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Research progress on relationship between tumor chemotherapy and damage-
associated molecular patterns

IR E R AR FRA(ZEFFERT a AFAAVARATHAE; b OFERMNBH, %kH
%4 710032)

(8 ZFE] ARGNTT AW BRI T ZEAE AR e 1 3% A% Tt 240 M 114 [0 B A W s e bt 457 £ G S5 A L, SR TR s R G I B osg
YER o ISR FE W, R e AT, R SIS 24 W s S A 2 0 ) e B R S o0 AT 2 D TRC AT E AR S 53 A P 4 B T L
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Fh ] e R A Fe 2 Il K AR AR R T
MK S ENEE B3 S AR R E A, TR
Z & e R RE R 2 (T AR T R
FRek e 22 o f 9% )5 P 48 Jf A6 T2 (immunogenic cell
death, ICD) & 45115 #H ¢ 43 ¥ 45 X (damage-associated
molecular patterns, DAMP) [1] & 81", #E5) T 8 5
RN BRR B kR, fE LB SR Al b (R T AkTT
A 16 TT B &2, 76 2 R s a7 s 1
BRI R AR VR T AR . T B
DAMP B8 5 ) ICD , Be1E — & B2 FE 2 IE LA S
FHRAS , 2 1E 5 AL TT BT SO A4 G 20 i 2 45, 1%
R e 20 T 24 1 ) R A o AR ST T A SR R AT
5 DAMP [ AH R VR 703 R AT 2508, B EANS 5
JHR AT S B 1R IT ISR B 1R T A U T R SR ik =
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BT R, 2 iE N —MORE R o 16 40 I B8 T 0%
H——ICD, Jit 83 40 o bz FAoA 85 ey AR S SR 4K
G JEAE T BRSO A 7 A R e MR B
I U2 A A R S 1 PR PR SN IR RE T, AT A
PR N . M4 AR ICD I, — RAE S
gy T AR 12 5 Horb, 64 4 i 5 3 i A LA
WEAE 5 4 FRIE K- B e A8 , RIS FE T2 ) 248 fifa i
F_E RIS VB RV, 1 Toll #3244 (Toll-
like receptor, TLR) Al Nod #¥ 32 14 (Nod-like receptor,
NLRO P31, 12 Ho 5 RO PR 1~ 1 & il 55 B T, 5 L
A T8 A7 MR e B 2 N2 () R AR X — R BT o AR
N DAMP, = ZLALFEA o FE T2 3945 9 &5 1 (calretic-
ulin, CRT) . #J# & [ (heat shock protein, HSP) 73 -
FETB, DA S 4 i B T2 W 39 — 2% 1R JI 1 Cadenosine tri-

[E€mB] EZRAB/RFESHIITH (No.81371891) . Project
supported by the National Natural Science Foundation of China
(No.81371891)

[EZ®N]  LEEMRA1978-), B, WiH4, TR, 3 8 4b
A8 3T I PRAE 7T  E-mail: 2671074974@qq.com

[B{51E#&] K% (ZHANG Ju,corresponding author) , ==, #(#% , fif
ARG, 32 EAE R 1 Bl 5 I R F AT, E-mail: jianzhong@fm-
mu.edu.cn; X 3B (LIU Wenchao, co-corresponding author) , fi -, #(
F2, 1 A T, A2 TR R I I R 5 R Al F AT, E-mail: 1i-
uch@fmmu.edu.cn



EIeHR, 55 IR AT 5 B A5G 3 B AT S AT e 3

- 523 -

phosphate , ATP) Fll =7 it # % 5 4 B1 (high mobility
group box-1, HMGB1) 73 TR il >,
1.1 CRT

CRT & —FlAHXS 731 1 & 9 46 600 45 {1 T fig
LRSI Ca™ 5 & B 1, 1 3t A7 78 T 40 i 79 Joia I
W, 5 40 A% A 40 S AT /D &40 A . CRT A 2 Fl
VDR, G Ca® R A AT L TS L4 PR R B
BRI FRIE WS R 40 7E ICD I 2 HILAR 4 &
& M [« M (unfolded protein response , UPR) , £ I K &
FFE AN RE L RPN RS ERYD
PR PR SR EE 2516 97 VR AT b 40 < 42 1CD,
HE T 51 Y 5 M & 77 Cendoplasmic reticulum stress
ERS)fi & A1 Jii % ' CRT (endo-CRT) £ 1 h 4 K =k
WA YRR T (ecto-CRT). KEPP 557 i
Western blotting 773 & 495 25 A4 v 46 I ife PR AE AR 3K
ICD FIA% 0o F A 22— 72 W0 N 5L s ) s B8 CRT
TR T4 R T, 5 CRT 2 58 AH O 1) F A% 41 i ke
& [A -1~ 20 (eukaryotic initiation factor 20, eIF2a) ff iR
A 0T DLYE A T 40 B ICD R A1 7 A5 i
1.2 HSP

HSP & 1 JE RS 140 T AR R B 5 1A KR 5y
>4 HSP28 \HSP60HSP70.HSP90 . HSP100., % %] 4 i
1 25 M (glucose-regulated protein, GRP) %45 JL K%, &
DR A E A IERHT S . HSP70 — 4514 4>
3ANThAeIH : N Ui 2y ATPase 36 PE X H 1] & 5 41 g o
PIKE GRS & X, BefE N 7 TR kg 2 45
APC:; C i U 2 5 5 32 28 1t 40 B DR R T8, 115 T
7 [ A 5 240 B Cln N 48 D 1R D g . HSP70 R
ML ELFE - R4 2R S0 2 M UM R L) 3 3l R i
BUHIFISRFE 452453 I B TR B s B TEOP L i . HSP R4t
BEZ: 5 HLAAR [ A (1) B 48 R e, 0 6e i i 45 Bh i s B
HEE#T S RS E AR ET S R 2R
FI) 4 ff B DA 1T BOE RE e D Re  IF A BT R
THBRSZ AR A M, HSP70 30 5 8 1) R A VA%
PIAHRY,
1.3 HMGBI

HMGBI /2 —EK N AEHE A, b = IR
MDNASE & E N, 2 HMGB BRIk A 2 —, T 12
I3 AT T4 B 20 4L 40 ) 4 A% FD 48 T )5
HMGBI fE 4 & 1% /M 2 DNA %5 il , 2 5 DNA [
T s S ) 5 OB R 7 400 L N 2 s SR i A A 98 0E 1
KA &5 RE N AR I 1) 48 B ER o i e 28 B
HMGBI 15 %35 5 20 i J& 3905k 248 it 58 5 o ookl %
DIMO%. HMGBI 1E R ESAHE ICD &R RIS B
FAAGTT 245 Ak 21 b8 40 P (R FE T2 A2 b, HMGB
Tt VR AL )RR T B S P MR S N A 2 i

i e sg R BRI S BEAGAE NG R 3 B A 3
S0 W 5T 5 o ER IR DU TR A B B B0 R TRUE D R A
. HMGBI1 R ORI 5 48 B 0 T 1 77 K F2
B HLAE G
1.4 ATP

ATP 2 4 M 57 R AU ) B B kU, 76 1 719 40 i %
A AR A L 1 R B A I B 4 i AR ) A4 TE ML RE i
HEAEH . AIIETREATP FIHLE B e A 2R
B AT T IR A MY T 5 4 AR T ATPM
WA R I, CEATT 2506 9T R R v, iR 4
JRIAE T AR TR T R RO T 51k ATP 3R
J8, H i HMGB1 5, I # g T2 B3 58 F 1 (pan-
nexin 1, PANX1) &5 HY [ 7] 428 22 38 38 0% , il i {2
ATP B 73 AT V6 Bl 4 5 40 70 6 5 JEE RS 3D L PI3KC
Mt CPERK 1 715 45 2 Moy 2, 8 03 48 A 1) BR s 2R
B, TR Z gl R1A8 ATPases, LK
171E ATPases, 40l #h ATP U4 5 76 56 7= 4 it J5) [ 2 46
FEARAL

2 DAMP 3t % & 4R A0 1= 1E A

EARVF 2 09T 2901 DL 20 2% S8 g 48 B, H
K HRAHC AR A 1) H AR IR A L, 2 8RS DA A
S hE 5K, 1 81 53 AR LA S0 0% 2R 40 A A B 1k
i 5 R R 7% 1 B A AR I o« A WA R I, S
R i 0L T, AT RE B8 SUHE T2 i 33 48 i B 5 DAMP
G 5 WX i e A ) G 2 IS A BT AR ) A% A R
AR 40 A, S B P S RE R B H AR . 4 4 4R
157 8852 | & /7 J5 BT DAMP 43 1, 15 i ik DAMP
R S 2R R ) S N 5 B0E APC Xt iR AH 5% Bt SR B
PRI BB R 4R S 1 CTL, ¥ 18 £ 4 - LR
Yo%+ [ IS S OB 7 TL-2 . IL-4  TL-8 . IL- 10 25 48 ffa [H]
-, BT b R 1 — 42 1 1 [ A A B A i
(macrophages , M) £l NK 4 il , 338 i [ e 1) 5 9% 1
o
2.1 CRT %7 tm e &9 8 42 17E B

Ecto-CRT 73 1 I /M 2 5 5. T & ML i 48 st T
A AR 5 T A B AR IE 22 R (1 MR . CRT &M
1 Hy“eat me” {5 5 ) 4 DC = MESE T4 M, DC WA
ecto-CRT AN 5 2 1) 5 T Jirl I8 4 Ffd A& i 88 41 g ICD
MEIDE. LR, &R g st ek
A3 1 5 MG T 22 S R 1 A2 3k ek 98 40 B 4 Mo T A
& DC PR AR, M [R] Fsf 8 5470 o 24 200 it IR
TGF-B A1 IL-10 &5 B G % JE A% #0] o 1 CRT Al i )
REAE AL TG0 S AR G B 70 74 DC AR A AL HE, I
AR T 40 M LA G % S, 36 A AR S e 5 2
e o Jie 98 240 L R CRT 6% PR B 044 AR A CRT i, BT
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IR 24t ) G 38 DR 1 B 2 1 O, DC R E T 48 i 1)
W 7 $0 k1), T K B 4 CRT 5 N Al 4 928 JE 1k f 9 1
6 240 R DU) T S R 4 B ) G g iR o AT 2
5 iR 4 g CRT 2 3 42 /M8 48 i ICD 1 — /> 3 245
A IR A B R 4 B AE B A AT 294
J& # B CRT %% 72 , F F CRT % & 3247 7 J5 VF-£ik 5%
TS 2 AT 250 10 CRT 2 52 DL 7 25 B
1Efib e B2 ORI 7 2 H AT A U T B s . IR IE
P 27, CRTAE 5 5 Mg 283 1) Y0 [R) A7 7 B8 20
Ao WUSEHRE TR B, 8 i s 18 i 5 5 K5l
FEC firh IR 40 PR & A TCD B CRT % 55 , REAR 107 Hh 5 36 fii
S BB AP SR B H MBS . PENG E"7E — I 45
1 Frp 988 49T 7 P R B, CRT 363 5 i 8 s A 0OA 5%
) CD45ROICAZME T 40 il 52 1EAH O, B 2 35 K A8
S ELEAT AR . HSU ZEPV7E 68 191 Bt 25 4t i I8 BA 71
TF LA R B, 2% e 980 40 i =5 7K F CRT 5 B 35 1)
R AP TE A G
2.2 HSP*f %7 ta e 698 32 4E )

TEFE T2 41 i 3% THI %% 2% 1) HSP70 Al HSP9O /2 41
S LR S — 2y 7Rl . HSPIEI LI R 24N g4
SCHL A R BE o AEHF e M B i Rg 4 P g
(1 Ji 98 5 HSP70 R 45 & APC | HSP % & (CD91.
CD40.TLR2/4° CD14.CD35.Lox-1 f1SR-A) , Fir B
BAPC X AH G 8 52 5 (20 MR 41 B 7E 259 b B
Ja RAEFET Bt A2, B HSP70HSPOO | i 2 K 1
75 E 94 (GRP94) 55 22 P 45 7 i 783 e e 1 e J ik -
HSP & &1, 252 G V) RER Bt i IR 12 45 i e 248 i s
b MHC-1284) 7, 88 J§ MHC-1#1 5 ik 5 &) B 42
545 iR 4 S PE CD8CTL 14 3% 4k , HSP70 1
HSP90 15 F|-F- CTL 5 TLR4 A1 CD14 [a] A1 EAEH 5 (3)
41 M 411 HSP 5 e Bt S A T B HSP-RK 52 440 1 s
it 983 0 Ji B A2 45 DC R [ [ MHC-143 T, DC &
TLR2. TLR4 #1 CD14 A 5| HSP-Ik B & ¥ J5
CD86.CD40 # ik , £ 3 DC 24 , $& £ 45 CDS'CTL,
5 I TR o e 1 e T AR (4D HSP70 2 it A0 i
RE 1 175 5 iy R VR 1) 41 1) 1 48 B (muyeloid - derived
suppressor cells, MDSC) 7314 A 34 DC, A B T- 22 i
MDSC 17 % 92 10l T i 2 B000E 0 JRE 4 9% s i
(5)HSP70 58 £t MHC-IT PR il ¥4 5 B ik 32 2 A1 CD4
T g4k o 72 B PR 48 i e e b s (D47 24
W 7 355 5 e R 41 5% T HSP 3838 39 In mT 3 ik € D94/
NKG2A F G, 1] HLA-E-Jik 2 &4 R 51 i A 5 [
A % NK 41 %45 ; (2O HSP70 Al 3 i C AL ik % &
2 AR g A UOE NKCAH B (3D R FH R 48 B B &
HSP90 A3 /5 1) NK 4H /it % 1l NKG2D 51 NKp46 K ik
0. CHEN ™I ARUESE & 8L, HSP 15 5 5

SRR [A)A7 7E B0 R, v I PE HSP9O BE %
75 F I 240 L P YR A 5 3 A AT 5 92 i v gk AH K o
2.3 HMGBI *f %.7% % iz 69 iR 4= 4F A

AT 234 F T iR 4 S B4 M i 5 4
J A A8, HMGB1 M\ 48 i % 1) 240 Jf ot % 7% , I ad i
2 M e 2 R TR, A H 4 A B A S, 4H i A 1
HMGBI1 5 8 5 157 51 52 4k 25 & il 0 4 0 F G 92 38
%Y, HMGBI #] 45 & 41 g i - % Fh 5% #& TLR2,
TLR4. TLRY F 15 4 4l Ak ¢ 72 ) 52 4 (receptor for
advanced glycation end products, RAGE)%:. HMGBI1
F/GE I PLR 3 N 848 S I G s R T BE (1)
HMGBI1 538 3 3 AR il DC, &5 & DC 48 Jfil TLR2
EAZ 2N T E T K, 0 CIMO. CD54.
CD58.CD80.CD83 1 MHC-I [ %3k , {2 i3 DC B3,
Bt R A B O PR R S 1% CD8 R T 4 i £
B, AR AT 51 PR RO s (2) HMGBI 43
TS5 IRBEAH L [FIREJ) 2 P DNA B B4 A il e g
B4, @ T TLRY i& £ 155 DC LA, HMGBI &
DC R IEHE AN Th Al 4k i 72 o — A WIS 5 [
T, HMGB Hl U A8 40 B AR Ak 1) — SR F1 40 B K+ 4>
W, 4 IL-1B<IL-21L-5.IL-8IL-12 Al TNF-0. % ; (3)
HMGBI 454 DC # [fi] TLR4 , 3 i 4101 il F1 J5 $2 240 -
VA T A JURE SR Rl A5 1T 977 1k B DC 7 1k (1) i 98 Bt SR
20 e, R S PR SR 2 DRE, 1742 DC A HL)R
I AR B A A e SRS S B TBOK e
1t DC [7) T bk 40 B 2 52 MR Hi i, 508 240 i oy =
(1) T 40 i e 928 ) B2 s - A B R R B, 24 HMGBI
B 0 AR o ST Ik T 4 PR A S Sk R R 52 B
$27~ HMGBI 7E DC /13 0S4 T 40 fg ik 72 ik
FIAA AR o G PRBFFEPIESE , 88 491 £ e 1
T ARV AR T 54097 5 51 L 1 HMGB1
T s R, 75 B B R T A R IRl
g5, M HMGBI 75 AR £ 367 IR B3 I b 33 1 50 750
APUEAR . 405 (8] 5 HMGB1 I8 7K1 (1) 238
L5 i geg o B A 5 D) AE OGP
2.4  ATP 3t %% 69183 4F B

ATP X6} 4 328 291 0 19 8 42 4 P 2 00 R0 4R 55 iR
4 B TS0 ATP f 12 338 7 105 41 P 7= A= 4 928 i PR O
4 B A1 ATP 22/ 38 LR 3 /N 142 S B 4 928 B
Diee : (1) B0 T 40 BRI ATP 52 — 1 “find-me” {5
5, FE APC 3R [ A7 7E [ NE P 2R (P2) 52 445 52 [ 1 ATP
1) D (1) S 57 2% , AU T 40 i R Sl Ik ATP [ 3 35 46
33k APC B AT AR BE NI ET X 35, 45 & APC il
L P2Y .G H (P2RY2) 3 17 {12 3F B8 1 2 i 1) 7 Wk A
T8 FREY s ATP 3 3 P2 52 4 1 4 400 1) 48 i 2% 40 i 11%)
FA o AR a0 1R FE A 20 it IR - R T T T R A
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T PR AU A, 1T P2 52 AR Ty e e i TR 2R 4
A AN R S AN S B30 I ) s (2) 412 H, 41 it Ak
(1) ATP < £ 7E AT I 52 7RI A6 T 44 it & ] 52 466 3 38
Jneesosn 4 b 43 A 4 2 AR ATP A g BB T 40 i &
R S A 1% {5 5, BT B 4K 40 CD11c" CD11b
Ly6Chi TIL 45 #f 5 40 g (7] JET- 40 ML 9 #2 3) . KRO-
EMER “52 % B, HE 22 40 i R AEAE caspase-3 =1 RIA 1
FET 4 A 51 b, AH 4% 3%0% DC A NLR % Bk 7t NL-
RP3 Al caspase-1 1] g iF TL- 13 B 4 fif A1 IL- 1B 51T 4 5
D] 7 8 50, 348 177 A1 2 e 80 4 B 38 P 928 2008 5 (3D
PRI s, P RN I B I NK 40 i .
KR (IR 27 , 25 Bk ATP 583} 4] P2RY2 57 {41
e ATP A 5 1) G 8 3 53 DO R, 17 B S8 T2 i yg &
JEL P B L A ATP i o] A /N BRORE 8 448 it 1) 92 e 17
T 2K, $ 78 ATP 7E A1 5 Jil 8 40 g ICD Hh & 4% 8 B2 AE
F > 20 B A ATP B 755 51 /S ) Bt i 98 e 928 4 F K v 8
R ARy SRS AT

i 96 it A 5 R A4 A RS R AN A A A TR
CD39.CD73 FIA 1Y vl U4 MR R ATP 4 BN
ADP AMP FJIREF , 2 Bl iR o A7 78 1R v AR 25
A8 I E R e A B b I R R, ADPLAMP FIIREF
I 5 R IR ATP AN [F) 1) 2 A86AE S 3 5 ATP A
1) G 2 M I AE F AT 38 I BE A2A 24 B AR R R 4
Jf 5 PR NK 2 28 2 2% 473 Dy e 40 ikl T 40 i F0 NK
b A0 AE S50 A B R R gk R A . AH
A, J5F P CD73 T 00 1) 988 200 i 394 5 RN 5 A%, 3 0
BIRBAIT 250 S R DU S [ M. JOOS S5
TR I FRIE T4 1) 25 — 20 & ATP 51 31 Mo %
FET 20 I RA AL , Mo B0 8 T 40 B B I 1k 2
#E10{E 5 ATP, ATP [ifi /5 F% iy ADP.AMP FIJIR H
51 R A 57 R G R TR BE T A0 L R 5 B M fhaE
o TSR AN B 23 1T KB, Mo X B8 T 4H i
AIEFE 7 [ 1t P 26 5 W04 [ 3 WAE 5 TBOR e ¥
SE [AIE BN I HAE S . ATP 1 ADP B4 fif =04 [ 43 ik
T DR R B YA O, T 38 S P R 52 AR A A
AbFE AZR G 5 AR AT T B Mo & AL IE RS (145 2R

3 5|4 DAMPRIE WAL 259

H AT, A& G4 T 25 8040 T J7 S8 vt i 2 2% g i
Jed 20 1 ICD A AR 5 5, HAR A R Bl 25 A% firh e 4
JH, AN RS- H6 T e 240 1 %) S 028 SR A, I3 AL A4
o B, T ML ST 251097 R0RE A o (HIT A
W AR I, JLEATT 245, 1 22 5 B A& (doxorubicin,
DOX) K FE E i (mitoxantrone) « B ¥ |41 (oxaliplat-
in) ¥4 % Bt % (cyclophosphamide) « ] & 14 K (bort-
ezomib) HE 175 3 40 L 1) G 722 Ji 1 iy A A0 T AR X

M 2 KAk T7 24 B e 3 AR 40 L 592 J 4 ik g 4 i
HE T R 8 4 P A 228 TR T R T, 3 24 7] e B A A
R R i 23T 30 O PN G G 5 38 4% ROS (reactive ox-
ygen species) fll ER(endoplasmic reticulum stress) 7™~
A=, BE T DAMP, 0 18 E PR el . IR R
DOX #iill DNA & S % s (1) [R] I ] {2 i2F HMGB1 %
Ji B 55 CRT 22 8% , HMGB1 5 DC i) Toll 32 f& 45 & n
{3 DC ¥#0E , CRT WU AT 3 55 DC 1R 1A 7705, S0 i
JEANAR )% I . ERALP 26%7E BALB / ¢ RUMEFL
JigeE B A, 25 7 DOX BE A IR 92 1 R 30, DOX 1]
A 3k i 96 2 ¥ 51 RS B B e R B 2 S B N 3
IR A AR AR 5 T BAP3 1. elF2a 2 %%, Bax . Bak. cas-
pase-8SNAREs.ERpS57 5 [ il 2k # 2= ¥ i O 2K 24
V0T 1) CRT BEAR A7 . BURZEHUAE Z0E H R 40 i
Ji5 P Toll 524 3 (Toll-like receptor 3, TLR3) 43741
BUTFN. 1A IFN 45 & 50 0% R0 M40 A | [R] 29 Bl e Y
TORARSZ AR T 22 G R BORKRE s — T T, iR
CTL A NK 40 fa D e , 38 inic 42 1% CTL BIA73E s 55—
J7 T, BRI S8 NK A5 B, W0E Mo BT 28 0E ]
T, 18 il Treg G i 52 ThEe ;s LhAh, 162 5 2 M4 i
DA 5 8 S P R T 2 s A R G R (C-X-C mo-
tif, CXCL10) 4R 4 i 58 55 . APETOH %57 H 1
AT 2542 2 L B AL 3 CT26 B MCA205 40 i )5
E 37 VR ARG e 8 4 B S 9% S5 7 HMGBI,
1M1 /N4 RNA £ AR P ER HMGB1 3£ 14 5 HMGB1
P AR BCE 7 5 (172 caspases 111 ] 51 Z-VAD -
FMK #01| HMGB 1B U5, i FH BRI 24540 Rb R IR
PR A I e SR e O . IR b, PR R AR HEAT
BRI Z9W0IT IS, 520 HMGBI1 5 TLR4 45 & 1) 2
DRI 5 AR [ A W] 52 W) R A7 1) 4 %8 27 2N, TLR4
SR Th B s Ok 1) FL I AR A R I R AT S
Ji R 52 % 5 TLR4 %5 A7 E R Th 6 1E & (1) F8 38 B iR
B DOX VLB RE L 2 P A FR DR AT 245 5T
7 45A1E T MR 5 3 0] 51 HMGB1 B, 55823
WUE DC Mtk L4585 30, 0 P 22 )R 2 oA
PUFERF 5 M CD8™ 8475 T 40 L , 5 24 38 5t Ak 7 e Jie g
G N, BELL S FKFE T & B W i8R 254
1% F Jurkat.Panc-1.U937 & HeLa 4H i 46T J5 75 A 46
M HMGB1 Bl 842 BE (paclitaxel , PTXO 175
S T 5P S e A At B A SR R 12 DC 34k ik
PR AR SR B G 8 SR S T 2 3 54K CTL A 4%
T PER,

4 WITBDAMP 5%&R7T R EIER

Bk fe Bk 22 () I R UIE 9 2 , DAMP A5 2% ) CRT .
HSP.HMGBI.ATP {5 5 5 /8 55 3 AL I7 105 8] A7
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1E HERR. MARTINSEYERAAEDHEIE (venurafenib)
HCHLI 2 € 2R 4 B, J8 e 1E5 15 Y MEEKC 100 i) 55
L5 1 Wk LI 24 S B T B2 i 40 i AE T A1 DAMP B UK
SR E T, AR Sk R e AT IO R A R A TR
22 . R PR AU SR B B DC R 9] 4 N AT
PURE A6 T, ©NH T B 4 bk R | PR ERT
BT A IR 22 R Ve B R A AR IR R e . B IR
TR ZEL I ORI 9 v A R B, 3 4 7 R AT PR A T AR
15 T DAMP Ji5 % 50 5 40 M 1 30 3 8 428 25082 (5 ST
i) . RENZENE DC AL 44 CIK [ 4k 4 7 i2:
v &G M TR B IRTT, BE N
RE 55 A0 o 2 Y0 2 1R A, ok AR A S A B A
WIT 2 3.7 A HEK 2110240 H .

5 4 8

HRARTT %03 R 4 1 [ I 5 S B A 452 4
ARIFHUR YR S e N2 (74 R ALIT 259
AN G O AT IR I IR, 78 BUM R 48 i K A2 S0 T ]
I Jf TR 4 L DA I S 12 Ji 1P 4 L A £ g e 28 iR 1 4
R o AT R ATL AR PR 70 P 88 e e ROE , ST LA ) e
PEAMHR . Bt H A R IE T SRS T 5 A g
iR A ST I8 TT T 278 70 7% & DAMP B AT BEXS HLAA
TUH R G B L 25 S AR RGBT ISR o i DAL YT T
Ja 58 TR Y % 40 L S A 35 DAMP 1) 3 A A2
A s DR 3 v B R Bl B8 PP AT ) SR BEAR S 24
Ja AT T ZE VLT S 0 75 R R D i) e AT A 5%
DAMP [FHE 4 A7 15 0 G B i 77 38 R ) 82 T xe
TRAE MR B IR YT ROR e B AR IC N

(& £ xx #]
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