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Chemotherapy enhances the immunogenicity of tumors: an advance
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FHEH( calreticulin )45 , ml 28— L [l g 40 Jo A1 22 315 /Y B
B e e iR AL 2 — ) F RGN, I NKG2D
( natural killer group 2 member D YR MHC 1284 F
g

2.1.1 DNA #Hif5 R & Y6 40 i 52 2 N 78 1 B0
P HI3( oncogenic stress ) B AN DNA 51475 2, N
FL B R A FR D S R A R A S, Bl i A sk
3% 2 1 AE 28 A2 7B [ ( ataxia telangiectasia mutated,
ATM ) FIKG I 25 34 A 1( checkpoint kinase 1, CHKI )4%
R e S B | W 2 S I K I 2 € LA
[A] Bt NKG2D Mt f& Rael ( retinoic acid early inducible
gene-1 )ik L RI( ATM K48 5k CHK1 48 7 =X, 1A
i ps3)"° 145 T NKG2D FHAE 4 NK NKT. T
JEAR I CD8 " T 4H i ) A% 3 ek 88 40 L . & 47 f g2k Wa A
i, pS3 B R DNA i 45 5 5 Bl 40 e 3% ik
NKG2D B A iy b 75 , (0] A S 20 B2 ) M AE 1T, 1
BN 240 ML BT BEL I , A P T ik & [ e SO L A
Bl T g 3 B o

2.1.2 ZLT %R TNF M SCR 08 7238 T Fl 4k 52 1k
( TRAIL receptor, TRAIL-R )l Fas/CD95 /& 5 %2 (1) 3L
22K, -S4 T . TRAIL-R HRTIHEZ LS fl,
H:th TRAIL-R1/DR4 F1 TRAIL-R2/DR5 w1 DX i# 1%
caspase A% 5% 5% [N+ NF-«B, %5 5 240 L 8 125 10
TRAIL-R3/DcR1 . TRAIL-R4/DcR2 K B 3 47 2 11 ( os-
teoprotegerin , OPG ) R 15 TE 52 A( decoy receptor ), a5
PG T TRAIL A S0P TS, Mattarollo 25 s £
ol 38 240 4 A1) 22 40 P B 25 AR HT A T AN L 2 5%
EWANEG , 5 NKT 400 2655 5%, 25 5L & 20 8 4n
JLXF NKT 20 A 14 200 6 25 1 FH S0 3 5 3k — 25
Rz 2 3 240 i 7 24 ) T Ak S 0% ik JeE 4 i, 3R TE DRS
A Fas 6151 5, B 1 26 24 49 m] 3 3k 184 Jon Je 98 240 i
DRS J Fas S8 50T 32 44 (1) 22 15 DA 175 5 i 988 40 i )
T=o S A BR S 24 W M T T 3 o A e e 4
I Fas (19 188 ML 40 09 S e i 1
2.1.3  MOBFUR R BRI 5 o ik g 20 A fe e I
PER)— S CHE R R, (HPR PR A 2 5 b Hast e
AFE , MU I G2 A0 B 1 A TC 1A A8, A 5 3
s e g b3 oAb 254 T AL VR Y R PR A 1Y
JR B A, O R 200 A T e D L 2 R AR ) -
A2 - E M ( 5-Aza-CdR or DAC ) a] L |4 fif 23 40
Mg -S2 3P cancer-testis antigens,, CTAs )i MAGE-
1 MAGE-3 \NY-ESO-1'" "4 {1y 3 3 , 4k 71 {12 #EHLA X i
Jed ALY B e U . S-SR BEBE( 5-FU )8 B F 5-FU
A5 A AT AT LA 2L BB AR DCH R U CEA fY 23K ",
F RN S R T 1 400 8 00 G 57 8 R CPT-11) 5 5 A
45 e A A Colo205 2% 35 b 5 = M LY6D/E48 1t

B, FREC AR ) LY6D/E48 iYL, v] L™= A B W (W4T
Fibga s
2.1.4 MHC [ %4 FKEHR o+ MEHM MCH
1 2853 KA oy F )2 8500 T 41 MU 25 43 ik 9
YARRLET 620, S-FU AR 35 A 60 24 A8 7= 9 SN-38
SEPAT G E AR MHC 1 260 TRy K,
DAC BT MR PUR &k 40 ] 755 MHC 1 284> F
S ICAM-1 B3R, AT A- 38 A 2 40 M 75 T 241 A
( cytotoxic T lymphocyte, CTL ) #Y A0 Ak, FEik
© L FAFER C BB SRR T LA 1 9 i 88 40 e 2 i
LR 5>+ B7-1/B7-2 (IR, T R M a2 a2 i 4
il PR B7-HI WA, FEmife 2 T 40 x5 e 40 i
(P TI
2.1.5 HE4EE TR PS S
B AN TR R 7 L 2R Mo 1T A2 W 28R 40
Jfi( dendritic cell, DC) |, 1 T Me [7] B B F5c 410 o1 14 240
K F, 40 TGF-B Al TL-10 453X A T A R AR g
JEPERY . B R T A0 M BT Gy SR R T AN i A A
KB FLAE s E L DC B WAL H )y ml i
AR S P G PV 2

45 75 ( calreticulin, CRT ) IE ¥ 15 ¢ N7 T
JRIM N, TS Ca® (55 I Ca’  FaZs . 76 Y FI4A K
BIAEETAWIERT , N H 85455 8 11 en-
do-CRT )R . R 0] % 375 5 &1 0 28 40 i 4P B 1 ( ecto-
CRT)( fRAhSz8 K20 1 h V5%, BT PS 1941 BH.
ecto-CRT IR EEAZ A 171 — Fp 3k CRT 5= A fg
IOELASH £ L 1, (T 490 50 75 s 40 T 9080 1 40 ) 75 ok o
SR ecto-CRT A HEN T DC L#, (H DC F W ecto-
CRT MR A e S5 R T M A R . mBR Ahid
YA CRT BRI SR Al CRT J& , U4 T2 M6 4t L 1Y
SRR Z R S AL CRT AR S R Y
T AR 200 T K A e R A L e SR T
LA SR , TS [ R 20 i 2 ] — AR A i ey
TR - O B R Wt A2 b
1225, FEAE BT 1 i 9 40 M AE 25 0 FE R O, 3 0 31
CRT FZ5E 7. (HALIT 251015 SR 41 CRT 228
2 PR 240 B e 2 D R T A — A R, R X —
SHEFT TS PEAG SGE T 25 W AR iE CRT 2 58 LA infk
7T R 4 M AT FE B s
2.1.6 HSPs HSPs J&4f M 7E N e AT BOE i — 28
PR3 A 2 M P A= 2 1 5T B 1 AT B 4R Y O
WaT &, 0 T AR S 400 105 4 1 0T A I A B Lk R T 2R
£, HSPs 7E40 L N A0 B 4 st A AN TR T BE . i
P HSPs A7 1k 300 PE 48 45 S 4t B 0 T, B A OR3P T
fig. WiUREZ0 ML PY HSPs ik BE 3k, ek g 4t i Hk e
ST R e b i ) — 1~ T B, e 240 Jf 7Y 7 2 18 HSPs
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HARR I R UG 5 25 RO R ws fa e = AR, g 4
HSPs( {320 M Ko A AP BE I ) B A ey v L i
4h HSPs 5 iR fi 58 i HSP-KE &% DC I TLR4
F1 CD14 UG 28 LHE R 25 CD8 ™ T 41l ift, 5 = 4% 551
e 2 5 AN, HSPs B T DC 2T 19 TLR2 I
TLR4, 7] -4 CD86 .CD40 K ik, {2 #F DC 2, HSP70
WA fEHE DC 430 TNF-o JJL-18 \1L-12 IL-6 & GM-CSF
SR IS R T, HE— SR G S

N7 385/ AU T 20 i 2 T Y HSPs 36 n] 38 43 NK 41 i #1
HIPESZ ST A CD94/NKG2A , #1#] HLA-E-k & A9
AR HE T NK 20, A 5 NK A0 At 2%
L Ah HSP70 368 1] LA i C 70 35k 5% 25 A2 I 25 45 Sk B 7%
NK . FERCRE o0 T C 259 5 45 ) I 40
FEIH HSPs Fak B4, w458 T NK 40/ 5 4% 05 1
FAY L SEaet™ A S 8L, BT AR 40 I ) B HSPOO Ak
PS4 NK 40, HE 36 15 NKG2D B NKp46 45 3 3k 1
T P A R0 0 A K A B R R S O A M R
i HSPOO &3k 13, JEAR 3 DC A ™ . AT WL i 240
i %1 HSPs( JuHJE: HSP70/90 )7E N UK AS T RIiAHY
T 2 FiTEE A0 G 2 D ) T AR
2.2 AT F BTG LA e S e RO TR AR

i ged 2 ML IR BT B R AT A AT TL-6 \IL-18 & TNF-a
IR 4% DR AR B L, 3 6 240 L PR T 75 S R O A 2 By
o WM, IR A LA IS R IR BRI S A T, R TR A L
Oy A — e E B AR A0 T L B AT Bk
HAT e Ji i, SO UG 55 M4 56 03 4 S A i
JECPE ) 5, AT A SRR G e 24
2.2.1 wHEWFIEEHE BI high-mobility group box 1,
HMGB1 ) HMGBI J&—i#F b | & B2 R 57 ) DNA 45
HHEM, 25 DNA 5% B HI R g 4i i b
HMGB1 (5 #2355 H i vt 200 i J8 3 0 41 b 2 SR 45 )
R I, M4 HMGBI 56 & B A9 2 H 48 M4 o
Yifie , HMGBI 3 i 58 B 2R 7 1) 32 AK( receptor for
advanced glycation end products, RAGE )  TLR2 .TLR4 %
YEREN RS RN . A4l 2 st fE
A FEii HMGBI , it 41 4 T B I A B HMGB1, H 5
RIPT RIS HMGB1 R G, Bell 2501 J]
WRACIAF K EM 825 25915 5 Jurkat  Panc-1,U937 &
HeLa 20T 5 , Al A0 T 40 i HMGBI 19 B K .
Apetoh % IR IALIT 251 2 32 LR AL FR €126 B
MCA205 208 18 h J& , 76 17 W H 4G I 3 HMGBI ; 17
HAERR R PERZ caspases # il 7] Z-VAD-FMK 1] LI
il HMGB1 R A . F bl WL, £k ml 51 e i ysg 40 B
it HMGB1 .

HMGB1 Bl 77 2 4 AN [7) {1 75 S 6T i s 448 it 1) 1
FHEA WM, —J7 i, e 40 i [ B 48 s sE 1

3 S AT v e i At SR ) = T B AR, 4T
Ml &A= 3ET Je HMGBI B9 2218 B, i ok HMGBL (1) 4
TRAEHT, 54 Mo SR P9 52 40 it 55 I 2l 20 2118 &2 7
¥ ,HMGBI W58 1 3 30 7 18 A ml FF 5( angiogenetic
switch ), T ECH AR M4 AT B, 3 LA ) i i 4 1
RS 5 55— 07 11, 24 988 400 M0 52 0 %8 51 o AL 97 24
Prab BR O 4x 51 HMGB1 9 & Pk K & B ik, i
HMGB1 4 N IEVE AR 5, 55 56 LB SR 241 i
( immature DC,iDC )Ff4g FE 77 W 5% B 1= 1 b 9 40 it
HE— 25k IR e St T AR, 7 A 3 I G R
Al UL HMGB1 BRI g A7 ] s 75 5 f 93 iy 24 1Y)
WAz —  HHLHE HMGBL 5 DC 4019 TLR4 454,
I A A 55 S AR ) R, B Lk B DC A Y e
PRt — 2 B, A R T B A A BRI 5 . Apetoh
452U B EGT 8 CT26 40 i FH/N T4 RNA # AR UTE
HMGB1 ks HMGBL HifkH Fis , 1 H B2
WU AN IEEE D ORISR PN i iess O Il A o {28
1T RS YA T i 5 0 HMGBL 5 TLR4 255 1y 5
PRI 9 5 [RI A 1T 5% W £k 7 118 B 9 2 30007, IR 46 TLR4 5§
AR Ty et 2% 10 FL R g 28 5, 2E AT S e i R 8K
TLR4 2537 56 R Dy B 1E 3 ) H 2 5 Syt

AL AERR S AT 25 E T b a5, 51
HMGBI G K i B, HMGB1 225 JF 306 iDC 4
JiL A HE DC B S 438, DC ) bk L 25 A % 5 , i o 1
D 9 28 SCHR S OGP Sk CD8 T 41 i, Fe ¢
B T AT 5 R BT R SR RN
2.2.2 BB RHARH Y
2.2.2.1 FHHW5E DNA( genomic double-stranded
DNA ) FEAP K0 JE A A= M (s 75 L 40 oA R 25 A2 LA )
TR IS G AZ R 53 BSOS 40 L5345 5T ) A 9 1 A%
123 F( DNA = RNA )AJ LU it TLR 448 TLR3 7.8 .
9 )FIEE TLR AR#i1E( NLRs 321k \RLRs #£3Z 14 )ik 12
WOE LR AT e N5 . BEfb R 2 TR T IR AT
QLB e 40 A, BE 3R DC R MHC 3 F 3L
WOy B F A, BEIN TL-12 (2030, 955 DC X A &
()b S A T 4 0% 35 A BE T 5 IR, Be A 350 A 3L 9
SR B AiAb ) DNA 5 DC 3L 3 ), [FRE ] LR F
DC JEZAAE SR BT IHE SE BE T, 78 43 ud W it 2 o Ak 5] e
P9 20 B R DNA 32 4 1 B A — 5 1 fa g R
PESY S EIER SR BT A 8 DNA 35345 B9 £k 7 265 4 5 ]
DU B2 MY DNA, 22248 R 2 /E R T DNA &
93 el 93 200 J, (LI st g 40 B R LA SR g Bk
2.2.2.2 JRER SRR AL, Shi 45
T 6 R IR R 2 A0 M 6 T J5 B — A 22 1 R
FERAE S, AT LIS DC 1 Mo , 2 HEHT 5 A9 38 AR5,
B AL CTL, J 30l N BE B2 . Hu 257 & 3L
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PEmE R HAEAA A S R A e T, 7 A S iR
R, PRIG K F-J2 T i 1Y), I P 0 R 0 T ) bR TR 14
7 A B bR R AR A PRI S, 0T Jie e 1 e 2 1 e i o
HOHTT LABRBR S5 & ST 1Y IR 0 S e HE T o (EARE
R, T PE PRI A REE 5 DC i, HA IRz
N %5 4 ( monosodium urate monohydrate , MSUM VA BE
i DCFI Mo ™ M ALyT FEAMIIET( S IETIA T )
J , PRER B RERC 20 A B DNA Fil/ 2 RNA [ f ™
A2 Y BRIBR , (453403 200 B Jo) LB I3 o PR TR R T, 3 AR AR
HEH T MSUM , 5 L J 25 G e i

2.2.3 HSPs ALy7 T BUME AN b HSPs B RETL, H
X e 248 A S S 1) 2 Wi 5 R 400 i S 1T HSPs 28
L, AHRA

3 LFT BB R IR R B 2 X B S SR M R R M

AI7 25 5 T S/ 23 A0 P e 240 L A 5 o 2 i
T AL 4R () At 28 43 (T 35 SR ) R 40 M 4 ). Lk
2] LA ] g ek B 358 v X o e e 9 AN A i) R
B, e 20 2 T A X e, AT A R B b
BB B AE L R IBILIR B T AT 245 R Y
AN R (A 5 5 i I R AT 6 B 1R T = AN
O ot e 1 O (= T B N 01 S a8 W Ay s = @1 N )
24 it U8 /0 19 ] B5F, CD4 * CD25 " Foxp3 * i85k T 48 iy
( regulatory T cells, Treg ) [RIFERE 1H B , bifi 2 & A= 0 bk B
NMLIG G, A A TS A B RO T 4 328X
Jige B S ) B A B, T LAY 5 RS 19 e 2 8 4 ( immuno-
logical reset )& | B A Fl| F 450 Jh g 4 22 2
SHEAh AT BRI AL 7T LA B Treg 07, 4642
Pt T T DA A bR v i AT TL-12 A9 4300, A
T Thl HTPIRE BN A 0 A B A7 R o] S B0 41
2l rh 2Pk a5s W 5T I 4 56 5T B A W R, LI oy i
Berl ISt TLR2 \TLR4 {1k DC F1E BE4H i, 175 5 0
PERI M

4 % B

A0 AT T 245 W0 TR SR I B S e S 22T THD
4, B HE A 7 T A R L i A R B RIS SR R A 4
I, K& RN IR R RGBS AR 5 B A . AR AT 25
RIT T B AL B R ( genotoxic stress )4l DNA #i
195 52N %6 , 4 ol R0 440 B NKG2D i Pk 3k 19, 3t F
NKG2D F) 53 W AL D A LU 5tk 5 AL i 9 56 1 I8
ANMEXS FET 52 R S 1 A O B SO, A5 5. Tl
TLTHBR Treg 4N A2 Thl s I N 55 T B[] 32 1 53
TR B B S o AT B R AR B A SN |
RGUX TR G (B R A6y S AR AT s Byt T
BAEC 28] LATE RSP 180y Hb 1 % 45 Fh 25 40 L, O 38

o 5 PR T G Al i A% o) 35 35 1) 400 T SR A A A 1 G
BAYRABUNE e B . X 2o 5 45 o IR Tk
7 5 IR T A ZE A RS TR SR N, inAE ALY e
M FE R RN EE FR 1 DC A Mo , 38 3 ot e 2 Bt J5E 110
PRICAIAL B, 4k 177 7] A8 A B B R AR SR CD3 T
CDS "T 4B A1 CD3 " CD4 " T 40 i, WA T 184 5 45 S 1 Bt
JibygE G 5t T LA 7E R 2 i 14 b9 40 L NKG2D
B iR ik AL T IS  BEA NK ONKT AT 40 i 25 58 40k 7]
HRIT ARG I A0 M . R e AR BE Ak Y7 5 iR 40
ML AR BT AS R B SR TT 5 58 IXFE A RE FLAE M
FEARTT R E IR TT A LSS A A ok, 32 /& I i ¥R IT
LR
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