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X4EE Thl7 %M, M F; WEmEEER

P 9% Jf % 2> (International Association For the
Study of Pain, IASP) 4 1 2955 3 14 7% )8 (neuropath-
ic pain, NP) & S “ 4040 B B 425 m SK A4 Jg v
A5l Ve gt im AR R 10% B
WY E P H RO T & H O R AR
BUtI AR, BEAE AR50 4% 5 A 42 T 2028
A0 JE R AR AL S L B RO L . B TR
A4 20 T TEL 1 P 9 A AN A JULAE 1 28 T 1) D% s 12 X
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JCH R ) AR AR TR EAE R, 1T 3 B 40 0
MrORm R A S KR W,

T bk C 2 i 3 S (10 O P 2 BB A i,
2434 Th (T helper) « Tc (T cytotoxic). Tregs (Reg-
ulatory T cells) 4%, CD4 Th ik 40 i AR 4
SR UM IRl T 43 9 Thl. Th2. Thl7 40, H#f
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PR e A — 2RI, AR & BRI YA
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—. Th17 40531k

Th17 42 Th 45 RAE 2005 4 A 55T
B, RN Thl fit Th2 RAURRE, I HAER =1
(174 IL (Interleukin)-17A, [KtPA Th17 #544. Th17
YRR T 7 A4 TL-17A, 2 77 4 TL-17F. IL-21.
2 - 5 I 01 P 4 9% 3 B IRl 7 (Granulocyte-macro-
phage Colony Stimulating Factor, GM-CSF) #1 1L-22,
Th17 4 i 3 2585 N 4E H R AH DCHIM 2 44 vt (Retinoic
acid receptor related orphan receptor yt, RORyt) #% 3%
T+ #1bAF CCR (Chemokine Receptor) 6 LA A 5
R CD161o For IL-17 42 Ho 70 WA R d o 2L 4 i BT 1,
AL A= K K F-B (transforming growth factor-B, TGF-B)
Hifs F A EE A ¥, 161 IL-21. IL-1B
7E Th17 4 b e 5+ 4> EE AR ©.

IR FE 2B A2 Th17 0iufRAe 4 IL-17A Al
sk K RORyt, tHAEFRIA IL-23R, LA A&+
5Z{A& CCR6. CCR3 #1 CCR4 ", 1F IL-6 A1 TGF-B [ 3t
FVER R, JEad IL-21 80 IL-23 fe e Ay 4 5, i
RORyt IFRIE, k4G CD4'T 41 Th7 40 AR )
ke T IL-1B AT IL-6 307 /5 Be %% F i RORyt (1) 5%
i, HAGEE SR UG CDA'T 41 fe 43 18 N Thl7. Lee
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2 B R ILAE TGF-B AR 500 F, TL-1B A IL-23 76
Th17 A 7 A R e 5 oS B IAE . TL-23 @it
HZARBENS I IL-17A F1 IL-22 RIS BAEIRE
B, TGF-B HITEAEIFAE Th17 AL 75 564, H
EHWFRERY, TGF-B A ] F 4k CDA'T 41 g 1)
Th17 40M 1) 5 4. 7E—Ti5&T TGF-B X Thl £ Th17
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FRY 5 7] R A 8 1) Tebet (1) 223 1 % Thi 40
F4) 5 W WA T TV0) 322 54200 Th17 40 P B A2 2 38080 P
FEANEME TGF-B B>, IL-1B A IL-23 FELERITSM T,
Th17 40k B F AJBr i i CD161°'CD4'T 4 ffl,
TGF-B BEARANAE BB HIXF Th17 (bt 3 S Bk 1 1
H, (B2 Ee B 0] Thl 408 (82520 Thi7 ()
o34k M ARFI R TGFB 5 IL-6 SL[FEH R ik S
Jilis CD4'T [w] Th17 4ff534¢, {H & 77& TGF-p r] L
W XL R S R T 3 (FOXP3) #3415 Treg 4 il 7>
B, BhAh, TR I S DR T I T 5 2 Thi7
ST EENEER, HilCERKWED AN
K2 Thl7 40 A 45 o fF, XA ¢
T3R5 T SRS R T 3 (Signal transducer
and activator of transcription 3, STAT3). RORyt. %24k
RORa. FHEZEIATIET 4 (Interferon regulatory factor-4,
IRF-4). B ZH35 A 5% K1 (B-cell activating transcrip-
tion Factor, B-ATF) 564155 A1 1 (hypoxia inducible
factor-1, HIF-1), #HJfo[AT 1-6. 11-21 Al 11-23 ¥REFH S
STAT3 3% 1%, STAT3 B RORyt SL[FEH T ifs%:
Th17 4 oAk — B e 1 IL-17 F1 IL-21 (150, |6
i IRF-4 w3554k RORyt SKAEHE Th17 40AR 6 M,
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it 7= A #a 4k IRl 7 i CXCL1. CXCL2. CXCLS5.
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oxide synthase-2, NOS-2). 4 J& & [/ (metallopro-
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(IL-1. IL-6 fil TNF-a), 7] R &A% K+
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R FL 28 B Thi7 20 e i oW o 4 B R TL-17
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TR A 0 TL-17 B 324K, 5 —J5 i IL-17
S R TR R AN A R Ak, B
B A TS, S5 TR
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IL-17 FeHT 2 I AAE 5 wi i B S 0eE it T 41
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R TR TR AR M2 s LR S R B 1 2
T IL-17 Ji5 0T SR % B2, FOL T B
5 1L-17 /-S40 M 5 F TNF-a 1 IL-1B BB 0 1,
7E CCI M K B S0 2 70 o TL-17 ek,
TR 7 RAEATAFI R, T IS 1L-17 S i
BRI R, JOHUME AR R IR Ry TESNL (9]
R RN, TL-17 B A B E H 5 A B
FITSHR S, 0T 40000 A 5 V4l k>, 45
BN 2R 400 L R T B R A R M R, R
PEYN A K] F IL-6. TNF LA K INF-y $5 8 2k />, 3%
0] IL-17 25 B ap B P, ] B 5
MM IE A R, WArREs IL-17 FECIL-6 b H [11]
e B 2R IR A (CCT), B4 A B M2 45 41,
(PSL), 54 A B wh 8 I (CST) 22 J BBl 4 5
YRR R CCL IR R I RRAE 5 3, 5 Rl 8
BT B B LR AN PR, PSL KRS 5 R
8 TG HBUAHUMESR, T CST [k B L W
FURGIREE. 3 REAS, ANAE PSL K BUBEAY i (1) A 3 [13]
IL-17 /KPR E3Eh, 8 KUAJS, CCI. CST A1 PSL
PR SRR LA T ) L7 AP 2 T, AR
fe15 117 fE At PR A IR 3=, g 14
SN R B PR R T A 2.

v TR, ASCIHE T Thi7 4R SEHIE4n
BT AR B R A LR A, ISR sy
Th17 20 % H AR 2 B PR TR T 7840
VESR, (ERNUEI- 4y, X EERA T B,
RN E PR 1 S LB T SR T O,
ORI R S ML A T AR OB [16]
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