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FEAR T HE 5 9 1) R AR, I LI 40 i 43k 1)
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R T AR T3 g LA A SR R A A
2.3 IL-1BAR AT g 6942 & Ao bt 45

I e 4 ) 42 28 AR 7 Ak e A o LR i R v
A M RSB A AT AL BT 9T I IL-16 7T BLiE
ik 2 50 7 EE X — B R . T SRR TR
03 R A e )30 95 DL R e R AR i PR )0 L S
FCRE A 5 7% 1) B E AT 5 2% A, a0 Sk A0 P
JE 14 471 41 B (monocytic myeloid-derived suppressor
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T B AV B 5 O A SR 17D I LA T ol B PR e R
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75 5 il I8 AH 0% R 2T 4 4 i (CAP) 7= A4 & L I 7
CXCLI1, A B T Mg 4 0 55— 5T, s 40
PR A IL-1p B BTG A vo T 7= A2 IL-17, IL-17 33— 45
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AIRBEREE S R R T IL- 1 ML R T CCLS 17
A=, R 5] AT B TAM AT CTL , JF 38 i 55 4 Fi 4 4
TAM F CTL o] S A HIPIR S A8 . FENUERIRAS T,
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SASR L, TME A1 TL-18 15 I 18 14 98 5 (1 4 K5 4
325 I 1) A 5 100 T 1, AN A AR a4 ) 42 248 e (MIDSC
TAM. Treg 20 fB55) (5245 I B AN AR AL , th Py [F) HoAth
41 Jf BR - K BT G 8 3R e ) B MR G e L 1 i e
e V2 VAR E 4 B ) R Y
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IL-1B A I 2 Flg 42 R IE LI 1E T, 78 bR
1BIT L IL-1B R I 2 Ry G5B VR TT RO
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GUiTHE o, B VA IT T EEA TL-1B FEIT ) sl B 77l e
BERRTHAIT AR, BGE B R IR s AT E
IRE RS R I TL-1B R85 5 1 i 40 i 28 bt 1
PR 1 NNT H K1042 47 55 1 2 BE AL, (g ik 3L 5
NADP %54 J« NADPH )& % » s 8 B i e S & I
RE , HEHT PD-1 /1 5 14 e J80 40 PR Bk A0 1, 38 o i 24 1
o i 5 A e e TR 4 B 43 WA PR TL-1 B AN R T B
925 V) TR 558 10 T2 i, A1 a3 e 1 i R PR 4 T D v 4
Ay A, I HABHIHIRE 1) CD8” T 41 i v 4k Fl
Ji 8 A% B, BRI R 254 o-PD-1 BB M8 2%
JRECY oI R b At B 2 LB L 254,
IME B 2R 52 A&k (estrogen receptor, ERa) & 5 H i 988 2%
IS, M TL-1 7] L i 175 5 ER o g At 5 D] 1) v R Ak
06 ERa (1) 3R 35 , 448 5% FL AR 5 5 At 22 5 25 1 i 24
PESA, R AR/ NGH L il (NSCLC) /1, IL-1B BE 5 5 &
EH &5 #435/¥) 85 1 1 (EH Domain Containing 1, EHD1)
| A KR IE ML EMT 8k F2 , 1 IL-1p/EHD1/
TUBB3 15 5 18 #% Il /3 T NSCLC %f EGFR-TKI %}
YT 2515, TAM 4330 f0 TL-1B B8 75 5 i 78 41 i
2% 15 41 P 18] &5 B 43 F 1 Gintercellular cell adhesion
molecule-1, ICAM1) , 31 ik SOD2/CAT-ICAMI {55
JE % B e i JRE A B A TT 2459 22 75 Ath 3§ (docetaxel,
DTXOHuMER e F5—J7 T, B 8 24 B 7 45 ]
LU S IL-1B f 72 2E , 4k 17 TL-1B 8 i 22 FhopL i B A
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SRR AT B8 5 IR 40 R A A TL- 18, S5
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JS7, BEAR 3 TL-6\ TNF-o S5 20 i IR -1 1) 4, I 13 ) X
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T, 988 40 B A U= A 1 22 P T AR AR B B Tl
£ [ (oxidized low-density lipoprotein, oxLDL) /5 iL
# i 5 11 B1 (high mobility group box 1, HMGB1) .
DL K B[R 40 DNA % , 5 3 DC 136 4L 9 77 4= 1L-1B-
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WA R IL-1B 7248, AR T CD8 T RS A1 -4 1)
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1% 5 IRF1 IR IE , /v T CD4 T 4il i [7] ThO 41 il 5
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Ji9Rg % AT 4 28 S g 4 B i STING 15 53 B i idk
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