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Research Progress on Immunotherapy in Triple-Negative Breast Cancer
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Abstract

Triple-negative breast cancer is a kind of breast cancer with negative estrogen receptor and pro-

gesterone receptor, and low expression of human epidermal growth factor receptor-2. Compared with other subtypes

of breast cancer, triple-negative breast cancer has the characteristics of strong invasive potential, high recurrence

rate and poor prognosis. It is one of the most intractable types of breast cancer. At present, there is a lack of effec-

tive treatment. As a new clinical treatment, immunotherapy has great clinical significance for the treatment of triple-

negative breast cancer, and provides new treatment options for patients. The present article reviews the research

progresses of immunotherapy for triple-negative breast cancer in recent years. The main contents cover the molecu-

lar classification, active immunotherapy, passive immunotherapy, oncolytic immunotherapy, and the prospect of im-

munotherapy for triple-negative breast cancer.
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KETNBC NOFIER, 735 & 2 I 1 7 (basal-like 1)
FEJER 27 (basal-like 2). 4% 15 ! (immunomodula-
tory). [])f %! (mesenchymal). [8]5i 140 g &Y (mes-
enchymal stem-like) NI JI5 HEW 3R 52 14 % (luminal
androgen receptor)”e JiHb, FLIE 1 5 DNA 712
52N e AR AT %, AT REX A RO ; R 2 Y
SRR 7550 BRSNS A2 R K
[ o 74 5 1) o 40 R E S s 3 5 k. i
Jo A M A RTS8, 1 B b R A e TA]
7057 20 B A B U AE 0%, T Rl i T VLIS -3 B
(phosphatidylinositol 3-kinase, PI3K )i %11 il 551 &
TR, 5 2 0S I R AT o R BRI R TRR 2 A
T2 I, R Y 3% B2 AR I 7R B R i AT PI3KAT
I FRUAS [F) P2 B RO o BB 1 L 1) S % V8 9T B
MRy, XRE PSR T 244K -1 (programmed death-1,
PD-1) J2 H it 4 (programmed death-ligand 1, PD-L1)
FRAI TR b 5 e S5 AR A L B O U R AR T
HATZE I PR b, B3R SZ AR BH 1 b e 58 5 e 2
IR TT, /DB TR I 4 32 Ak 9T, HER-2FH 4 i
Je S5 SZHER-28E [m] HAK BN 73 T H0 55036 97 IF
A AIT™, N TNBCHER = 78 HAh 28 A 1) 7L I
H IR R Im) 52 A4, BT DAVR T 1 iR 22 2R A 1) LR
Joe o BT PR VE R . B R TT TS SR 2 B SR e S
TNBCH# ) 3 EI0 71 £, He T R EAR b
P TT 22 B BRI JiEN. Pk, £ L
L, RS RN ET R 25 AT R B AT X 44k
ST EURBITNBCE & 7 A4 TR 7 R0, SR, R’
BRI T At AR (3BT, i Id50% 1 TNBC /& #
(I~ 2 2K, IF Bl 37%00 8 % 225N
FET-C AEIXTT 1, 2 FhHui 2590 2 21 24 (multidrug
resistance, MDR) ¥ 73 T ALl i 32 FEAIK T AR Fol
PR B AT BRI, R, IR B B YE T TNBC
A 375, TR FLIE R U R 2 — 0,
RIENCCNHE m Al eh [ fie th = AL 120 fa i 5
T, X TNBCIX K& & 47 ¥ Bhva I7 % m, vl 4
TR BT, DAE B A HvP A R N R SR Y
SRE, AT 1 B4 Bh e T 7 i e 4%, DASRAS B4 (1K S
A AF o RARBRAE S BT AL 25 0 i I PRI 2 B2 A= Tl
PR SRR, ARG TT 21 F AR, BIR
JER R A ST EE R (H1F
TR, 8 EE BT 3 s R G0 R AR R e 40
(R RE S IR I T Rl N — N2 R

WEIC U, JF7E 97 TNBC T T o th T A i

=17
sl

1 TNBCHI®RZIRTT
1.1 #REE SHNHIF

o PR A AR AR AR B P & Gk R 4R
()31, ‘E AT LART 1R TAH M b B W 1T 3 B0 9
1055 o T R 2 R ONAR % R G IX — R,
T G e R A N T B AR IA, HI AR e R
Gt N, 8 AR S M AL A, AT (2 gk e 2
N e = S S 1 G W SIS E B I AV
RANH A FEPD-1 S BCAARPD-L1 B #0071 . 48
B PETIHE T 48 Jf #H 5% Bt J5L-4(cytotoxic T lymphocyte
antigen-4, CTLA-4)%% . S & sl #0715 7 g
O] G 2 A A A A, BT IO T T R ) S
LN, AT IS BT e B VR F, 3t fsl L e Ao
oMo B A . IR IR PR HZITE G, W B
A PLSRAS 8 A B IRIT 2L, FF HAEEE N AT AR i
A R BImPRIEIR (R 1)
1.1.1  PD-147 % # PembrolizumabAINivolumab
ST 2P [ PD-1(TAH M b 1 — P 155 8 1) 114 50 v B
PifAk. Pembrolizumab & 5PD-145 A I A Y5 AL 52 5
[, TiNivolumabsg 5PD-145 & 14 A Ak B o 5
Pupk. K2R e BE S A @ ST EPD-145 4,
S A PR BT 7 5 R 4 - PD-L1 I AH ELAE H,
DAL b e B 2 S 25 A0 b 18, 8 17 2% B0 S 5 %) b9 4 M

Pembrolizumab i # #X ¥ Lambrolizumab, &
— R TR T F R M TNBC ) S 2 A6 2 s 300 6] 571 o
Pembrolizumab & —Fi £l % PD-11#1gG4 [F ik, Af
BOE % KRB MIPUENL . E B FDAfLAEF TATAe
T H LB B (T T EA R BSOS )
R SR I, BB . (HFDARKA
it #EPembrolizumab 3% [E 4 F] T-¥5 97 TNBC2Y,

Nivolumab & —Fi HT PD-1 .5 FE Hifk . 7E
TNBC H 3 1 3E4T 1) Nivolumab P AR 56 (11 ) 1) 45
R, ToR e AT I 2 FH BT >R )3 3 IR il p
5, #RERABIR S PR A% . 45 T IETNBC
3% Nivolumab(3 mg/kg), 1% /7 L1l R &5 2N
25%, W] LA I AR e P
1.1.2 PD-L1374#|5]  Atezolizumab. Avelumab#l
Durvalumab & £1% IR 4 f_E 1% i 2 I PD-L 1 52
TLFESTAR . Atezolizumab & N YR FI1gG1 IR 28 5 v B
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Table 1 Evaluation of the effects of different immune checkpoint inhibitors
G o i G KT ST 77 RIS R Sk
Immune checkpoint Immune checkpoint inhibitor Test result References

Single agent immunotherapy

PD-1 Pembrolizumab
PD-L1 Avelumab
PD-L1 Atezolizumab

Combination of immunotherapy and chemotherapy

PD-1 Eribulintpembrolizumab

PD-L1 Nab-paclitaxel+atezolizumab

ORR: 18.5%, median PFS: 1.9 months, median OS:

11.2 months

ORR: 22.2%, median PFS: 1.5 months, median OS:

9.2 months

ORR: 12.7%, median PFS: 1.9 months, median OS:

8.9 months

ORR: 30.6%, median PFS: 4.2 months, median OS:

17.7 months

ORR: 58.9%, median PFS: 7.5 months, median OS:

25 months

[19]

[20]

[21]

[22]

[23]

PD-1: /7 PEBE T 52 44-1; PD-L1: FE/FHEFET- LR 1; ORR: Z MR AR A, PFS: ToilkJR A A7 3; OS: MR,
PD-1: programmed death-1; PD-L1: programmed death-ligand 1; ORR: objective response rate; PFS: progression-free survival; OS: overall

survival.

Pifk, 5PD-LUEFEM:45 &, 1T AvelumabflIDurvalumab
e e 4 5 PD-L145 A [ NIgG L e FEHT R
Atezolizumabjg —Fh & N TACEERT. AJEALIT
IgG 1A B HTPD-L1#.45%, AT BHIE G B fs & fiPD-L1
5Ttk B2 41 B 5% 1 52 ARPD-145 &, FF 175 S T40 AL (1
PR i M. FDAC S HLHE T — FF i Atezolizumab
T 4h K kL [ 25 [ 45 A (nanoparticle albumin-bound,
NAB)SEAZ B SR 597 1%, F 167 PD-L1BAE R
TNBCH: 2 5G] 5 1) JR) 5 W S e gd, 1RG0 97 02
35 A K PD-L 1 PH 1 £ 1 TG it e AL A7 A0S
Avelumabs& —F 1gG1 NGB Bk & (A Prik Al
PUPD-L1H 0. 20174F, FDASME T iXFh 6o 2 46
A IR R TR T R R A . AE— T AR
WL (), SEARI 2R I8 PD-L1JF H AR 520t
BN R AT BV e B8 325 7 AvelumabifyT .
A FE SR T, Avelumab i iiE B 42 AT BAIH 52 1),
B M Avelumab 3K 43 T Im K 25 4bP7 . fEA-BVERE
RIS (MBI LRSS ), Avelumab 241 A TNBC
BHE W NGIT 3T T AT, 45 RAHE T A A7
(disease-free survival, DFS)F1 OS5 LA A 2 44K
O, X TR 202356 H 58
Durvalumab & 53 — g #il] PD-L1.5 PD-14%5
G IR . Durvalumabff Jy— Pk 2 i #0771 25
Yy, T 201743k 43 FDA#UAE I Tl S e vy . 78
GeparNuevo s [ Bt 55, Durvalumab W #% FH T
HWITNBCE# , H5 22 BRa T 40 B35 AH LT 2

A B (P=0.045),

1.1.3  CTLA-44% %) 7] =T D) Be
PR 772 S %k 2 25>+ CTLA-4(5 CD28 A1) o
B LS R SRR 40 AFLE T CD8OMI CD8645 4,
M BELLE THH A 3 1) g% N . RIE, 5 S dar
A S PD-1/PD-L1 3 HI AL #2520, CTLA-4
e A4 e Tk L O e B 1P 155 36 B v ) Foxp3 I 15 PE T
Y, ASE TN 1S, 1G5 Fireg 20 i 00 4k e S S, 5
SR G 2030, Ipilimumab& —Fl CTLA-4BH
A, T 201144 FDA#LHE TR 7 e e R A 5008,
TP T R AT SR K PR IR T BOR , 2UMH 46
ANFITHIR o JTASE BUYEXT B 68 Z0R Pt Sl SR AT 1)
TR R B, CTLA-430) 75 n] BEX 2Rk B A 2 bt
Ji -A(melanoma antigen-A, MAGE-A)[f) TNBC £ 3
77 A T BRI B 98 e N

1.1.4 CD73# 4%  FHWPD-1. PD-L1HICTLA-4
1) 51 NN T 0% UF B 2 M R VR 97 1) — Rkl
SR, 7F— S i BB 3 o X sy 7 7 SR A 7
AE R A, V2 e A R AR Y]
X470 CTLA-4F1PD-1/PD-L1 BRI A 2 07, 1% % B Jif g
TR BT b (A A MM G B AR TLAR 4% 1 /R B2,
NS 5 3% T o — P E ) S B IS, T
RILFEN T IIRd BV T IR A 4 52 50 . 1
IRESAMET, 1 i CD73 M4 Mg (40 i 2% 1 25 1 )7~
Ao AR R A IR SR B B S R G
CD73F1 CD39id# i ¥4 — % I  (adenosine triphos-
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phate, ATP) P MR E, TAEHNHI 16 R KRG T
RIFFEENEH . CD732 87 i3k i 1) 8 70+ -
AL, IS 5 O UE 2 R EUERE TS A R 113
o Kk, AN CD73 /0 Th e ol H W H R 2B %
& (adenosine 2B receptor, A2BR)R#E [a] fR 15 5 %
F A ATNBC S S it — Mt va sy 7 20540,
1.2 PhEESR

e 2 i e R P MR AR L e B R O At AR
AN R - R 7 A R PR S S R
— R . IR T B AT DARE SRR T I R,
W R] DA FH R0 S e )R o V8T I R 1 %2
BB AIRIT MR . 5T0T . AT S ARG
JYOTVEAR B, MR w R R e it BIE R /NG
Moo SR, BT H RTHAR BRI, R Mg % G
T EE R T ZIE A RE S NP,
1.2.1 =tEBZ4Ha  TPIV200,2—FhJE T2
A a(folate receptor alpha, Fro) {1, H AT IE
5%t TNBC i 2 #E4T TPIV200 ) Il R BIF 72 (55 — B
BO). X I RIS 1EAE A TapImmune 24 7] 4 A
TNBCH A L HF TPIV200%2% 1 Jig FJaAE 7915 AR
TPIV200%% 1 1 5 5 CD8" T4H MU FICD4" T4 X} %
18 Fro(7E V1 2 3B PE I8 4n TNBCH IS 3R IE ) [ #E i 8
PRGN . AW I F B SR T,
R S 1T 77 NI e A AN 524 . BFFE N
IERHF FE FrofE iR h R IA 7K. TPIV2003i8 4 H]
A 7L M R O SR RR S 1 B — 25 Bl AT VR B
A P,
122 BEFMLRR H B SN e 2 s
(cancer testis antigen, CTA)f5 100 i, HAF£ &
HEPENYUE . ENE— RIAF R A
FiIE, OFEANYE . EIEFEET, CTAE SR
AL o SR, BT 28 I8 78 0 A i e 0 % o e
JEHHHEBREMAG I F] . £ TNBCH, CTARIAS [H] % 5
YHERIE, L NY-ESO-1(New York-esophageal-1)
A 2 298 #H SR P (melanoma-associated antigens,
MAGEs)Z i CTAH & R FE 1. XL
JifEg AH R LR & A B T 15T TNBCE 1P

SPI72ME T HHET, FAET AR THE S, /£
i B R a3 . AR CTA SR ) HoA
R—FE, SPI7TE B 3 5P 8L FLIRE WAL DL )L
F0HE T 57 P RS B R A P ) SF A ST e e e S
A DARE AN 2] . SP17AE IR T AN R 4 2R 1) AN [F) Ji g

W Rk, 8 A N AN (AR R e s v 9T ) 3t
[FHE o RFoth, SP17 R ZEAE AR AL TR
4l g 22 AITNBCH R IAPY, MIRANDOLAZEPS ] 71
SP17HUAAAE T e % 7% 7 7L M e 4 %) 248 o 3 126 T
MREGHR . CTAZKIEM 7 — A i 51 2 fETNBCH &
JLHINY-ESO-1. TNBCHNY-ESO-1 [ 4 3| & Bh T
R EF RO A IE R IR T T R, EAETNBCH )
I 5 BUM IR Tk P 55 b R UR A AR B g B
o, AT 5 U X TNB C B 55 R AR Y 2 97 251590
123 Ao-fLiFEE  ANo-FLiEE AR M
TNBC i e % W7 40 A X P s I B L 400l
T A [R] F SEES AR P 76 N8 835 AN RS R o gl i B
FETNBCH EIE, EIEFHALF, o-FLE AR
BT FLIARI L5, SEIRER I, a-FL A A 7E N HAh
P RAFIE ., KR Ha-FLI7 F A0 LA 2 %
THTNBC i (1) — MR i 1 ek 2510

1.2.4 DRSDNA®  MRIRFER FAH G T
FHCAARSZ A& 2(TNF-related apoptosis inducing ligand
receptor 2, TRAIL-R2), tB##NDRS, 1] 5 TRAILZ,
B UM T EAE 2 PSR IR ol R
7E BALB/c/N A | {8 DRS DNAJK DNAJE By
FEE T LA SR A T hUR Rk, A Tk
fl R IR AL BB T . BB Ak, PET L RE S T DRSHF
SPETHM /3 TR -yo XI5 TAEREL, DRS
AJ AR TNBCHE 1 1) G258 J5 M i B0,

125 MER@CaESEY WK1 (den-
dritic cell, DC)fll &% i L& 7 TNBCH 4T T3
5. PR AR LG, R AR A BOR R AT A A il
&1 DCE TNBCHH i LA S Ttk U 40 g 35 8% 77 ) g
352 TR T 40 M A 1A . R A% TR Y AR A
% -12(interleukin-12, IL-12)A1 yF# % (interferon-y,
IEN-y)ZK T HERIE T 1 DCR A8 1 X s 20 A ks
SR B AR . A TNBCHE T, W RIMbyT
XF DCHH M A sz, XK 7 FEHFAMHE
44 A 1A (major histocompatibility complex, MHC)4)
TERIE R HAR B PR IR 1. Bk, BRI BOE
PRI [FR DCHE FH T A 2 b A% v« X FP2RAY 1 DC/
TNBCEH Al A% 1 AT DL 2 B A b5, Rl
A= R R TNBC ) IR e e P e S B BRI, X
— SRWS T BESN TNBC 3 Il R VG T $ it — PP 78
(BT 7 iR

126 AMALKE A  CLAFTIURE S
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AV IR 8 T $2 i (personalized peptide vaccination,
PPV)iA77 TNBCHIA %1k . fEPPVIRTT R
& TNBC &% (1) TS 1, WS¢ 2HE 70 TNBC -
(V1) FEVES PPV a7 A e 4 S e N %, 1451 (1/18) i
BRI T PERLE o MO, PPVALT- R %41,
R e A TR IX L B8 3 v gl P AN R RO . X
bb 45 BLHROR, PPVAEVA T TNBC S J5 H B A 7.
1.3 BEREETT

VA IR 93 AT TR R SR A R A L P YR T S
P, BT IEF A TC A M B . RSB S U
BRIRAE T — LS, AT LUK IE 40 e A7 A B
PRS0 B R T 2L, B e 2
YL (V38 A M@ L 08 T 5 B 5, SO R AE
AT o JBRYY S, T F 0 0 2 (0 20 i R 45 WL 2R,
HAEh R T HLHIE A P 40 i, ARG,
S 0 % YR FH T A S 7 IV R R 2 2 5 1 S e
WAL, AE I EE AR R IS5 R, A0 R 52 L 1) i 41
L A o TS (1) V5 8 05 75 R A . 35 EIFDAM #E 1) 28
— AP TR TR T B T-Vee W] S e A
41 R 4l B, X TNBC, ik & B9 2 CF189
P R R B . CHOIZE™RZ I, CF189%)
TNBCHH ™= A= 7 A5 201 1k 40 20 i 55 7, K 77) & AP
AR P AR BB T, DL R gE R,
Jo I VR I T TNBCE & vl fe 2 — M 8ya 7
o
1.4 4RpRTTE

15— T 90 BITNBC i 3 #E 47 VI Bk F AR (1 58
W, 454 RS T AT BURYT, R4S BE B
T A R T 5 459 (eytokine-induced killer, CIK)4H
R 18T IO B AT X TR FL R, 5
FRROT B AL T R EE, 12232 CIK A BIA JT I TNBC %
[IDFSHIOS & & 2K . £ PR % 43 #1 7, CIKA B
BT &S TNBCE # TG B R 2. CIKH B
a7 ] i 2 AR W P L TNBC 2 3 [FDFS A0S, 2
ST AR BN CIKIA T BB AT TNBCE K, K&
HHAE
1.5 #BREMBEZAHTHTTE

IR, V2 k& PUE Z 4K (chimeric antigen
receptors, CAR)-TH M6 7 J7 154 78 I 22l T
G AR FE . CAR-TAHARIGYT /&I F L H TR kA i
TN, 3847 5 M R A LA SR U 31 R 2% BB i ye 4
M. SONGE P T — Mk G PR 2, H¥ 5

T 1M 52 A 1 22 DRI 9 N3 Tabk EX g o 3K Topk B2
M AE AR S A S 24k, SR i N A R SE TNBC
S, A iR 4B ) AR K AR 28 . CAR-TYT AR
T RERG T I, AR R
I BEAT o
1.6 microRNAsHEHX S FiERF
HAETNBCEEZE ML, TNBC & & #1 miR-
200b(microRNA-200b) ) K IAFAK *. miR-200b&
I JZ —81 78 B4 4k (epithelial-mesenchymal transition,
EMT) 4 5 FH 57, 2 58 H## . miR-
200b i ik 515 5 5 T AL FB0E TR T 1(signal
transducer and activator of transcription, STAT1)F14%
AR YE R 2 1 1(chromosome maintenance protein 1,
CRM )L FIA ™. Hik, miR-200bid #ik
2 SEFLRIE 15 5L [ (breast cancer 1, BRCAI %
W, F 13 CRM1AI STAT1 £ IA F . miR-
200b47-F 11 BRCA 1% i B 2. 55 TNBCH g - PD-L1
R T IRA K. HAH, Wit STAT1# %
CRMI1, miR-200b4" 5 (] BRCA 1% fiif B v] & 1 1
TNBCH'PD-L1}#iE . FE, miR-200b 7] B H 1%
#AETNBCIIGRYT , JF AT #0] PD-L 113 3 4057 %
PETE 2 o

2 REDATTHARTT

N T ESRTNBCHI BRI AE H, s S ifyr 5
FAh BT 25 (RR RIRTT < AT BRI T Bk A 2t AT
FLOE GRS E.
2.1 REBATHENTT

HbI7 H AT A TNBCH) 3 B G I7 J5 vk, S 454 B
I AEERZIRYT . H T, TNBCHISH BIL ST bR 2 34
IR AL B A B AR T - SR, B AR B,
BT BRI B R AT R B s A
REIA Bl i R IT R WL,

KEZHCRW (1~ TNBCEEH T LA LA
JE DRI 32 32 B i B Ak I 7« 8 5%, TNBCIE &
BT I SE R AT, Jilye 5 mT DL AR AL T AR I
EE, BWSHEVATAEVIRAR . sk, —J7 S
0 AR BT 1 I B 5 OSH TR I I AH G,
L B HE 78 408 B S N F) TNBC B8 A 3 s i AR AF
Ko H—JiH, ez Wi vy BAEF AR E
TRERM I B E TG RS2, AT AR
AE]60%0, T8 R AEE 528 i Bh AT 16 ik B
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Gk -

o ek B RR S R ARCES DL, T LT BB ER T A 3 A
2 BRI Ay e AR A PR AR R B B A6
I7 R bR, DRIk, R — B S iR T A AL
JTIHTIRIT -
22 GRBRIATTHKERIT

LB JBUR B IT =2 VR T 22 Bl E [ — M B
B J7 ¥ TG T AT 3 BUM & Bt S R 45 495 A O 43
FHi:05> T (damage associated molecular pattern,
DAMP)[FPREI, B0E R IR G e AR5 Ho %8 3
JIev 98 240 L P B 8 S MRS UV T AR S R ATP I RE |
10 3 R g A R 4 BT b I T8 I e e R AT 3G
5t T M R0 N 2805 P 55 07 TR R 5 HEAEH B, 2
TR AL, HOT AN PD-1/PD-L1 [ 67 B3R
JeE 4 EL Y RN L e A R A R T/ BB A
(R e AR B3, gl A R0 2 R R R e () i PR
AT AL A YT 55 CTLA-4FI 5T PD-L1 B4 AH
g6 ORI REAE K 2 Bad e /D R i B e e R
LB, X B R, TBURR ST 5 RBEIR T 4
gh 5] e A U B M2 MR 2% (objective response rate,
ORR)I A &usts, BRIk, IX— VA YT SRS (H 1S ek —
G20 WIS
2.3 REATHKEEEIATT

HIRTNBCH = WIH (11 #L 57, WIHER-2BLER, {H
LT I 3 AE I TNBCRE 1, 21590%
() P9 T e H A IR AEREAT Il PRBIF 7T 040 24 P 1)
PG . XY ORI T R R A
(poly ADP-ribose polymerase, PARP)#I#il]5f]. PI3K
FI R 22 35 A0 B U8 (mitogen-activated
protein kinase, MEK)#Iil 7). # K 7 & 1 90(heat
shock protein 90, HSP9O)Hi il 71| Fl 4 & (1 25 L B4k
fi# (histone deacetylase, HDAC)#Till 71 &1, 7RI ARk
A, PARPHIIHIF (Niraparib)-55 Pembrolizumab ] 45
A B ET IR T6 7 e 1 TNBCE DN §158 B35
TXLCHIT TR E FE IR VR YT S5 A B RS T AR S S DL
T K 240 2 15 =2 V8T TNBC A RUR RS o

3 MNESRE

T AE SR 206 7 X TNBCTE 2%, H H#E
A YRS B Z R 325, TNBCIRA YT BUNFLIRIE IR T
HA— KRR e iR T DRI Sk s A2
HEAT AR M TNBC 8 3 1 £ A7 2 A FiUm S8 A0 R, A
NTNBCIGST I T Bro S A 2 i 410 1) 7778 7L R

S AH S IR I R RS8R T R I 45 SR, i
FYEMIATNBCHE #4 ok 1 % . TNBCH I % %
o 23 SR TR 928 T SRS %) R AN R RS TEAE R
XA R . TNBCAE L J L+ RAE IR IRIGIT
5 THBEAT B A 5 0 P 30 e R e, G B 7 v (1) H B
fERATII TNBCE A RS IR R R BB A . H
AT, SITNBCHE A GBI LRI e b, KE2HWF T
AT IR FURY B, I Y2 ) 8 R . A
VbR G (135 5 DA BN 3t G B 7 ¥ I IO F SRS, o)
FTINBCH ST LR — M E M D & 0 B 2, R
ATARAS ST T V0 AR JE R 58 . R R o .
Jed e R e L AR R R 9 1k DA R B S TR )
Hefit b, FFEITNBCIATT BT
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