17 £ NSCLC JMJ2 4 . K2 st 34 15w 2R 18 7K
AT RE RN IR B i6 T I H bR
2.1.2 Thl7 ARG L SR, A — &4 i
FAG A R 4518, I8 Th17 40 B ol g /6
Th17 40 B 7E 83 40 B 3 i, 000 1 70 Bk 4 o 76
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Jii e £ 2 1R i s ALV R Thil 7 40 B 1) b A1) v 41 o
T A B A, 3 H Th17 48 B 5 25 A b Al s 5 0E
FHGP, Chang %51 98 & I, RORYT J2 fi£ ¢ CD4'T
41 J 7] Th17 46 B A0 48 i 25 1% T 48 2 (cytotoxic T
cells, Te) 7 LI FE A I e Bt e s [ 1, A U R 1)
D25, RORyT A2 42 1| 3 5t 5 952 ) 1R DR X 4% 10, " g
5 i a3t Th17 28 B 34 5 ) JE b P, FF HOnss 1L-17 1
FEAE YD G A [ R RIS S A 7 2 PD-1
RI7KFo 44N Th17 48 8 AT 47 € e A R i 1) &k
I T(effector T, Teff)ZH i i) A #4 25 22 (1) 40 i J8d S 28 2y
At » Koyama S A B J&) IR IIAL 2 WINSCLC &35 1
A I AL 22 TL17 CD4'T 4H i/ Th17 41 i, 4 1
A5 Teff A/ Th17 LEBIRRSE T . [RIRE S Al
M 1R /N RS e, /N B R JILAR B2 45 v Th17 2
J 5 TL- 17 B500] R AL P G B BARAER , 350 B Th 7 B A 4
il S RGP VE ™. He PRI, IL-17 Al 41
il CD&"T kT 48 i 7 Jit 98 2H 23 (R 33k, AT 38 in
BEVRPE SN G140 B A0 ) T 4B B E A R AR R T, 2 5
iR G 2 R 7S B A R B VE o Kryezek 555!
WFIE S, £ TL-17 S 2R (R /N BRAAS P9 g 1 AR DL R
Jiti &% 7% $51 34 00, 5 EL MR 2 2R 9 51 vk R g P
A2 TFN-y [ NKT 48 i DL K iz o e M B4 T 248 i 359 Jik
b, BRI TR I IR TL-17 W] B8 75 MR fe % ikl R 4 1
H.

PRI, Th17 4 B B L 43 3A 1) TL-17 5 1 i 98 492
()9 2 H RS A K B, 38 75 2K & I I R AN S 58
W FEUE B 5 NSCLC 16 &

2.2 Treg#ma by %5z 8 5 4E A

Treg 411 %5 H 34 h0 =5 D 5E 3G 52 , BE 4% 5 ZUM R 5
YT 57 , FoxP3 5 5 ] 4fi CD4'T 4l j & & X Treg 4l
M0, Treg 41 g BE 9% i 77 14 3 1A FoxP3, {3 — 0 i
CD4T Itk EL4H Jfd 1) Treg 20 i 43 4 , 32 1) PG G 2 2R
Gk NSCLC S 2, B 2 1E NSCLC [ R A K
JEU, 3K T R S i e R AR ML) 2 — . Marshall £5
TF 5T 27 Treg 20 MO AN AR 33E i e 58 R % 2 , i Ho o
PR R — D R e . il R8 3 A1 i Tk o
FoxP3'Treg 40 g 7K ¥ B & =y T~ f B A ¥ , H FoxP3*
Treg 4H i 155 & 5 0 R 23 30 W LAA I fap S IR A48 235 DD AH
RPN, B2 2 F AR VA JT 1 NSCLC 3 4 J# 1l FoxP3"
Treg I H ) ELAB R F% , Treg 41 i i6 B A (40 g 25 T ik
4 B AH 5 $71 Ji 4 (eytotoxic T lymphocyte-associated
antigen-4, CTLA-4) [P 5 /KPR 1K . Treg 4 ik v] LA
I N 28 et s 400 L KT -1 3755 1) 3% 4% 4 R e M e e %
T M 38 I A R W B B o I ER 15 5 1) e R R AR A
“F 524 (tumor necrosis factor receptor, TNFR) fll TGF-
B1 #8537 Bk Treg 48 fe X CIK I 0I4E ™. 4R Ak

Jils s 240 0 o Treg 40 3 f¥) Fox P33 P A1 2R 1 1 604 2
AR, Treg 40 T LA 43 W TL-10 S 40 i) 41 A
G 9% (1) T e, TL-10 3G /5 m {2 3k e 240 e 30 a7 92
ARET. it K8 2 A/ JE AL R e 8 B0 24 TL-10 0 TGF-B
7 5 Th P9, 3X 45 W IL-10 A1 TGF-B 7 Jifi e 1) 71 J&
AL AR AR B o 1 R R R g R ) R

TNFR2 FH — L5 £ i R i 8 12 1) 14 e 2 4100 ) 1
CD4'FoxP3' Treg il ffd 2 15 , TNFR2 #ill ¥ Treg 41 H )
WS RSG5 , 41 M R HT R S N A S R R
e 20 PR 3 AR R AR K 5 [R] B 4 IE S BT TNFR2 1)
PUARINH] TNF 5555k 5 40 (19 A\ 2% Treg 412 (1934
I B H0 I Treg 40 B o 5 TNFR2 {5 5 1% 5 A 2 11
NF-«B 18 % 30 FJE PR 2k, I (8 93 2D Treg 4H
PP 50, A 3840 1 e e 3 R RO AR T A E R
T8, 43 {5 fiti g B (0 A0 A A Treg 40 R EL 5 T 41
Jitl BF 5 3 1) 34 TNFR2, TNFR2 /5 %% 5 CD25(+)-
CD127(-)~ FoxP3 [#) 73 Wk B 1IE #H 5¢ 4%, H TNFR2(+)
Treg I #01f] CD8"T 4l Jifd 7= 2F INF-y, 1 33F — 51 B iX
S 58 2 1) A0 IR R A R I B R A i A
BERS VIR EL o) IR , BE AR MY Treg 4 M (1) TNFR2 3£
1B K3 T . BUORL AR B AT A& (progranulin,
PGRN) & — it 10 1] 4 28 K R 7, 3 A B e = 4170 1
Treg A MU I D) &E , T A2 AT LA S TNFR2 /E H T TNF,
I Treg ZH ML (9 4346 , AT PR NSCLC F 592 Tk 4
5%, #H NSCLC [k,
2.3 Thl7/Treg a2 /£ NSCLC ¥ &9 %7z %k #7

AEERIE LR Th17 403 e 2F 28 11 S N 5 Treg 4]
JH (g4 ) 98 M s B Ak TP AR AS  Th17/ Treg 4H 1)
RUT P 6 4E F Ge E FA S G H B, B R A
SPAETIN , B8 51 NSCLC R 42 K g« Duan S5 7¢
R, 5 R REZH A B, NSCLC & 3% 4 I h
Th17 4Hid F1 Treg 40 1 35 7t /& , 55 55 ¥ 52 Th17/Treg
ECAB TF 5, Treg 40 M 5 Th17 40 g 5 4 AH 3¢, s 4,
Th17/Treg LAl T 5 NSCLC H3 [1) CEA W FE T
RIEAMR. EAERRZ, Treg 41 il i@ it TGF-B Al
IL-6 73 WA 3k Th17 & &™) Yang S K ILTE il
Jee: KR PO R i AR P Treg/Th17 38 15 , Wi B O 790
JEANR o SR, Li S0 5%, A E S o 28 25 A0 1
FoxP3(+)Treg 4 it A1 Th17 4 i 1) 338 v T i 5 X iR
H,NSCLC #£# 1) Th17 40 g Ll.A5) A1 Treg 40 2 1EAH
5, WAV B FoxP3(+)Treg/Th17 /KF & T 1-11I
Wi, 45 PR OR Treg/Th17 L 500 W15 5% . &
W 7T "HIESE , Treg UM T2 )5 , 1548 B S e 4 1
F S PR T2 Treg 48 i T LAY B B /< A1 PD-L1 BHIBT /¢
SO T 40 4. HAPPD-L1.CTLA-4.TGF-B
FIL-10 54 B T 7 T2 1) Treg 40 i A~ 5 14 5 9 70
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|t [9] YANG H, GUO HZ,LI X Y, et al. Viral RNA-unprimed Rig-I re-

PL_FF 9% 358 B Th17/Treg 20 il £ NSCLC 4 %t
IR — AN AT I R, P9 I A5 2R 4R 3
NSCLC &4 & &, Th17/Treg 4 il 2 55 7 NSCLC
RN G I [ LR HF A7 AE , Th17/Treg 4 1) 2 2
JRA7 5 Th17 400 Treg 240 A (14 434k FH 5S40 A IR 7 1)
VAR B e i s AR S AR A A BB A R R

3R B2

g L RTIA , Th17 40 55 Treg 40 0 [R] 4775 E 244 1)
K F, FL AR AT LA ) G0 % )R, 7E NSCLC R A2
RIE R AZZE R rp , 3 A1 R I Treg 40 i KRR AE
PE %% 5% 5 7 FoxP3 1 43 A7 EL 481 fff 72 2 386 m iy 5 1
Th17 4 ffa 1 £ 2 DA S 43 WA (1) TL-17 £E NSCLC 134
TR R R AR E BN . REEIRIT I
Pt PD-1 33t PD-L1 1 A NSCLC Fii 3% 1697 7 H B1
% 1 S e S B 1 922 R T 40 PR IR T CRL G Th7/ 1L-
17D AT g BA TE M a7 e A &5 BIIERA
T 5% Th17 408 f Treg 20 i X ALAA 1) G 22 1 5 AL
A EIT A0S S U1 T R NSCLC ) % i 52 K g %6
R PR, S 2 Wi 59T A SR BRI (4 U )
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