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[ Abstract ] BRAF gene mutation is found in about 2%-4% of the patients with non-small cell lung cancer (NSCLC).
This type of NSCLC is characterized by high malignancy, low efficacy of chemotherapy and poor prognosis. Although the com-
bination treatment of BRAF inhibitor and MEK inhibitor has achieved remarkable results in advanced NSCLC patients with
BRAF V600E mutation, which has been written into the National Comprehensive Cancer Network (NCCN) guidelines, severe
side effects of the combination therapy are frequently observed. There isn’t effective treatment strategy after drug resistance,
and targeted therapy for non-V600E mutation patients is still lacking. In this paper, we summarized the researches on expres-

sion of immune markers in NSCLC patients with mutant BRAF and analyzed the studies on efficacy of immune checkpoint

inhibitor (ICI), so as to provide more options for prolonging survival of the patients.
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BE & 40 1) 25 W) S A e A A 5T (immune
checkpoint inhibitor, ICD) ) R 25, 0T E /N0 i il s
(non-small cell lung cancer, NSCLC) WiaIF K AT ERAE
o, AR AT TC UK Bl R R e SE — ZRAB YT 2 A I PR 5 A
R . ZWIIUHAT ], AT SR A KR 732
& (epidermal growth factor receptor, EGFR) . BRAFZE/E
B ALK, ROSIFEHM & ¥, — &R IEZ TRUAI T BL 5t
FLIT I % W2 i % (objective response rate, ORR ) [ TGl
SR A7 (progression free survival, PFS) I} &4 5. 1EIK
SEEHFITERNSCLCH, YT FF PRI AE T2 - Tl 1

PR BT 300052 K, KHEEPERL A SR BERRE N CIRTET «
A, E-mail: zhongdsh@hotmail.com )

(programmed cell death protein-ligand 1, PD-L1) #ik>50%
BF, ICHAYTY BAbyT B 3 = P A A7 3 (overall survival,
0S) W; 4PD-L17iA<50%, ZIHF 75210 iR, (LIPS
ICURYT BERLiAbS T A A 3

BRAFZRAEH ENSCLCHY2%-4%, % MR ; V60OE
AN G A TBBRAF LS55 1)50% . BRAF V60OESE L I
WA I HIBRAFAHIANAYFORR I 33%-42% , H{ii PFS
HJ95.5 A -7.340 5 i FIBRAF I FIMER 30 57 1565
IRJT, ORRIK63%-64%, HPFSiA9.71H-10.9H W, 4k
i, BTG E AN RSN R A3 R429%-56%, H R4
FEE N AT S R A TR 2, OSEE A AN IR ; £1%FBRAFIE
V600EZENSCLC, Mk ZATZ A RN mAYT J5 %, i
PRI sl A7 ARIRYT R AAE 1T ICAYT Tk
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ZhEE PG AL TINSCLCEH IR AT B, ICTXBRAFZR ALY
NSCLCHIY7 &L AN, BEAENSCLCRAHZ hife i
ARMEAET-HE -1 (programmed cell death protein-1, PD-1) /%t
PD-L1 245 1) F Y R IR 50 AR D 4 X — I 2H 45 2R
BRAFZEEHINSCLCIE f FIEGFR /ALK FHME 35—+, 1]
MEMICTIATT 3R £ 5 Wg? A SCHE M BRAF AL INSCLC
BEPD-LIFR RGN . M 2828 i (tumor mutational
burden, TMB) Fllfif TV AFEENE (microsatellite instability,
MST) RZ, PLRICTHA) T IS8 B

1 BRAFZEZTEINSCLC G EME ARSI

BRAFZRZFRINSCLCHPEbR Y AHICHIFFE 224 [l i
P, HINBRAFZEAE JLRBR, ¥/ MEARBSY o Yang 5753
BT 1163051 F-ARUIBR A LIl i £ 75 PD-L1 3835 SEGFR.,
KRAS. BRAF, ALK HEN RS R, KA PCRE
MBRAF 154N FRAFE . 459 Won, BRAREAPD-L1
FIPE24139.9% (65/163) ; BRAFZE757451, Horfrafdil (57.1%)
PD-L1FHME, BT EARAREPD-L1FRA R, (Hi T4t
/N, RWEEFIBRAF 5 PD-LITAHCHE, BRAFR AL 5SAEPES
Je SAFOSWLTC i EAH G o Bl S, Yang!® 48 X X105 AR
VIBR A LA it 595 ;. # PD-L15R 35 SSEGFR, KRAS . BRAF,
ALK, PI3KCAMIFGFRI%5: 3R AR B9 R AT 004, SR
ABERIPD-L1PHYE RN 56.2% (59/105) , 5 1Y fili 5696 L 48
P RS TS S RS 7 58038 VDA G . BRAFZE7E R 815,
AAGMF|BRAF V60OEZEAS, Horha ] 58 A5 f i PD-L1BHYE
Fik, (HARIELFBRAFSZRAS S5PD-L1F KA SEME: . Song
SELV AT 738 SITIA-TTTIH TR VI3 fii i 92 8. % P PD-L1
5EGFR. ALK, KRAS, HER2, BRAFZFRE IR R 6 2R
PD-L1PHTE 2155 448.3% (186/385) , BRAFZRZE H 2 2.45i]
(0.5%) , I APD-L1IFHMEZR K (100%) o LA L =355 A [l i
PERFST, FEAS AT/, BRAFRAS R, R4
FEAHT00, AT AW FPD-L1 5 BRAF S AE I AH Pk
Tseng' X 2116 THA-IVEANSCLCE #PD-L13 1A
5 BRAFZE7E WA O HE AT B 43 A, 2830 XFPD-L1
J2EGFR., ALK, HER2, BRAF V60OEK:{, % ¥L3f|BRAF
V600ESE7S f %, MR ATEPD-LIBAPEZ (21%) M 5 Pr:
R (250%) 435 027.09%F112.8%, 55 W MHAREE 52 TFAH G ; 2
f5|BRAF V60OEZ AL (# HA47 PD-L1iFH IR ik (66.7%) 5
EGEFR. ALK. HER2FIBRAF V600E%S 7% [’/ 4H 3% 15 6
PD-L15% FHIE K . 76532 PD- 1R A A 457035 97 1 1
FH, PD-L1If R A 5 ERKAPESH L [HR=0.15, 95%CI:

0.03-0.71, P=0.017 | . iF5¥ 27, PD-LUIRSZREMICHAYT
ORI E AR, JOIR AP oR AR, W B T A AR
SRAYPD-L1 I . TR BIE A IR, 752 — L i oe
HIRIFLER

DL R EAE, Muftl23 i 726 BRAF
5 IFPD-LIFHMAR B B AN 22 3. 2B LK
OEBRCA T ZRER, FL BRI RIS A A, 1575 AW AR
51, F/BRAF V600EZ AL HPD-L1#£ 35 ; H114 5 I 4
o1, AFAINBRAF DS94N, P IEAEEZ ik hi AR e B A h
EKBICIRIT.

Dudnik 550322 5 K K 74— MEBRAFREAINSCLC
HBE P EEPD-L136 35 M ICTF &L IBF 5%, Wit Hai ik
M KAYBRAFR A RINSCLCHEZICHAIT ST
WF 5% 5 N7 53988 0E HP 049 A BRAFZEZE RINSCLC 3941, 4t
KRZH(37/39) W Wit . b, BRAF V600EZE 252114

(54%) , BRAFIEV600EZE L 1815 (46% ) . [ HHhi4ERY 66
%, w17 (44%) , ANWARLSH1] (38% ) o AFF5EH 433X 29
B (74%) . 1145 (28%) F124 (31%) & 1T TPD-L13%
ik, TMBHIMSIZHT. TEBRAF V60OEZZ 19| E ¥, 6
BIPD-L1#63K1%-49%, 8f|PD-L17i%>50%. 10f5|4EV600E
BRAFRZFH ¥, PD-L1761K1%-49%45 111 (10%) , PD-L1
Fih>50% K51 (50%) o #—L MR, AL TMBA7
muts/mb (FEFEIN1-42) , 18% MK TMB>20 muts/mb; 7E
8f|BRAF V600EZE AL i, 2 TMBHE = (25%) , 7E3E
V600EZEAE 3 Hh A& & B R TMBELMST; T A FR 3 B Igg
KRB K ML,

TE20184F 36 EH I & i Jsg 222> ( American Society of
Clinical Oncology, ASCO) 2= |, Mazieresil it T—i[A]
JEsi 4 22 HUC ST - - ImmunoTarget, 4811 9K 5l DA FH 4 e 4
NSCLCHEFHHEZICTAYT YT AL AFFR I A 25 iy
SSUBITV It i, BK B A AR S FEKRAS (n=271) |
EGFR (n=125) | BRAF (n=43) . MET (n=36) . HER2, ALK,
RET., ROSIZ, Ko E 452 —ZKICHAYT. BRAFRE
HIHP AR 61, MR 5 H729%, VEOOEZEAE i 48%:;
1005835 #E4T T PD-LAG I, Herh7 5k BEE 55 (70%) o

SR, BRAFRZAERINSCLCH W WM . B
F: HPD-L1#E A ACEH B85, BESEGFR/ALKILF i As
FRF I IRRE AN, 5 T AR EEENSCLCEH LS, 7R
NSCLCH'BRAFZ 5 PD-L1E R ILATEAIC . TMB 5
TEPENSCLCHE H HH ARSI A —Fhe), X 2 R
RS — L0,
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2 BRAFZETTEINSCLCHIICIT AT

TEDudnik AT ), SEA 220 I BRAFZE 7S (8
HHAZPIPD-1/PD-LIRYT. £1XF 20197 BT PFAf 3
ORR}28%, V60OEZ A 4 A V600E % A% £H ) OR R3]
H25%M133% (P=1.0) . ORRTEPD-L1721A>50%HA0. 41 A
36%, fEPD-L141ik<50% 3.2 14% (P=0.59) . BRAF
V600EZRAE H PD-L1#K ik >50% 8] &, 34—k
pembrolizumabifi¥7, ORRA33%. BRAF V600EZAF W 415
AEV600EZE AR W 4H F A 1 v PES 4331 3.7~ H (95%CI:
1.6-6.6) 4.1 H (95%CI: 0.1-19.6) (P=0.37) ; PD-L15
iK>50%# [ 1%-49%# 1P PES 7351 5.3 H (95%CI:
1.7-6.6) F12.21H (95% CI: 0.1-8.2, P=0.73) , BRAFZES
HH Je PD-L1KIBE HICHAYTIMORR M PESH I A Ik 3%
AN . FEZ ICTHIRIT R E B A0S AR B F] (95%Cl:
13-NR) , {H B & & F R EZICHAIF 2117 H (95%CI:
1.8-NR, P=0.018) . E\IJ>Kiji, BRAFRAZEHRINSCLCHEH 42
ZICHAIFIORR K 25%-33%, PES 3.7 H-4.11H, S5k
PEFENSCLC A IRy I RUML, = TEGFRIAME: K
METHMiF14502E FINSCLCEFH 1179 ICHAYT A AL, X
FEBR S BE R BH M F B TICTVAY T I R A 5T HrR AR M D 21,
A HE SBRAFZEZAE RINSCLCH IR M E 4% . PD-L1FHIESR
IR R AR X B B B TMBA 56 o WF 58 A X T A (B 5 R
HEATBRAFAGIN, I H PD-L U I AE 749 1 £ 5 TRtk A T,
TMBFIMSTRZEAAE30% 45 47 s Nrh DA, T RES DS 1E 45
ffar, I H RA—REFHEZ TICTAYT, =57 aL
PEAGIEIRG, S E2OCHAYF YT RO AT D], fie e ok
FUR HTRE I 28 g IE

MazieresfE20184FASCO S IR iE TKRAS . EGFR,
BRAFZZ /I AR M IINSCLC B H 4 ZICHAIT Y
IR, B AFERIORRM19% (15-22%) , i PESH2.8
H(2.5-3.1) ; P20SH13.37H (9.8-14.8) . BREGFR%E
R, BRARFRIPES 5 (P=0.003) X PD-L1% ik

(P=0.02) S 1EMI5E . KRASHIBRAFR AR E I EGFR,
ALKFIRETZS SR B Z ICHAYT YT RUE i BRAFRAS
A BIORRN24%, UK TKRASZEAE i HI28%, =TI
245 WA, mPESH3.11H, mOSM13.6H. BRAFREAL
WA A8 E PRSI AL T AN AR &3 (P=0.03) , fHBRAF
V600ESE 25 5 HAt 2 RIBRAF 5 25 U PFS TG i 35 22 5+, 7
BRAFZ/E B H LA EE RIS F AL S PD-L1R IR AR G
20184F- 1 Filis /2> (World Conference on Lung Cancer,
WCLC) & I, W E KA BRAF R AR BIXT FICRYT

) AT R — 20400, B RTPE AL YT 80 13451 V6 00E
RAZ B E ) ORRN15.4%, Py R (disease control rate,
DCR) }38.5%, 17/1E V600ESE 2% £ 2 iy 7 5 T-V600E
577 B, ORRN41.2%, DCRiL#)64.7%., BRAFZE7E ¥
Y ORRAG IR ARAR 25 K PD-L 13635 JCHA AR G . 1 52 Rl
AR5, A B D, SO A A R

IIATEJTOK FRIM FLIHE AT R0, Xof A ZH 2 K]
Expanded Access Program (EAP) — 2k 7 nivolumabifiyy
HiA7id BRAFK 210 06 IR B NSCLC I #4743
Mr, HerPBRAFZRAE B 11491 (5% ) o XT3 AR 2 [l it
Iy BREBIE D RN AL, (2R OSTEICTAYT
FRIANTR) IV 2 [ S s A XY : BRABRIRAS R ALARERIOS
11.07H (9.8-12.2) , BRAF¥FA: BIFIBRAFZEAE AHEAYOSS)
BIA11L.240H (9.2-13.2) F110.3H (2.1-18.5) o 11#|BRAF%E
A B F A 151775 SV % (BRAF V60OEZE, [,
FHWHR L) IRFNF /2% (partial response, PR) Ff-4E:F29
NH o ORRIV A%, BEAK T Dudnik & Mazieres 58 1945, 1H
5 ERINSCLC EICHRY Y7 AAHI . J5H&AYJ2, PD-L1
FTMBIA AL AT 5 FE AL, AR L858 3 ik
—IRAGMT

Zi b, ICIX TBRAFSEZERINSCLCH RER A —E

IRITIE . TMBAIK, PD-L1ZRIAZKPAR AN S 53
URBNILIR S (i, EGFRIEHZEAE ) ELhfiE il fEZICT
SRR ZE MR IE AR o ICHBY T RURTE BRAFZEZERINSCLC
LA 5 H T RES W R 27 LB B 5 . PD-LIAIT MBAH X
FIRA L, XEEH I FFBRAF V600EZR ZENSCLC{EBRAF
TKUT AL, ZRICTHAST. 1 TBRAF V600EZR L5
i RIBRAFZRAF Y PES TG . 35 22 5%, £ X BRAFIEV600EZE
AENSCLC, ICHAYT Al R T AL Ry 7 I £

3 BRAFZRZTTEINSCLCR FICLATTBIHLE!

BRAFZRZENSCLCHY, FHICHAYT HH AL SRk 2,
AT S PR IR IS . K 240%-50% HFE RS iz Ik SR
FIR B AFEBRAF V600 7%, MEAIMIPD-1, PD-L1ik
JMSI-HIHICTA YT FIZE BRI . TMBLAH R B bt J5
FEIRLUBRTTICTIIG R S BT 4, $ 75 5 AR AH G g Bt
JURE S PE T A0 MO AR AR 2 e T AR R o B AR BT X 4
MEEPETIREL A1 T)5-4 (cytotoxic T lymphocyte antigen-4,
CTLA-4) . PD-1 ¢ PD-L1IYHFE EGUATE A F T HA
B ETETE, Ipilimumab%FDAiij?ﬁE‘J%—/l\*ﬁCTLA-ZI-%
M, Nivolumabﬂ]lpilimumabﬂ%% TRIT WA B L PR
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Nivolumaba¥ Ipilimumab 7 & B 4, SRS A BRAPIRZS
Te 223 e RS EAIE 52 T MB g b S5 250 )R A TMBAIR
HHE T REE M CTLA4/PD-1INHIFIGI T H 4K #5. BRAF,
NRAS . NFLZRA IR WA Ak sh B R R A, —
B TMBAI | 12/MB . 18/MB., 63/MB., Hiiii IHF5E
FW, NRAS/NFIZAESICYTRL IEAI &2, MIBRAFN] 5
ICIFY PR ERS), e T-BRAFSEARIR S 5 B 40 I IC YT
B E AR B ST AE HEA T2

KFBRAFFZEAENSCLCH HICHAYY AL, SminthRe
B ARV RE I A ok — SRR OB 1176 5 B AF
P, 20124E 53240 I UIBR AR, 730819 T3NOMo, ik 2
W e T o AR . R S U BT 2 S5 9 H 3
BRGNS, RIS K . — 4432 F. 24 Nivolumab
IBIT, 7GR e A, TR R e M 40k
$|4. 545, A AN BRI A 30N E R L Ah
FRAE, [ 1EBRAF N5811587, HALK, EGFR, ROS 1
FIKRASHEIABAYE, BiE i iIPD-L1k BATE, 14 Rk
YIS 4R HPD-L1IFRIAPHE, S RAUESL TCDS TR L2
HUEIAEAE . SminthAIBA FIMANAFEST ARG 1T 40 i Xof
FRAFAAS PRI RN o A TEREZPIPD- 1R 2475, 26
A B R A 2315 5 TCDS TAIMI B & FE R
PE. SEREEY 1Y, AN d e 5 Bui L BRAF NS811
G, K S R IR NG B v 2 AR AR R
B8l BRAF NS8115BRAF V600EZE AF HUEEHLHI AR, N5811
RAAR AN BRARSAAEG 1, (H R[5 FKRASIHKAG ) CRAF
{55 5 FRERKIE I, (A EMZ, TANEXIBRAF
NSSIUFIH A 224~ 5 A8 AH G B Rg fe I A i i), 7 Jiev e 5 4
THIRBUE SRR AE , T TR ictZ T 4n i
FNE o R B9 AR AT AN A AR R AT e S iE Sz, DA
I AT A2 ICTIAY T IR IR SN o 7E3X— 5 I,
PO BR B P 228 BT AT R T AR 3 4578, AU 4RHLAT-FR
HIPEKRAS G12D N HF FECD8 TANIERIFHLALL- PR
BRAF VS99EPUn{ BRAF V60OEFIZ AR S#4:CD4* T, &
PESE HA G RANE, Ik, AR B MR s, %t
UREh AR B ST AR S S T E A 5

4 BRAFRTEINSCLCHICIEFICLATTIE 2L EATT

BRAFZEENSCLCHIICTIAYT WINIEE 2D, A4 3 —2k
TRIT BRI SR, (0 SRS I A 5 AT LUR B —
SELR R TERRVE AR, i i = S S A S R
TR ) Y7 22 [ TR 1 b ), e — 2By T T 1

[ AT SR A 15 B 27, AT 2% LU BF9E . Yaol*4[a]
JBPEASHT 71,140 1120144F 2016 4F 1252 — LR 16T 1 66 41 2
CRIGEAE, NI LN — 23697 7 il 55l
Mlpilimumab (34%) | FLPD-1812} (26%) FIBRAF/MEK
I (20%) , AT W ICTVAYY @) S T 50 G
7o GhatelSEI /AT 1 64> K AL 11 5 ) 7 ol 28 005 25 9
FEH, 20144F-20164F 5B M R RN — . 4IRTT R
X, R TR, L2 ARSI 62%-66%, —
LML IR YT EL B 52%-54%, 5 E— AN BT 25 5. 78
PembrolizumabX H Ipilimumab (5 BT 58 H09, BEA:H252
1 BRAFHIHIFNGYT 09 B & 2 ICHAYT R A4 52 BRAFH
FIFNAIF RS — 2, RS Nivolumab@é%lpilimumab}(ﬂ’
e 5125 Nivolumabiipilimumab i 5T H137, BRAF V600E
SR AHICTER A VAT S BRAFET A 7 1A O # (HR
0.69 vs 0.94) , HE /N9 FEICIVAYT 7E BRAF S 78 WV 20 T 3k
25, MiNivolumabifAyy BRAFZE AR FIEF A= I OS— 3, X 4L
$2 52 CTLA-4FIPD -1 il 514 B2 5B A IR YT I 2 I 42
7R, ICHAYT BT R BRAF/ MEKN 5520, BRAF
V600EZE ALV AHICTER A 77 R 4 H AR R 3k 119
FLPUR B0l XPFATRER . B 52 Rl s i K
)R WU Z ICTRYT AT SE 45 T BRAF/ MEKII 5, LA
RBP4/ | iRk B 2T PD-13 I R
UFI A, TEADLEE ISP SN BT, SRR
VEh—LRI677.

#EBRAF V600EZEAENSCLCHY, shfiIE /e B &t 268
JEWIA BB , AR R FEEIEA O (RRE i B
DIfie 2= L) , M 2551 PD-1/PD-L LIl 55 S ATt 32 M 44
fc BRAFZEASRINSCLCEEH M, BRFE A w2,
U R E VAT R e AT, AN B S AR DR R AR, ]
2R B4 FICHAYY. BRAF/MEKI AT HIBRAF
V600EZ ALY 7 U AZIRTT E AW g i 42, il (R FE o J 4k
RYT T

LitSHRTE T 105174 % 4P | BRAE WA A0 2 A 1 il e
Wathl, —2k . 4o HIRE SE 2 & =P AR DL
M ZERC A RH1, T AR RIF2Y, FoundationOneE[H
AT IE SR B AEE BRAF V60OEZS AR L) [ ATMZE g 17
IR TG 4%, FI4MNEE TMBAS/Mb, MSS, {HPD-L1
s, N90%. EEZ T19 M HIARAECIRIT B E
Pt e, M S R H3Z T2 B Pembrolizumabifyr, 1E
FL PR T 2 4 (positron emission tomography-computer
tomography, PET-CT) $2 /51677 A7 &4, 1H i T A ie tEabiin 2
S ARAT 24 o KR DAL W e 001 e 22 AR IR B 77, A A S0
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1748, HATEAREIR . X BRAF V600EMIPD-L1[HEH FH Y
NSCLCHEE HATICHAYT Z i, B /G HIBRAFHPHIF1 &
HHLY, BT RRIER AT A AZ . %5 FBRAFZZETENSCLC
FRA LIRS, HEA T DRI AH DG A HiT RE PR 58 XE
K, IR EE AR T L8 S I RO B AR E R DE

S BRAFEZTEINSCLCER[EEA & S IE A TR REM:

2019 4F 3% [ | 57 Z5 5 AE M 4% (National
Comprehensive Cancer Network, NCCN ) MR8 297 5 Hg 1
Z’%nivolumabﬁ%%CTLA-4T}T{4§ipilimumab (I-OBEE) —2k
07 BRAFEF A UM 1) B Pk 2R (0 30 A0, ol ) Bl JEk
B FIAIFOSIEH 8%, LGS | TCAEIR I BRAF V600
GEARTRY BRI B LRI U7 5o RS B L L
1 AR FEPU IR 5, i e SR 2R 5 A IR B S TR
B, PR ARk e an iR MR 2 VS S A ESE R, RAS-
RAF-MAPI# ## 5 L5, e AR 4 PD-L13%5A |
AL AYI P (human leukocyte antigen, HLA) 12
O3 T IR A T A0 ML T R ZH 4. RAFFIMEK A i
FI AR5 21 IEMAPKAS 5 1 S e IR0 il 20164F
(0 IR 5T 272 (Society for Melanoma Research, SMR )
2 WU3H, PD-L1¥iiKkAtezolizumab , BRAF V60OE il
Vemurafenib% & MEK ]3] Cobimetinibif¥734{5|BRAF
V60058722 Y LI PR A0 R, AT S8R 85% o DRI, B[k 2Y
Wik& ety s (ICT, AR 3IRY7 . sk Ak MEAniE feiein
YA AR RTRE S A DI IR) S AP, 244 S 0 i i R g 40
TENRE, SAT AP AR IRST R0, X TEME ) B ERENRYT
kR, WEM KM ETE B LR TT, TEBRAFR L
NSCLCHUS, FA TN FRHAT L I 5 S e, el i
S BE A S IRITFY, B E T RAAF AR 45

6 I\

BRAFZ7E BAAENSCLCH A AE LA, 1H 2848 i
HoR . WG RIT FBAA R . BiE YR YT iAW
TR, B E TS5 LIGE, (BRITERBIE, ffZiAsn]
W, A SRR RICTIAYT X BRAFRAZ HINSCLCHY
SR T HA IR S IL R 24, 5 BRAFGASHA TR, H%
SRS, IR R RIRYY Z AN PR SRS . TR TR
REPEDF MR A, TRYT 48 | T BE R A5 DB 75 Ik PR
B AR IR R R B AR F Rk U E . Wit 2o
Kot MERSLFRIATSY, WBRAFZEZAS I IINSCLCH# HYHR

Ii]  GRBE SR G R T S I S AT SR i S AR AN A S

10
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