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Abstract: In recent years, immunotherapy has made breakthrough progress in the treatment of multiple

malignancies, which has brought significant survival benefits to cancer patients. However, while the immune
system recognizes and kills tumor cells, there is immune editing induction, which leads to the innate or
acquired resistance of most patients to immunotherapy. Tumor immunological editing is a process in which
the immune system inhibits and promotes the development of tumors. The occurrence and development of
tumors have gone through three phases: immune elimination, immune balance and immune escape. In the
whole process, the immunogenicity of tumor has been edited, and various immunosuppressive mechanisms
have been obtained to make the disease progress, which made tumor cells escape from the monitoring of the
immune system, leading to the immune escape of tumor cells producing immunotherapy resistance. Therefore,
it is important to reveal the mechanism of tumor immunotherapy resistance and how to overcome resistance.
In this paper, the mechanism behind the editing process of tumor immunity is discussed in detail to provide
references for overcoming immune resistance in clinical practice and achieving better efficacy.
Key words: Tumor; Immunoediting; Immunotherayp; Immune checkpoints; Tumor microenvironment; Drug resistance
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IR S BEIR ST BN N e 5 TR L RS AR
FEH RIS T A ES DU RS o LA SR e A6 A i 410
TR PR P NI PET-FC 4 1 ( programmed death
ligand-1, PD-L1) M H3Z{APD-1 ( programmed-
cell death-1) | o407 TI EL 40 M AR G Tt
4 (cytotoxic T-lymphocyte associated antigen 4,
CTLA-4) Jgfpc e e it il ad, 7EdR/NNE
Jilides . PRI Sk STAREERR AN g A AR b R
AR AAT Myt BRI, X2 HRETEA
PR %S 1 e A8 T SRR A BT R RO,
AR BB TEVIARIRTT WX S eI AU ()5
AR 2 ) BRI 22 Ak — B I (8] Jim bRkt Hh 3
PG (HRAFEMZY ) o PD-1/PD-L 1A s
HIFNIRTTF I 255 2 60% , i CTLA-49) 5513
ITIARCRAN A A 15% , TRIL, BRZR IR Go s i
251 I LA B A GBI 2B G i

IR 9 A A kR SR S e ShRE B DIAR G, #ie
S R G bR A UM E AL, S R ot BAT e
HEIER S AR IVE R o Bt X g e s L A I
ABTE, o i I T 20024 i E 4R th ™,
IR VR SR Z b B R T LA S FR G R AR
HAEMRFR . Sl AR, REEIRITI 250 K&
A= 5 POhIRE ) BrgE G X AR G R e i
J IR TE K A 5 ke T i A R A — N TR TE AR AL
UG ETE bR . T . Skt = BB
TESR VG BRI B, 2 P f e 3 I e 2 2 [
YERT, HUARTE MR BRI RRE R =2 i PRk i e
NPT K, QSRR B SE i, A B IR A
JEL, B B AR e G R Rk R L (HARR
I e 200 7 S A TR AR I B AT W B, U AT e E
AP BE, IR A Kl e Be ML L, 3
R B FE R AE G . SR, FREL Y SR ) R
JIev 96 240 e 7 B RS B e RIS P AR ST H B AR
TR O FU SR B IV b Lo VA I s N G
il AU, BF S IR R R S IR
{98 0 L ] BE R B IR B B L IR B AR KO
PR S RGP, Sz, Wik, T
fige 1 e G2 G 68 1 ELAR LT B e R, R f e 2
LS RS S HT M S IR T B B . AT
T 3k X6 B8 G R T 24 A7 R RO AIL TR Rty at vk
1 NN E NG S (R N L e i IR RS ]
B IR RO S A S e A A TR
S AL T, B IR S i 24 e 1
1RITIT SRV R Bt 2y 2%

1 MERZEMEERE

BRI, IR B o A e I
T AR A 90 A B B 2 VIR ST S BB S e iR
I7 B SO I T IR 2 2 P 5 A A R R
FEFPETANM, gt Bk Mg kb, Ml
e DRSNS =g U E (S e i DN o N < £
JRE5H 5 Ryt 2 e R e A BhrE 2L, brlRig
SN AR U ) LRI R S R, B TR TS Ak G
PR s P B R AZ . BN H AT R g
o s AR, LS Bl AT R T A i 22 ) 58
AP, LA A 3R 3R ) [ IR AT i R A
7 Jieb 92 40 BT L 2 3 ik /> 8 5 A WU 35K e 2 4
TR R 2551 B RTAFsE s, AEpE &
Jre R, KR A3 D T 92 G g A R
B S S 0] PR TR W1 A5 A< 1o 1 B e )
JrROAE s T S AR 2R R M, DR A g
PERSES, ANRLABOE AT, SO )
AT B R 250 S R 22 R,
JR R AT S e, B A TR EDNA{U A 0.1 21
ARG AE , 2 I X S B VR A AR K
2G> TR, FA R PR SR R
[ AT 3 2 Hm s B TR M b R, R A
REIRIT A U

2 MERREZERTRE

ISR 470 D 4 2 A ] ke 2 A 2 e 8 i 52 T 245 e
HEMEMILE Z — . FEASHEEER A 1
( major histocompatibility complex - I , MHC- 1),
B KZIREE ABE ( 1arge multifunctional protease,
LMP ) FIHlsiin TAHCEL 24K (transporter associ-
ated with antigen processing, TAP ) &M@t Jsn
T (B) RS EEA S, Mo eI
HE DR e A AR AT AR g2 A G 1 B R SR IR
WEHTE AN T PR AR kR, S BREIR YT T
24U B2k E 1 ( p2-microglobulin, B2M ) K
MHC- I 2673 TR 2R E 5>, 2 5MHC- 126
DT E Kigt, p2MZEAE T fiIMHC- [ 28431
FIRZA, T B R TAH L A Be i ik 2 2 400
KAERPIERITIZ, Sade-Feldman¥" e Gyt ih
7 TS 245 140 P B £ 25 97 RE 3 2 2 b o A i 381 K o
P2MZR & TR S 78 o WeAh, AR
U, A WA A DG BE PR Al i ek R B AR
FES 528, AT SR 5 R R ARG S i
I R ELARE DG H T AR . B, 7E
Ji R S G AR L AR b, MR BT B R A T kR



AYEBRH a1 H3Y2020F 55474555488 Cancer Res Prev Treat,2020,Vol.47,No.4 * 245

5 IR S i 25 5 RO, A O R R AT TN
JEA S i Sy A LA

3 REREFSHNRRRITMAEXESERE
3.1 A2 ROE R O T

A 2257 LR B 1P ( mitogen-activated
protein kinase, MAPK ) {5513 BE WS 5 16
YT 2545 % . MAPKIE 25 5 v-raf i R
T EUE R [FJEYIB ( v-raf murine sarcoma viral
oncogene homolog B, BRAF ) /22 %47 1G4k it 21 ity
AME SR ( mitogen-activated extracellular
signal-regulated kinase, MEK ) Il 77 i 24 (1) fi
B, HEMAPKGE B0 S e
EIEMIEF, BiEMAPKHE I AEMHICDS” T4
TG AT, AR R B 0% 2 35 DL R A il 47 i
IR G S BEL I PR 60 R0 A L PP A MA PR
SRR AR A PR (MDA ) ERIA,
AT 3 7 MDD A 57 P T4 I 1 50 U0 i
Hi, TiangZE" VR, MAPK ) S8 BT iR a] 12 ik
HIBRAF Y B AN P PD-L1#Y KL . Ll
LR RN, TEBRAFHIHIF ( BRAF inhibitor,
BRAFi ) FRAFVEMS 245 (9 1324 A, AT 4G )
1o KT T Ak A 28 B 200 R R A S B B0 5 [ ]
5% ( neuroblastoma RAS viral oncogene homolog,
NRAS ) , i K FiE L FINRAS 55 BRAFHI /5
MAPK# #11) 582 15 A A DG MAPKGE F (T
AT O A N R AR 077 A, TR PR
R AMA K, MHIMAPKIHE % nf i 4% 2B 4 R
Jed A O B W 40 A5 T 24 1, B INBRAFiAY 4T
PR rEE S BRI, ANl MAPK A 5 i S5
M RPEIRITINEY , TG 2 Z R T8R0T -
3.2 PI3K/AktiH %

105 Ju € P4 Bl 2 1% Bl 192 1 K 5K g 2 11 (W) IR
Wy REH ( gene of phos-phate and tension homology
deleted on chromosome ten, PTEN ) k2 0] i %
WENREELEE3 3/ ( phosphati-dylinositol 3 kinase,
PI3K ) Jd i, M E 45 30% 0 B O R 7EN
(14 Z2 Tl Jofr g ot ARG A it 300 o 0 i 25 PTENZE A S
KFEBEH T (C-CHe¥ ) BLik2 (chemokine
( C-C motif) ligand 2, CCL2) . B4EHSH 1
( hypoxia-inducible factor-1, HIF-1) FIML4E N FZ A=
K [H¥ (vascular endothelial growth factor, VEGF )
FRIB W, S B WA i AL E B e s Y
MIEVEAL S B EUMIE MRS, ke
FEPEATCY, TE PR AR AN PTEN A i 2k 5 fiheg

TR TN IR WD e OBk IS AR 3 R
DL PD- T FA ST ROCR B 2 M0 5 . 78/ BB Y
b, R PISK - B4 i 58 AT 42 55 /) B4 PD- 1
FIHLCTLA-AHUAR M7 Fe TR hIRg /)N B A
Hh, SR R PI3KA ] 700 W 326 43 P 00 ol 8 052 410 o 4 4
JL ) IR A S A, BRI R AR MR R - 53,
il G e i R FIL-10 . Ffb A K R FRaE =k
T g A B2 3 % BRI SEPTEN A ok
AR 32, 378 PI3K/ A7) T REAE 53
IR T T 24— R IR TR
3.3 Wnt/B-iE R E 113 %
Wnt/B-cateninifl [ 7E T 09 008 1097 H &
HEEBAEM, 580 Wnt/B-cateninilll 1% -5 s &
A R 5 E A0 AR AR R AR R e
Wnt/B-cateninfi 53 I /&CD8 THILA T . k.
CAZIE L K CDA” TN Ak 1) B 15 2%
AR BIPETANEL Chelper T cell 1, Thl ) 15,
Wnt/B-cateninfi 518 i B0 0] T Th24 ik, A
PR AT PE TN 7752 . Spranger R G
T2 B2 1 J8 £ 2R 9 v B-catenind I X 3R 3A 7K P
A5 H B-catenin{G P Bk . BoRTbFsREE i, Wat/
B-cateninfi 5 ik BE VS W 27K 1 IS5 B0 R S
PE, ALHE BRI e s R AR RN T AR M ) 58 X
Bk, S SR A M A OB, B TS0 2
Jad 38, 5 Al TR BH A TAN MR, DL
IS R T T A A S e A 2 1
I, Wnt/B-cateninfF =38 B /-7 I He 5 9 108 R Xt
GEIRYT B HRPTHLE, AT bR e s i6 Y7 i 25
B Sl SRS
3.4 JAK/STAT/IFN-yif %
JAK/STAT/IFN-y {5 55 38 J% 7 5 32 I 25 1o A
R R EEAER, REEIRIT N 258 i ¢
FEAE I — o PR RS TA R S AR TR -y
(interferon-y, IFN-y ) TEHTIIE G b 25 vh HA 2
R HIACEMER, e EMHCR B | {2
HEMPRE BT B S A5 A S A B R AR
Pof e £ PR, ) B s 2 3 S I R G % 4 B A 3 A
gZE k™ . JAK/STAT/IFN-y{5 538 P& 0] 3 o 455
A R B B L R S R A SR 1 Y ROk
PETRRERIZS, WITAK1/2 ., IFN-y3Z 4K DL % IRF 145
L R & A i s s i, S5 5% S ol
IFN-ySZ (AR S, ATt e 240 ik REATLAAC 11
B WL, SRR 25, STAT3 M4
K FIL-6 T Ui i) s 2 K-, 2 5 PD-L1#Y
ik, STAT3if P& EGE FPD-L1F IR0, fefli
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iR AR M BT L TR MR R AE S R, P ToRE
W, TR kR SR 2, e
WO iRy F I 25 B4 1 Al

4 MEREBEHITE

fipyEE G e fk 3R 5% (tumor microenvironment,
TME ) J2 iR 240 i 5 20 2008 P 60 . 5 o 240
F G5 AR P R Ak S RIVE = A2 ), A 4& I
PETHIM . Rk EL A ( TILs ) | BEUE Sl
PEANML . ARG E WE A ( TAMs ) FiZ e -+
5. TMEH Y RBE ARl | %R (e, Bkl
SR 5 S 7 R A A A I ] i AR,
B PEIR ST SN AN 3 A TME Hp S g 410 i1
A G 2P0 HUOR TME S G 2 PR S A F)
BIEIRIT -
4.1 P ETAH

P PETZHAE ( regulatory T cells, Tregs ) J& T
CD4" T A HE, & —2S 2y S e il 2 i,
LSRR R GRS . dEFr/I A g i 37 Fil
P REE N A T R EEAEH . Tregs [ i CD8”
THYIME . HRFAG40E (natural killer cell, NK)
FIR 2RI ( dendritic cell, DC ) 25 ZFh e 4
ML ThEE, AERENLIA A Bt 32 . TregsfE4Efs
i 9eE A B 1 B S ge i 32 v B AR . R SO
B vh Tregs (19802 AT 52 0 983 B 92 1k sl A 4 7 i
ARG NS s Tregsi i B 4% 15 40 i B2 fih ok 3
DA ) 1 200 M PR - AN TL-10 . TL-35. TGF-Biil
N THINE (effector T-cells, Teffs ) KHr/RitE
ZMfifl ( antigen-presenting cells, APCs ) Wt fiH
TPERY S IL-2 TR R TN = A, VR F T4
FIINK A if I35 5 LG 58 FARW T fg, Tregs vl i)
IL-2Ra (HFRCD25 ) 5T G245 S IL-208 T
Y MR S R RE T R B, 25 MR S TR YT T
Z I AR, AR R 0 i R Teffs/ Tregs i HUAE, AT
REARL bR S e i 2 2 TRIA, Tregs i nf
DL 3o 21 it 26 1T O CTLA-448 = APCs R 5[ 2,3
WUIN4 4 (indoleamine 2,3-dioxygenase, IDO ) [}
Fik, WMPE AT P IDOWREE , 1 EFHYIDO
A HAZEIEIE b TregZiifi, F— A U g R M5
S 250,
4.2 BEEINEIYELR

BEVEAPH P40 ( myeloid derived suppressor
cells, MDSCs ) tH 2 TMEH Il %5 T4 i FAINK 2
B — P EE S S R Al . TMEFFMDSCs i1
i 5 R UG A RAETEARCHE, LR A i

JEIMA A B . (RZEFFLFL . MDSCsh] i i Z Fhik
A2 A A o2 4 ik sl ML AR By W 0 e ik, A
i G g i 245, HoA AR AR R T4 M A K
S LT S LR (0 A R 2 I O 2 B 1Y) 2 A
Figts 2z —% TMEHMDSCs/ i I TID O 43 fift
o SR AR L R PR R BE S A i T4 ifL v P 14
IEREME ET UMM 2 16 S g =1 B FsEde
MDSCsH] B 45 A TH R ABANNE, BRI HAY
L-E 82, M BH (- T2 M FB 2 A E AR L 45
) 5553 2% 49 P 9 4 %) e e vk S R . bR e A a5
HMDSCs ] FEU e i 2 s Il 7009 L a4k T
2N FIDCHE 1 S i 7 RO BT Rk, 7
BTk E B g S MDS Cs A H3 4 = S8 1R YT I RICR:
4.3 W5[WERE2,3- 000 A

IDOSZ—FREfEmIELIL &Y (G EER )
) JHL PR T, A R A S 1 G o ) R 0 Y A
F, SHPD-LIAITIH 254 &, IDOE BLE S
LRI KA s (JMEN ) A I 2 i W
(PURFR S ) WY, CFEEERm A7 . B . X
[ b S AR RS AR R AT T 52 . 12 B AR iR 75
SRR I e RE 4N (AnDCIE Y |
M2AEVE WEAHAE . MDSCs%§ ) F R 4n g ] ik
IDO | fij & IAIDO A il 41 At ] 45 €0 2 R 43+ fidt
RGP RIRARR, EaL N JHTHLSZ{ACD3 Zeta
BRI S Treg ML IEANHI TN M T REPY . 76 IR
SIF R E LS o IR ERAYIDO AT ( DC B 4%
PO AP T A0 A X B AR5, T4 o) B e
XK, NEERIEGMREIERS, feshppimig, 5
IDO¥F A= B/ N A HE, HTCTLA-4PTIRA #EAYIDO
iR/, Bl R R A K B B AER , /)N
AT R AL B4R =, FHIDOMIHIFIIEY T iR /N
B T ik J e Ry Sk e, IR S A EE LT R
FEMRIVER™, JE— U S IDORY B EH /R
M2, TMEHIDOR EHEANHI TA ML IRE, ]
5 Tregs I G Re AR, XHHT e fe e oA TR
(52, IDOFN il 514 22 A A BT PD- 1 5 2 iR Y7 it
ZiJE M —Fa T FB, A EfH T
4.4 G-

G JZE T 200 DAL el e 8 2 B 9
FEBTIMEE o e U8 Yy b BT EE VR T iR A el
SIS Z£-6 (interlukin-6, IL-6 ) $5EMDSCs
RAEGIEIMHIVER, 32 MDSCstn] 43 MIL-6
P bR & Rt BigE & B, IL-614 1] FiEPD-15%
B B AMHIPD- 15 S A TAN G . ZEFLIRIETME
W, R A S I IL-631E TME H (JMDSCs, fiff
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IDOFERI N, MLk R s ik . #51kA:
K HF-B (transforming growth factor-p, TGF-B) J&
T A AR K A b M TGF-BRE I, 7231
Tregs)™ A= Sz i of B v 47 i S 24 (5, TGF-B
(A TH i 5 2 R R RS RS A O, eAh, R
[ g 77 R iy a4k ¥~ (CCL2, CCR2, CCL5
55 ) n] FpRMDSCs 53 4R B UK KE R RS AR, 411
I TME N ) a2 i i sg, /~=PD-1/PD-L1FH KT
F 25 0 K A AR RN, s e A
325 I8 1 240 0 DR 32 AR A 0 i ) R BEL Lk ek 4 A
GepERkiR, R TN BT SO

5 RRWERSTF

BRI IR TR B v T4 L S BE 1Y)
HES o SPRERAr fUT T 2ok B DT T 240 A Ay 41
T SRR BT S SNy, R L T R
AT AECY, BRPD-15h, Z2Fh G e il s W T4
TIEERE AR EAD -3 (TIM-3) | REAIIETE
fEHER3 (LAG-3) S5 nyad £A 34 5 THI M2 se
T YIAR O, BEHITPD-1/PD-L 1] i b8 48 i HiAth
Hogge W 3 3 F- 3k BRIk REAL AT bR
R (e R
5.1 TIM-3

TIM-3 (T cell immunoglobulin and mucin-
containing protein 3 ) +&20024F & B —Fp o2 K6
BT, BTimEWHR R Z—, it SEoArEzL
WEEEAE R -9%5 5, TmAETh . TIM-37E%
il by A S A 2k, AUdE A IFN-y ) CD4' T
HEBh (Th) 4060, CDS'THIMI . ARAIM . Treg
FINKAIML, H2 5 ZR00WE g 0 & A & et
Zaretsky %5 ST SR, HLPD-TIRYT Y F L 2541
il Ry G ek Ay o TIM-33E B RS 51, 2L
ZF{RIPD-1/PD-L 1 il T4 I 2y i M2 At #E T2 At 5 0ty
(97 AR e e e kil . o5 —IUBF S R, TE
KA 25 e T, T2 PD- 1 BH W ) 25 5
B, U TZ M P TIM-3 09 2kl , i 24
e Ao i K 2L 240 R TIM-3 35 A5k 3 ™, 3 ek
&5 v-Ki-ras2 Kirsten K F5l P83 95 25 2088 JE ] [A] Y5
FE[A (v-Ki-ras2 Kirsten ratsarcoma viral oncogene
homolog, KRAS ) 553 7 4 K A F3Z14& ( epidermal
growth factor receptor, EGFR ) >3k [K 44 2 ) Fp
/NEUI R AR, R T4 L b TIM-3 g 35 W] 4
T8 248 Ji X PD- L4 ] 580 (e s 2450, 1 A TIM-3
PRGRANG ST ) R 2 s/ N AR AR ], S
P DK TIM- 3 (9 3005 7T B R S 2 A6 A o 00 1 511 i

LTz —CY HAT, T TIM-3A9 il
TSR-022, MGB-4538¢4-PD- 11l 5 1E7E 2 B
Wk g it T/ 103G RBFZE Rl

5.2 LAG-3

LAG-3 (lymphocyte activation gene-3, HLF§
SCD223 ) Sz — A il T 20 Jf 3 A 0 4000 ) 248 e X1
For b Al sz 14, 254 5 CDAZL, (B
HAPCsHBYMHC- [l 43+ 455 256 J1 L CD4m 1%
£, LAG-3E Bl 52 A 1 XF C D8 T 41 fifd 1 1
35 X Jieb R 0 R A T A2 B e N BRASERY
LAG-3BH ¥ AT 3 58 28 1 [] J5 470 st i) #8% 1 R Je
HT R R S CD8 T4 i Y 18 58 RS W TR, 3
WL AG-3 ] 1 Ry £ o 4 B e PR T AR Ao i eg A sk
MR, LAG-32 590k T4 TR, F80T40
WiLhfewEs, BRI BHITLAG-3FIPD-1A] % & T4 i
AT e sk 2s Y. OB BE R, PILAG-3

(BMS-986016 ) BkGHPD-1 (nivolumab ) Y7}
HLPD-1/PD-L AT i 24 1Y) 78 5, 2% 9 F8 3 i R 73U
BED, AR EAR
53 HLMREMHE AR

Jiges 4t B RS SR A R- T (major
histocompatibility complex-1I, MHC-1I ) J&—
il 5 PD- 18 ] G 88 6 97 W 228 1 iR AR DG 1) B E R
TP A PR A BRI A e B IR YT AR AR £
AR BRI RN T EEMHC- I R ik R n]
XIS IR A g, H I X Fh 2 7 i
Xt B8 7 AR B Y R i - MHC-
I Rk P AL HE BT IR e, (2 FCD4” T4 3E
£, S5 CXCR3ZEA T 554 R T 2Rk 54 A
XFIE o 24 e 3 X AR BE TS = FE MR
HEJRIAE], RS AEAEXTPD-1/PD-L U i %0 28367
HATE), ARl FEPTMHC- T2 3k it =oAL A6 25 5

(WMLAG-3) REFHEEMHIE 5", PD-1IRYFIR
15 i 28 B ML TR 2 MIHC- 11 A 98 240 e 9 10 5 7
A BIREMHC- 1T 324K . LAG-3fIFCRL6MY
IR $278, MHC- 1T R AR BE R PD- 15 1] 4
PEIRIT N 245 1R e A o
5.4 CKLFFEMARVELE RS54 380 5%

CMTM ( CKLF-like Marvel transmembrane do-
main-containing gene family, CMTM ) 6/45£CMTM
FWEHEA O R 2 VIR 5L, 7 b 83 20 B R
FERAM ML PD-L1f) 5 . Mezzadra™ %
B, CMTM6HICMTMA4/2PD-L 14 15 5E P 7
WHEF . TEMEAM T, CMTM45PD-L1EA
PR EH, CMTM4884 5% 9" PD-L1, [H
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L S S Sy s Tt A o e ) e, BEL Lk WL AR B 2
% Jieh 9 240 L P 35 R A FH . CMITM6 A7 AE T 4 i
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b, HINPD-L1&E A= ; CMTM6iHE i iX
Fhie 3 5 PR ML G I PD-L 1S (i, DA 385 5
FIKPD-L 11 I g3 4 e 40 i T4 i 0 D e, 76—
SERREE FIETRGUIE G, SRS TF CMTMR
FIEAE AP iR T it 25 v ) AR i iR B AR D,
PO EAEAIE
55 29 IRIANE

22 5 H BRI F 11 ( serine/threonine kinase 11,
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KRASZEAS /N UM AR AL v, ST PR il 2k
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HENE, AN B P AR T 40 A 2 A 7 P P 4
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PETR 251 DL WFSE s STK L (4 2 1 2 b eg #r3
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KB, SR HA S S 18 30 5 S 8 VR T T 24 LA
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5.6 F14HM )38

40 Mtk 3 538 ( cluster of differentiation
38, CD38) 4rF) iz RKiEFiHfbm sz, H
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FEFN G305, TR b g0 i i AR, =
FAREIRITIN 251 $E%, CD38E M Al {E Kt
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HIFEWET -

6 N

i IEg 1) SR N T T 2 — LR I 5 LAY £
B, EE T RE RS AR TR . R
ETEESoR S AL PR NN R OR TP S
W ER, DA DR S 22 e O I AL R 455 16 L 5 3
Z W SR, AL LR S S e 2 i
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IBTE R R R AL S DU, R AL A
AbTFE S B ARAS DN K B9 S e 167 Tt
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