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Detection methods of PD-L1 expression in non-small cell lung cancer

ZHONG Guo-fang, YUAN Xia" (Department of Oncology, Huizhou Central People’ s Hospital, Huizhou 516000, China)

Abstract: Immune checkpoint inhibitors have become a new treatment strategy for non-small cell lung cancer
(NSCLC) by blocking programmed death receptor-1 (PD-1) and its ligand PD-L1, which opens new expectation on
advanced NSCLC. PD-L1 expression of tumor cells can predict the response of ICIs in lung cancer patients and serve as a

biomarker for predicting the efficacy of immunotherapy. This article aims to review the detection methods of PD-L1

expression in NSCLC.
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PD-L1 /& J& F B7 BLRZK MY 1 AL ES I &
(B7HY), AJ7E X I 240 JL (B 2 R 4t A | 15 I 400 ot | S K
Y T A0AFD B bk B 40 ) RN 3 E 335 il 40 A (B2 46 P B2
A, bR AR AR A0 ) Bk, MR 4a i b PD-
L1 A28 5350 T ZM0Z 1K PD-1 2544
T 4R T 3l , e 2 G 32 25 e % g 1 400 il #0133
fit5Z ., 7£ B7 A BCAA Y, PD-L1 J& NSCLC (1) 3%
PRSI0 1 AR, )2 H BT oY e 22 I AR

PD-L1 FiE MK X; PD-1 /PD-L1 41l 51 A9 17
A EZAMAE, PD-L1 A4S I 2 5 T 240 i 2 (K-
FAPAGEIN | P10 i DA v DA #9220 234k (THC) J7 i
JE ., PSRRI R A R S T
PR R B R RS BT T SR 0 T A P P
YU LL ], FEI2 W B AE AR H — A R
IHC THEL, B RE T MR PD-L1 BHPESG
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1 PD-L1/PD-1 $it & ¥ 17 09 B2 $36 J7 1€ 15 11)
NSCLC H#EH Bn B4 NS 45 R, KEYNOTE-
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001 FYRFZE4E R R i 9]iH NSCLC i34 W A
A ERPBPUIRITIY S a BARA 17 (overall survival, OS)
FH232% , T OS Hy 223 A X T34 PD-LI
A M NSCLC £ MR 2k Bt b 3R a5 ok,
Rl & PD-L1 i 98 40 Mg BH P L 491 53 %0 (tumor
proportion score, TPS) =50% I HE 5 a i OS KNl
29.6% ," 1 OS 24 354 1~ H . X} KEYNOTE024 #ff5%
gk BL i R AT R ER A BT AE PD-L1 ik =50% )UK 3h
SERF e 91 NSCLC ABE b, 5 hRE R & 14k T7 AH
EE A FH A A 2R BT 9 S I OS 1581 T 8 3 i ek
¥, AL 0S Sk 26.3 A A WALIT AL AL OS Sk 14.2
A H (Hr=0.65,95% CI:0.50 ~0.86, P=0.001),3 a ) OS
ROPHLL 53 N 43.7% Fl 24.9% ' % T KEYNOTE-
024 W5 ,2016 4F- 32 [E £ 4 25 5 158 7 (FDA) It #Ef
TR R 5T T PD-L1 = 50% 145K 20 5L B [ i 1A
NSCLC ®y — % iR ¥7. 7E It of 58 & Al 2 |,
KEYNOTE-042 it 3¢ — L #R R T 7€ PD-L1 Kik =
50% . =20% F1=1% B NSCLC 2 A 19 F) Bk 24t
B2 —LRIGTT MR 45 SRR X BT A I AE PD-LI
TPS IR 2 (TPS = 50% , =20% F1 = 1%) H.J& EGFR/
ALK 2078 1 R 2238 97 1Y Jmy 38 F e sl % % 1% NSCLC
) F BT R WA TR R BT 0 T S AT AT A
B B ok OS, Hit PD-L1=50% A BE AT 50 ik
1 HT KEYNOTE-042 [IBF9E45 52019 4F FDA
AT ] [ R 24 i W B A B RS (NMIPA) L E T i il 2k
FPUER —y7 ik T —43RY7 PD-L1=1% (AR

Fz A KT 321K EGFR/ALK BAPERE ] NSCLC #2,

IMpower 110 BFFEE—0 3 1 JFFilthr 28 f BEAL
Xif BRI, LU A BT B BT B0 24 X6 LA 2 (TR 21K
B G  35 i ZE 5 P AV H TR YT 48 PD-LI ik
MIRA VI NSCLC 84, Hrh i OS 43 #réli R s,
X F A ) TC3/IC3(PD-L1=50% )&, Bl Ek i
PUPZ— LT BT A B Y OS $is . BR
THE—Z 2 FAOCHEIY TR G AT S —ZifyT
S TR,

3 PD-L1 &MiXFEEE

PD-L1 Zak 00 H g £ 22 2 KA A 4 Fhid
M A . 55 E 22 HE8 2 7] (Agilent) f) Dako PD-L1 IHC
22C3 pharmDx #1 Dako PD-L1 IHC 28-8 pharmDx ;¥
+ % K 2\ Al (Roche) i) VENTANA PD-L1 (SP142)
Assay fll VENTANA PD-L1(SP263) Assay(# 1),
3.1 PD-L1 IHC 22C3 pharmDx

Dako 22C3 pharmDx J& 15 /> 2k f5 Wi 8 30 1 T 4tk vf
1) PD-L1 IHC {5 & 2 —, W 2ie 4 M 1k ME——1
AAFIE [ £ 5 N 25 4 PR (FDA) W 8 Hb A7 19 < 1
Bl 2 WA &, B TR YT 43R MR I IR NSCLC
B H/INEBAHT 22C3 1 Dako Autostainer Link 48
Jett oF & bR IR PE A AR IR B bR R E A i A 3
(FFPE)Z1 21 v () i e 4 i, 22 /075 22 100 /> Jih 93 4
JL, Y0 38 ik g 4 L fr) e £ R Bl 52 42) = 1%
i, & Xk PD-L1 ik BHE

%1 NSCLC PD-L1 IHC # MR E &L

TEREDUA il - & R R A I 59 LioRilpI g Il 51
22C3 Dako e R 2 BT Ji 9 240 i TC=1% (TC=100 1)
(AutostainerLink 48) (Pembrolizumab)(PD-1)
28-8 Dako U EEEE] ) ek 241 TC=1% (TC=100 1)
(AutostainerLink 48) (Nivolumab)(PD-1)
SP142 Ventana B Rp B T bR 24, SRR 2 TC3/IC3 PD-L1=50%
(BenchMarkULTRA) (Atezolizumab)(PD-L1) TC2/IC2 PD-L1(5% ~49% )
TC1/IC1 PD-L1(1% ~4%)
TCO/ICO PD-L1 <1%
(TC=50 A, A HH L BT)
SP263 Ventana (Y R=a- B ik 240 TC=25%(TC=100 4>)
(BenchMarkULTRA) (Durvalumab)(PD-L1)

IC: immune cell; TC: tumor cell; NSCLC: non-small cell lung cancer; PD-1: programmed cell death receptor-1; PD-L1: programmed cell

death ligand-1; IHC: immunohistochemistry
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3.2 PD-L1 IHC 28-8 pharmDx

Dako 28-8 pharmDx J&—FlE £ PD-L1 ffigdd
ARSI e A4, VB Sy — Ffr < &b 8.7 12 W7 3 56 3R A5 55
FDA W HE#E., % BAPr 28-8 {F Dako Autostainer
Link 48 YL (875 LA R IEH FFPE 4 4UREAR iy
Jib g e, 28 275 EE 100 A4S iR 40 e & % i PD-L1,
It HBHMEE A TPS =1% .,
3.3 PD-LI IHC SP142 Assay

Ventana SP142 Assay i 5 & 1 % 4 g P 45 44
WA AR PR TP, H B B 3E [E FDA it A iG
FPTE ST AR I s 2 5 o J 1 B 1 NSCLC 3
DL w8 PR I b Rz g AR AR BT ORE BR R 4T
(atezolizumab)JR¥7 [ “ #h 72" 12 T.H., H SP142 £
VENTANA BenchMark ULTRA 4 & 5 [6] B 3F 44
PD-L1 758 4 MU(NSCLC , = 50% 1 Jith 92 40 Jifd e €2,
Ay ) b 97 ¥ 1 4 28 20 I (NSCLC = 10% 3%
YL (IR BR b B2 = 5% #3840 e 5, BH )
(31K, FFPE K & o (10 PFAl 22 /055 22 50 A i e 4
FL PR A0 T A3 AN T 215 R R 5 1 3 S5, {E X
Jed 121 SR A ML (1IC) PP SR b AN ] Y
3.4 PD-LI IHC SP263Assay

PD-L1 SP263 Assay /&% e EPLIAR, AT 55 15 FEp
FEHA4E4E, JH Ventana SP263 7£ VENTANA BenchMark
ULTRA 4t % 5 5% ¥4l FFPE H' PD-L1 ) £k 4
41T % 2 A 0 BE 32 45 T 18 FL & A 41 (durva-
Tumab) 4 Joj 355 16 309 Bl 2 B M DR 8 1 Rz g . X T
TR BABLIARTT | A 5/ 259 Y i yd 4 it v U2 )
A Aoy 0 R RS A 1 e € i, A PD-L1 40 i 5 B
P, #iE TPS 2T 100 A ME 4l

4 PD-L1 RiA# N H LB

4.1 Mk kaF

PD-L1 Rk AEAE A 0] 8L, 1 58, W] —$i ik v
R AEAN [ g v 7 O TR e €8 g, T [R] oA
SRR W] — g v, D0 R 7 A 92 /6L 5 40 i b (R
HORTRI YL B BE 1 (3% 2)5 58—, AN [FIPTARA I 5 1
S0 A e A —2"™ . Hirsch %" B 7E$E A 3¢
Il PR3 A B A DU A PD-L1 THC 6 30478 44 1) 43 B
FGPR AT LEPE 915 B, 38 PO Ff PD-L1 THC $T4A
(22C3 28-8,SP142 HI SP263)%} 39 il NSCLC fiteg ik
FTY, 3 0% RKIAT T ISL AL, 0 b7 Ho g &
B, 2448 4] 22C3 28-8 FI SP263 HLiAM}, PD-L1 4t {7
) B A0 B A 0 B PT B A, 1T SP142 (o A T
Jete B R AN i . BT B BUARERUE B T AT X A
JELMME YL €o, {H 2 b b Jes 4 it e €2 B T R Y AR S
PR, L AU TG B, o R W], R TE = Fh
Pk PD-L1 Fik i e RE AR (0 B 3T A Al
FUEK S B S R 1Y PD-L1 AR S “4r KRR,
Chan 2001 i 4 #f PD-L1 THC # W44k (HP 22C3 ,
28-8,SP142 £ SP263) Ak T 713 A4~ i% 2L 1) NSCLC
1 PD-L1 W 3RiE, fEiX 4 Pk, 22C3,28-8 Fi
SP263 1 i J&8 240 M DY 4 v BE — B, Y m A E R
=50%, — & 1H>97%

K 0 — WU, {8 ] 28-8 1 22C3 AR XT
1930 i 8 & (AL 55 412 B #5312 M Bl 17 T PD-L1
THC #6045 5 5 7%, PD-L1 THC 28-8 F1 22C3 75 frff
FEACH DL S AR ZER12 M Bt 12 W R A Hh 34 B 7 1Y i
FHOCME: T A FEAS R A —S:(OPA)IA R 97% ~98%""

R 2 NSCLC H1 PD-L1 F3i& IHC #& U BEHMA L

5T FEAKL R ELES

HIRSCH et al. J Thorac Oncol,2017 39 22C3.28-8,SP142,SP263  22C3 28- 8 il SP263 Xf TC Y (oAb, SP142
Peta 2z IC YRk

CHAN et al. Mod Pathol, 2018 713 22C3 28-8,SP142 SP263  22C3.28- 8 £l SP263 AivJEd 4 i 177 5 — 3K

BATENCHUK et al. J Clin Pathol,2018 1 930 22C3.28-8 28- 8 1 22C3 {1 —F i B4

FUJIMOTO et al. Anticancer Res,2018 100 22C3.SP263 SP263 A {t#r 22C3 AT PD-L1 4l

MUNARI et al. Am J Surg Pathol,2018 198 22C3 ,SP263 Z e lm FHE i, 22C3 FI SP263 7E NSCLC
JEANA] B AR

XU et al. Sci Rep,2017 135 22C3 .SP142 55 SP142 #tk,22C3 £ fikA TC FI IC H PD-

L1 (3, i A RE L

IC: immune cell; TC: tumor cell; NSCLC: non-small cell lung cancer; PD-1: programmed cell death receptor-1; PD-L1: programmed cell

death ligand-1; IHC:immunohistochemistry
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Fujimoto 4" ] 22C3 I SP263 HLiATEA [F]ilfi AL
(=50%F1=1%) F %} NSCLC ¥/ #f7 PD-L1 THC %5
M 25 BB 22C3 H1 SP263 4 =2 18] Y pafk — o
1 80% ~ 99% , 3% P Bl BT AR W] B R e B AL, H
Munari 25 #5145 1 AH S 4538, 241l A 3R 50%
iF, AL B A 50K SP263 BHA: B B v R 24— 2
A 22C3 B, BRGIA A PD-L1 A& 22C3 i1 SP263
7£ NSCLC 2 AR nl B i), Xu 558 SP142 Al
22C3 P ZA AT LA E e, F 22C3 1 SP142 ik kil
T 135 A RE S A B 4D |, 5 SP142 A L,
22C3 3l H A A IR 40 M AN S RE4R M B PD-L1 A9 36
ik, AU R B
4.2 ARG

FEIG PR 38850 R S R /DN AR it 9 25 2532 W 1) e
— BRI UE S A B2, R, X AS TR 41 21251 PD-L1
THC FIA 15U H S 0 — W98 (3% 3), Wang ZT 1
BT M NERE T RPRA 4l Bk PD-L1 THC 43
MRl f5ik . S5 3800, 24 TPS = 50% FH/E & AT,
PD-L1 IHC 7402440 i bl b 2 30 L 47, 7 42% 1) 4
Jf 2 A L e USRS I /NIE KRR AR R 36% (P=0.04)
AT ARYIBEFEA 299%(P=0.001), Torous "MK T
232 {5 FB 3 IR B A (AT 7 RN AR 8 BERAR A) 9 PD-
L1 &Ik, 76 20 M 2% R0 T R g B 27 21 22 ] oK U 22 5
PD-L1 g HL A 943 (TPS) FY ik 25 22 5, > H & BA
Y2y 35% A e R TPS =50% , B AREEAR /D,
E 3252 40 M 2 AT R B 24 4G 4 19 PD-L1 TPS =
50% 1 BB T IR BT ATR T WoR AL R
N FIBIR T il 5, FETERFEAR T FARBEAR L I,
Kim 20 {] 3 & PD-L1 IHC #: (22C3  SP142 FiI
SP263)Xf 46 4 NSCLC /IN& R A FFARFEA ST
PD-L1 #{, PD-L1 IHC 4347 45 58 i S 5353 4
1% 5% 10% 1 50% , LAFRFRAH PD-L1 THC 45
WS, 22C3  SP142 H1 SP263 PD-L1 6 I i 4%
BRI HH 73% ~96% 65% ~80% F172% ~91% , iIF
SAd F/INERNTE R A SR AT SERY . Smith S R B 58 52
SAE N T &3 E IR (EBUS-TBNA) FR A<
XPIPAR PD-L1 AR A8 . XF b & 30 H T2 Wi fn
43 NSCLC 1)k £ %1 EBUS-TBNA #£ & fp J& 7] 17
By, SR G B LA s 55— 20, A
A SR

AR A bR AR A 2 800 5% ik 52 5 30 R A
FARPRAAE PD-L1 BRI —3h: R4 B 25
B K I AR AR B EEOR J2 = 100 A i R 40

Hernandez 25" I 22C3 HUiAX} 52 A4 F A HLIE
SR PD-L1 THC A2 bR As AT G €8, oA Mg 240
<100 F1=100 4 ffL (9454 PD-L1 Kk oL, LA
AU (A 2 Z(<1% , 1% ~49% , = 50% )% PD-
L1 THC #17PF43, It 5% AL 17 b i, 25 R R0,
Jiged 4 L =100 A A LA A 5 T RER A1 kappa {H
JREA T R 4 B <100 4 40 i 2 AR AR S TR bR
A kappa {HEEM—EL,

X T NSCLC Wi 35, Sl R b T 2 4R B &
o kh AR AS I e A B Bkt PD-L1 (9 3RA G IS
9 ¥R 3) . Sakakibara 2P i T NSCLC =
# PD-L1 THC 7EJ5 & I g Fnibk B 45 57 7% 2 8] 1) R 4F
—ZE(r=093,P=0.02) ,{HZ  ZFFFEARNn=
5) AT ZE R T R R A B iR (e B
TEREDTAR EPR1161), Wan 252345 T NSCLC Hi3k
AN R 328 Ak e A% 5 50 (R ki | 15 B o VA L 485 AR
FMAN S &5 B F R BRAR 40 20) ) PD-L1 ik, &)
580 1/ NSCLC Ak i B br A i A7 5%, Herh 46 ok
H AR [5G RS 3 1 35 XFEE X hRAs, 45 B &,
PD-L1 TPS PF437E A [R] 56 A5 S0 AR AL, AT ] 8 A6
VRS S E i o) SRy R e AT S0 =< W €3 797 Nl
I M P9 TR ] At B B 1 4 2 AR AR R 8 1)
FRAHEAT PD-L1 THC A6 il 2 AH X PR E A, PR b 75 22
Lol T RRRAS S A AIF 5 ] R 2 o] A g ] 5 i P
[)

PD-L1 M5 HA S0 Rr 5, BERT [ F1G
S7 R AT B BT A, I B T AR bR A S B
BEFRA (At R G IS A £E 05, Takeda % b T
FERSFRA S ARAS 22 6] PD-L1 Kk 2530, 5
WHHPR A A H, AR AR A Fp PD-L1 B 2835 1 B i [
5%, A FH AL BT E] 4 45 DL A s Bk I8 2 29 191 14 L
I B3, SR, KEYNOTE-010 {363 B | 5 {di 1]
ZVUEAZBEAA LL , 00 1R 2R BT (pembrolizumab) 5 £
PO EL Y ELA 25 A 1 TGI8 2 15 (8 A R4 s
Jibsgd b A< P PD-L1 A9 3% 35 (HR 43 51 & 0.81 Al
0.86)* [a]#f, 78 i FH BT 45 Bk B 47 (atezolizumab) [Y
FIR W58 v fEFFA PD-L1 Z ik FE 4, 76 il %F AY
FERS I ek bR AR 22 ] W82 51 PD-L1 33k i —
2 NSCLC M 2H 21 rh PD-L1 323k Y H 3 N S i
FEXTEARR , 36 R R A i B AA A A A T LA 2ok THC 7]
SEHLPRAL PD-L1 AR AR,
4.3 PD-L1 IHC # | -F & 649t 5

T Dako Fi1 Ventana THC F- & 3 JEAE fr 5 SL 16
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AR, EL T AR EAL BT PD-L1 AG I A<
151, H NSCLC FEANRFUIN, Tovkoxt d Fh ke e 259 fifi ]
ANTRI ARSI | BT 1 ke i 22 1 5 B 2% it T PD-L1
SERE IR BRI (R 4), XL T2l 4 b
A (F 2 2203 28-8 E1L3N Hl QR1), 1R/ di FI M PD-
L1 SHr 2B B B A TR AP 62,

Skov 2P #E Dako ASL48 Fil Dako Omnis F- &
b, 2203 HUAPERS T NSCLC 4N i 24 FIZH 212F 144
AFRAS, 25 R H B fF ASL48 Al Dako Omnis 4 [
BT 22C3 Hilk Y PD-L1 ¥4 & WA, T 2N
FH T 222540 J2 20 i 2 A i e, iR — 30 OPA Oy
99% , BHM:— 214 PPA FIBH M — 2% NPA °h 95%.,
Koppel %P7 2 R Al 2127 (i SR A R Sk B
iz 28-8 HiiAAE 4 4> THC -5 (Dako ASL48, Dako
Omnis, Leica Bond-III F1 Ventana BenchMark ULTRA)

X PD-L1 Ikt ifiAT T L8, B fa b 2
T (e PR 20 Sk S0 ) MIT A G (0,07 ZE A0 F- 24 8
R—E 47 (>0.85), Tie S 22C3 Hik ik 464
E3 M EZLMHE A YA Dako ASL4S,
BenchMark ULTRA (Ventana Medical Systems, Inc.) Fll
Bond-1II(Leica Biosystems)H ¥l T PD-L1 Y58 ik,
5 Dako ASL48 ¥ -1 22C3 pharmDx i 7 £ #H
e, ffi F§ Dako ASL48 #il VENTANA BenchMark
ULTRA V& 1% 22C3 HiAk 4 ¥ £E TPS 3143 Z [l
WML FN Y TPS — 3 F LT 100%,, Savie 5> F 14X}
Benchmark Ultra(VBMU) fil Leica Bond (LBO) % 72 Y4
) % 22C3 $it PD-L1 $iik st 1738 LUk, fii
Dako ASL48 V-5 (%) 22C3 pharmDx 51l 45 FAF Hy
7% G5 K W, ASL48 11 22C3 pharmDx Fl1 LBO Y
22C3 [—FHEAR LT

% 3 NSCLC H PD-LI Fi% HC #illl AR A LB

{5 FEAEL EZN ERE S

WANG et al. Ann Oncol ,2018 1419 L ERIIEA P ARYIBR 24 TPS=50%/EL Lilt, PD- L1 THC 140
[ZS Jif 2 2 i e rh e BT 4

TOROUS et al. ] Am Soc 232 M FARYIBRIRAS TELR LS AT R U BR AR A8 Z [8] PD-L1 fib

Cytopathol, 2018
KIM et al. Medicine 46
(Baltimore), 2019

SMITH et al. J Bronchology Interv 120
Pulmonol, 2020 7N R
HERNANDEZ et al. Am J Clin 52

Pathol 2019

INERERRAS TFARYVIEREEA

AT TR 2 S A bR

s T ARYIBRARAS

94 LT 23 (TPS) Y TE i 45 22 55

X NSCLC # % ] 3 #1(22C3 . SP142 I
SP263)R AT PD- L1 THC A&l , {5 /)N
RUTE AR REA R AT HE 1Y

EBUS 4551 5 21 22 AR 1) LR b s o 3
—3

A A AT T PD- LITHC R, b
JEAIAE = 100 B2 AR AR S F AR
— b

TPS: tumor proportion score; PD-L1: programmed cell death ligand-1; IHC: immunohistochemistry

4 NSCLC #1 PD-L1 &i& IHC MR EFE A LLE

{02 FEA KL T GRS
SKOV. Appl Immunohistochem 144 22C3 On Dako ASL48 and 22C3 7£ ASL48 Fll Dako Omnis -5 2 [H]

Mol Morphol,2019 Dako Omnis

KOPPEL et al. Modern 90
pathology, Inc,2018

28-8 On Dako ASL48 Dako
Omnis . Leica Bond- III and

1 PD- L1 ¥E5 @ &
LA gAY 8 5 R0 -1 AR —
Hepk by

Ventana BenchMark ULTRA

ILIE et al. PLoS One,2017 120

SAVIC et al. Virchows 23
Archiv,2019

22C3 On Dako ASL48 Bench
Mark ULTRA and Bond- III

22C3 On Dako ASL48 Benchmark
Ultra(VBMU)and Leica Bond(LBO)

fdi Fl Dako ASL48 Fl BenchMark ULTRA
& g 22C3 PR AR Y 5 AR R
22C3 pharmDx {5 G A Lb— B R =
ASL48 f) 22C3 pharmDx #1 LBO [
22C3 [ —BMAR LT

PD-L1: programmed cell death ligand-1; IHC: immunohistochemistry
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GPEST 1A EL 4 HE NSCLC JAY7 SIS a7 1T RS 1)
SR R THC 3 Fr AT 2 ) PD-L1 Rk 2 sl
TEEPL PD-1 / PD-L1 G y7 i I N 1) 32 200 A 9
PR, PD-L1 A J5 i HopAR it e 8 FrAG I A A 1y
TR AL PD-L1 7RI R T AR A6 15
FOCHE, YT E N M G A S A
KW R RIS H 251 2, F 0 259 © gt o
NSCLC —Z&IRY7 , {H 1 WP 4 £ 24 I ik 2k 25 4 vp
AT TR A IR — A T BEAR ST i [, I
MRS PD-L1 ik #7735, ] an A il mRNA 3Rk LA
KAt G e A A sSAH DGR 7 AN PD-L1 K3k, 7T fig
ﬁ%?ﬁ%AﬂT%HﬂJi%ﬁM% ¥k, wr

oAb A7 B8 (9] 2o S Al 5 RE G A 8 1 8 7 B faf TMB)
%%%TWHHMAEEW%MUE@ﬁﬂ%Eﬁ
REIT R BYIR ARR H

SE 3k
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