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Ty KA AGNE IR | 3X — PGB T 32 ZR G0 X 8 ) 4 2 e
RAEF'S BRI BFFEIE S, iy T Iboed EL AT 34k a8 W 00 1Y
AE JJ—— e ik, TR R 4 58 A I HLAR ) Be R AR b
B3I G kIR A HIL) 5 R 2 1T R A UM SR A
& ( major histocompatibility complex, MHC) 1 F4>FFA KT
AR AR N L e AN N v sk e I i OGS i
Jiev 962 4 AV 2 8 B 2 T8 W W) il 20 1 B i T 4 3 Ak 45
SRR G, I A G, IR AR AE 5 ey RGN Wil B4R
FH gt R bz i 3R A5 S kiR 1 T RE Y L ROk, BHE AT
7 iR ey M LRI 5 30 0 B AL B4R AL T R S S TR
e S OB i R R AR R R 1 & A R
JE& o (1) A2 0 P M AR A5 (2) S0 g AR o A 5 (3)
B Y TS A i S RO A A 1) IR A 5 (4) 95T g T
L TE S

Y PEA B B L (4 T 400 (70% ~ 80% ) B 41l it
(10%~20% ) FLWEAL (5% ~ 10% ) . F AR 350 200 B A 2
ARGIAE o PRI G E PR S5 b (4 SRR Ik 0% 2R
GEEANMLRE S, b 5E VR G R G T 2 H AP AR
FERIFR AL T IR R G MR i S I A PR A A SR 4R o g2
(R Fe e FLIR S T IR A/ I i 2 TR L
I, B FE S8 7L P AR LR AR S e IR ROV

L 3f MR AR R ——T 4

FUBME A BT h , T 40 I 0 L 1 24 7 80% L T 4l
LR gtk A0 ML I 01 2 — AR 2 D RE 4% e 4%
D ¥ AL , B3 B PR e 25 T 200 6 S 5, A R WL AR B 928 2 114
A TR S MR AR AR T A A Y A I A
MpfE SR, ARG EZIE . (1) RO T 4 M5 540 i
R SRS A (ST 0 A rY) 200 M BB o7 1 i A U, S R
JRL K B BETTAE T 5 (2) Bl itk LU 40 M IR 7, SR 52 2
a1 W i [0 P T O 225 G 1N £ W
JHLAE S8 137 25 T A B R e SR TR 25 ) A [m) , AT 44 H O3 1oy
TR FE CD4* BB T 400 (T helper cell, Th) 1,
Th2 . Th17,CD8* ZUMIEEME T Wk E 41 ( cytotoxic T lymphocyte,
CTL) } CD4*CD25" Foxp3™ 15 P T 40} ( regulatory T cell,
Treg) o
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Thi 4 E3E 3 32 T3 v A IL-2 0% CD8™ T 4i L,
Jf R CTL R 45 D AE f2 b 40 i ey , IR, e [ Bt ]
T8 2 43 2 A RS SR BE AL F (tumor necrosis factor, TNF) B
R R 25 A VE D5 T Th2 58 o 43 9 TL4  TL-5  TL-10 Al
TL-13 {0 B 4UARIGTE B FIBL A A B, 3338 35 (e 0 R
PE LA B A T A S e 1 £ €1 FEFLIRE S AR R R Th
Y MEAAE /3 T4 F TL-13 A2 UK B0 (4 4R 1, 3838
S IL4 IL-13 300G M2 BUE AN, BFOTIESE M2 #E
WS 200 A TT LA 3 43 #A 4k R F B4 18 ( chemokine ligand 18
CCLI8) e MFFLARIE IR B AR IERAEILT , S
I Thl 55 Th2 {RHE— 2 1 Lo ], St (7] 4 45 5 9 P-4
A IR I 2 Bl AP AT, AW 7] T Thl 5 Th2
MR, 5K Thl/Th2 fki#% . Thl/Th2 fii#% 3 B0 S
R — AR b & ™ 55 —3& CD4" Th 40, i T
P AR R A IL-17 A0 B M 44 2 Th17 40H, L3222
T3 IL-17A IL-17F (IL-6 IL-21 | IL-22 254 AR N 4 5
FIRET PR SR B rh g v RE R RESEAE AR XS S B R
e A KA B L, G A LA,
Th17 FERPEA WY IL-17 Fib S T RIUE A IE# A2, I 4
FLARE AP SR Th17 B R B S, R Bl SR 55
(43 XF Th17 4 AT B kAR > Kato %2 GIESE IL-17
S B8 1 A A A 20 DR, 2 R 1o e 0 AT A
MLr= A VEGF &2 b /e

CD8" CTL J&Hu I8 20 Al o 125 1) 32 22400 L A% 4, 3 aod IR
S PR SR S e A O TR A L, 1S, PR MR A SR 1
MHC | B34 5 g Ho i, ZE B 005 1 CTL R 51 1 4 =
PR ST, 7E Th 405030 A9 40M X VR Rtk — 4
H45E Sy Ak B R SR A D RE M UN CTL; SR 5, %50
CTL i 1 B 25 L 3R STk i (o e g A A A6 1, o 3l ) %
MM T ARG AR T 4> T FasL 401 TNF-B 43571 1 fi 3
MR Fas F1 TNF-R 45-&, M 38475 40 e ;N Caspase X2
VM A yA T BT 3 EE HER-2 BHE R K =
PR REZH4 b W22 3] CD8* CTL 1=, 53X 2 FhL i
T R PR A i P AN RRE PEAR D2 SR R R T S
FOPPLIE R = AR T X S HUE AT LU CTL AR, 5
B CTL E 38y Y i e A2 A i ), A, CTL (14 b oRg
ARAGRCRI T L 8 5 A0 15 5 B S e A 2 2 H Y
T, IEFREOLT , PR A F A CTL Thfg, A pH
13T BB S e T BE , FRAIRE A2 B 52 RN

Treg F2 2L K FEIN I G E R GEUIRE , PRl 3k B 1 H 328 g 225
G TE R AU, 33 2 AT 19 S ) R A AR B o A
¥k FOXP3* (H2 ARYEILR AR R 7 A 00 40 i IR o
YEFBLRIE AR, Treg X W] 4328 CD4* CD25" Treg, | ZYiH 7T
P T 40 B (type 1 regulatory T cell, Trl ), Fl Th3 % 2 Fj i
e LR AL SR LR A A o S I R SR R E2
R FHEE AL A K F B (transforming growth factor B, TGF-B)
{55 F85F Treg MM, BHL 1 2 i G 92 40 fd A0 45
CTL.Th1 B #iAE , A 2K 15 240 M A Bt B 88 G 28 )2 17, i€ 1 o
Jea A JR 0 if P dRE g R R S VR YT T I — AN R AR,
[V 2 Treg AU GREHLEI AN T . (1) CD4* CD25* Treg i i

T Aol 0 k) % D AR T A AR A S AL RO TE 5 (2) Trl 3@ L 4y
W IL-10 1 TFG-B #| CTL A1 Thl AYHTAP R % M5 (3) Th3
AL I TR TL-2 00 SELfth G 88 200 e 975 £ ) 42 0 553 ML AR e
JERESI) . Treg 1 CD4™ 4hHE T 40 i 28 41 JE T JE R 34 40 1k
MR 3R T SR , T CD4* SHE T 40 AY4E 3L 2 CCLIS
AR, AR RIS 3 WA B 7E @ik PITPNM3 % [H
Jo IR AR Treg #0820 . R, PITPNM3 A& K]
AR PEIRYT A SO 2, ] CD4™ S HE T AN &
JifrsE , BT Treg 76 Mg v 89 B0 234k 25

2. IR SE—B gHi

B 4fiffiAH LT T 20, AE LR g% b i VR R i Rk
AR EY, TR, B 41 it B 5Pk R
ik MHC Il #153-[n] CD4*T 404 2405, 76 T 41 MIAH SC /Y
PR S o & AT 1R . Schmide %650 76 3L g
HEAT T — BRI AT 256, Je S0 7L BT A0 A S HE T A
HIBR PP HRR D3, WIAE R Ak bR = B 20 A A e
JEPUIE R fE B 453 iik . B 4HHLAT 43 1gG S5 R 45 i
FERESEHEPATS Y  BR T W AR TR A R AR
WEBGURSEEIER , YRS MM SRS & 5 15
K AREANML, 41 5 RPIREE A 7Y 1gG AT SIS 4 2R i A T
2, i — A SR K BT S

B A1l —AN A T 5 1 G P D RE AR IS T T 410,
AL DL A 43I 0 TL-10 1 TRG-B 25 28 Jifd X 7 & 455400 1] Jier g
GIERIVER, R, X5 B 4R EE S FRAE < 5 & I i
B ZHA” . AEFLARE /N BB B b S R lE Y 4 B 40 HfL 3 5K
Th 4 fIEE4EH9 Treg 12 HEFLARFE IR HE RS . BAR DL ST
BIH7R T B A0 IR S v s AR (R T fE— 254
FHELRAE RPN B 5 g S 2 SO 45 v L b s 43 9 A B
1ER,

3. REAAGiH—E L4

Jrivied b A v 2 B ) e 98 A 9 9 4 MY ( tumor-associated
macrophage, TAM) 2k F 3 & 5 1 = 2B Y %= i B v] 43
2 25 RIS iR A M1 RBEREMETE ALY M2 EonEAN i, H
A M1 FRAY TAM S8 36 NF-kb 724 T B4R 7, a0 4%
TNF-a Fl— LR A B, 58 SORE R BE M G , B Aol
ReANMAEE v U R A, ML EREZEIETT iES Y
B S O, (ELAE I R BEAR A v | Bl T e 2 AR 1 A
Wb R P B L 2 s R Y L M2 R ALY TAM(M2-
TAM) 50 M R AHOC . M2-TAM H IL4 1 IL-13 3%
5 3B LA AL & AR R Ak K B PE T (1) PR AR IR AL
AR 38 RO P S 20 B PR 4 TGF-B AT IL-105 (2) 3 3 43 b
4 JE I I B P R PR B AT IR B R OE R, B S LB R
MBLFTE S, (3) Wi VEGF 45, i i A 48 1, f2 a2t i
K,

TAM FIFL RS 40 =2 B B4 AR B A FH T RS2 g v 784
RATERY . ARG B TAM 5 ER BH L 5 40 A 45
FEFEA M1 KA TAM, 1175 = FF 20 LR 240 A e 335 5 0] 43
fEoh M2 RIS TAM B G 410 il 55t T L3 et AR o
BT oA 1 ( programmed death ligand 1,PD-1.1) F) G JEE 4G
W 5, 52 RA T, TAM 431 ) VEGF IL-18  TNF . IL-10 7] I
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5| Treg J4E kIR 40 AR T 235 PD-L1, F0 108 T 4 1)
e, A SR An i S b2 R

4. KRB —rh vk 4t i

HR 4 L A0 L i P A e Ay PR KA A A0 3 o
PERIE A Pl I8 ok 2 35, 468 1l > P 98 A 2 Hh M 40 B ( tumor-
associated neutrophil, TAN) , TAN H.F 2 fi&®., —FfpELE
BUPIR R B FRVE N1 Y 5 — b U 3k i A= K (=228 0
B FROH N2 B 4R S TAM BB FBIZL, X T
PERLZIN 2 Fh BRIk A 2 RhfdRE . (1) 5 HIG LR
A IR BRI, RPN N1 A o] E i B A A i E
PEYIE e HE S AN SR BT R S s e AL L P
VEF s T AL RR BRI A N2 80 DU) W] 38 5t 43 90 1) G628 1 240
PR 43R ek IR ot 7 A= s %0 A0 i IR - S A a0 e B R
A S JEDT L (2) v 4 A4 2 oA bR G e TR B
1 TGF-B Y5 S, 5 TGF-B (AT R I BAE

= BBERR R P S TR A

1. T 40

Jip R R A Th/Th2 35 R ECAE R AR Sk T 0 190 (14 68
FEbR , FLIRIEIR I Thi THE5 A1 Th BRAR 5 %5 b 1 s HH 5%
FES ISR S N FUARE X 2 B0, I () i 9 Th2 250a:
W@ T Th IR LIRS N 2 k3% 1 A DT 5
7R, Th HH 5G40 A R 38 % 19 9800 5 88 4 1% T 4 56, T
Th2 AH I P 8 W5 4 2 TS AR G

S3Ab K CTL 21 5 00 4 1 I R 25 R AH G, ok
H 4 DMAEBAS Y 12 439 461 fieE 28 & 1) R AW 9T BoR , CTL
A P2 VR R R, AL e 3 A X P T AU A, R IR A
HhC R E FE LA CTLL 510 11 £ 3 A EL G ¥ i 28 3 1) a5t
A R R Y L WAL B R, CTL I8 A9 100 1 s
BB FERIAE ER IR HER-2 & 2 B3 s b | 7R 45 15
4 (luminal ) IR B2, 55— A 1 334 il 5 & FL
i B Y [R5 R AR S, 7F ER FAME ) HER-2 & 4k
RUZLARIE  CTL A4 5 0S W2 AH ¢, Mg CTL
B — AN ST TS TR R, 5 R 4 bk LSS RS
JifrsEa RN KSR I A HER-2 Rk k- FTe 2!

WFFE R L, MR (4 CDA* 40 HE T 40 5 A FLIR R
() Treg 7€ T 4UASZ R F P 31 h A KB &, S5 1638 &R
G Treg WILT- A EE, R ENE T H Treg 2 HH
CD4*4hfE T 4UAR & 7 I B, IR AR S0 ok s OF H, M &
L CDAHIHE T A5 Treg IR MEAE LIS B E TP 2T
ZRBUEH . FURERTE Treg BF & TIEH LIRS, I
B, Treg 1218 5% & I AR5 25 R 240 OC , 4n i 4% 03] &5 L ER
FIPESE, FE=BI% K& HER-2 PHAE: B FLARIE o, Treg /R 1
SEKER, IF B552E BUR B A . CD8/FOXP3
VU A S e S 75 b T RS 1 S e AR B 1 S48,
IO e R & T CTL 1 Treg 435125 10 A 60 VB FI Y K
I, =W CD8/FOXP3 HL BB IESE 5 ER FIPEZL AR
PR AU AIE

2. B4

DR IRER T B 40X 2L ARIE TR 0 B0 A A,
Mohammed %5 %F 130 {5157 S0 LG 985 58 0 WS AR AR 1R A T

S3HT, KB 37.69% (49/130) i3 CD20* B 4 14 i K i
i, B A Cox 1A 45347 115 H =i 7K - CD20* B 4Hiff1 5 DFS 4
KIFAS, Mahmoud 25T WL T 1 470 BIFLIRE H LR AR
FA S HL UL ARC IR CD20* B 40HE %L, & BLAHRT T
Jei 0y, CD20" B 41 B A5C£E 70 5 i g 1) R 5 B 0 e iR i
K- CD20* B 40 M 55 w85 G0 e B R 2 AR I 1 | iR
PR R 2 A DG e B R AR v, i o A
NLE, FRIEKEA CD20° B A1 5 ER B A9 LR I8 4%
SEPEAEAF R AN OG I RTINS s N =, B 41
)32 DR 1o e 7 L g rP e I 5 A B0 DI gt R R IG5 %
AAEARSE T B = BRI p i ) Rk B 4
R Y e R PN K 1 A N O v -2 o s A A |
sl

3. B4

CD68 T IR B M1 Al M2 5 W 20 i 10 bR a5 4, T
CD163 MIJE M2 F WM A A9 45 bR s 7 BiF 98 25 SR e
5, 263k CD68 il CD163 5 AN R HFHG ;X R T M2 B
I 41 L P B R PP R VR T A R ST E S M2-
TAM A R H ™Az CCL18 , Hi A i ik s Mg nl B s R ik, 5
i ez 200 L 1) B A RN LR R R B TR 2= 6 R ok A
TAM F¥) CCL18 i85 HAZ /K PITPNM3 754 7 L I g % 7
A SCHRAE T 1) AR L i A 3 A 40 - 4
M 4E 7% ] 3 [ F ( granulocyte-macrophage colony stimulating
factor, GM-CSF) ¥ EL WS AN ML 3475 4 TAM ARRA AR b, ok
H TAM (1 CCLI8 TEIIE IR R G NEAL/ D EUD , 5 4
Mo A& A= I Bz-la) BT %% 4k ( epithelial-mensenchymal transition,
EMT) JE B 0E BG4 B, A FLIR I8 I R B8 A Y GM-CSF
ERIRE TAM &8 £ EMT s 7 5% FUE A 7 R IR AR
A

4. kAN

— I [T BB 5T T 105 (R 2836 97 B9 LR 6 BLAR AR
HEFT TAN BT, 25 5 R, TAN AR 5 20 730 50 53 54
o, Horp =BT FL AR TAN 230 % 56755 (88% ) , HER-2 i
TR MR Z (53% ) , luminal B MK (5% ) ', #5920 1Y
TAN 7EH Al 5 UG 25 IEAHSE ™ H TAN 5 2L s
B KR IFARAF RIS,

5. A R A O G 2 At i

B 8 O YA 14 970 1 40 B ( marrow-derived suppressor cell
MDSC ) 2 ELA G 410 il 45 A A oA o et B A ) S R A
FEA RIS B I 0 (045 2L i ) 1% T 98 fof 3 45 ey AT WL ¢ 3]
MDSC, Ff HLAf 7 /N AR AL gl 2351457 MDSC B4 K[l
YR A 38 5o i =X A0 i e R W] 200 Y MDSC, A i L
FAA CD11bR* CD33* KA | I FLARIE
ST MDSC RYAETE SR AU 240 C 0T

IAh, ok H NanoString i % 41 4 [K ¢ fiE 40 TRAF1
NFKB1 FI CXCL13 5 Pk 5L B 5 i 2 10 3k B2 40 At ( tumor
infiltrating lymphocyte, TIL) 7K FAH 3¢, J2& = F1 U 2L g i %
ST BT R DY TIL AT 4R A h 37 % S R T T
JE SRR . eI I A BRI ) LA 2 SR 50% 1)
iy DX ek TIL o 30 , itk S A2 Y ER B \HER-2 B
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PEFL I B B TR DFS & 08,

= SRR Y BT RO AN

FEST AT AN AE J7 18, 85 7K 7 (4 e CTL 0, 58 4l
BhARIT Y pCR FRIEAHSE . SR, XL R 78 1 [l B | Al bt
HUBFGY., R i 52 B8 1 G ) 406 I I 5% i 408 1 S5 i 9 32 31
CTL MK 5 TUR AR ARS T 3R 25 2 I i R P50 X
rh T BT LR BB B AT R D ek 4
R B 20 it LU A (neutrophil to lymphocyte ratio, NLR) 5874 Bl
RI7 pCR A, B BT B A9 NLR (<2. 06) 55275 1
NLR LA &M L, pCR B &, #2718 NLR AT R by 3kl By
TP IR TN A T A S IR R T s
PURFE 5 HER-2 PR ZUAR IR B 12 32 i 22 Bk o s R pu iR B
A B R A T 0 BN M A 2 E LY RO A A R
BAIESL,

DU GG 7 0 a5 4 R R

hFRERG SR &4 RIBKLREY, Bl E
A T3 R WL 553 e 2 0k R | B ) G B B 114 vk
Sk il BgRE , DRI, e YA YT I A 1T A, I I PR 52 B rp S
T—ERIRITROR

1. #E1A YT 290 i 2 2k B s R B AR 1) S AL

22 Bk B e BT AR RAE IR EE X HER-2 25 119 1gG1
TR, FE R A0 R R, A HER-2 A 2R v R BT
WIRYT A5 BT 2235 HER-2 (R I — RAE X E KIS S
VRT3, S 550 40 48 0 ) R 8 78 A A 6 5 410 1)
TR HER2 R 8, a0 4 M 8 73T, B0 26 8 1 3%
IRIKIR A LA A B A A TR 7 A Bl A A R B
TIXSERER AT, i Bk B T R BT AR T I S A S ML A
5 GO A A T 00 240 L 25 5 M A P 4 i e
W3 TeG 2R (FUAAMAE A M 7 WA ) o B0 5 B A0
I ) B W AR A 5 B D 2 38 A0 i ) S A A W (BRSO R T
PRFN R I ) BB 5 375 S S 8 20 B =2 1) 0 455 11 SR % 403 240
FIUB PR AH B Ay HR 4 5 1753 S e R 1 A R (BP T A I
RFHEER) A=A 5 TR PUR A 38 L8 , Rk | R 38
7 38 I 25 ( PR B S T UM R AT R )

FE HER-2 FH P 2L 598 £ 35 v, SR fff Yl 22 2k 2 v
BURIEA T34 BT 7 RS 58 2 BEM BRI , 5IT 8N
TR FR R L, PR AR A 2 B b A G 3k £ 40 i w5 2 32
T AN SR B TR A M B RE 11T X BB
P 22k B e A LA 1 b 98 A1 P 58 4 A 1R 40 1) 928
FRBTHIRO

2. GRERG A A5 0 ) 5

R PESE TR F 1 (programmed death 1,PD-1) J&7E £ fih
THUERR T 400 E 2k i 4 324K 17 | 5 H A bt JR 2
2L T 2 1k I B IR 40 b S R A Y A PD-LL
o PD-12 (&5 A, FEC T 4IAE A0 G 550 B BRI, — TR U
F 660 Il R B4 A ST B T PD-1 FHYER R M TIL
S R BN R B & R, & BLAE HER-2 B JE i £E A J
luminal B 1 PD-1 FHPEZRIAAY TIL % 00, JF H 520
A

FEIfG R 1697 J7 T , PD1/PD-L1 PiR7e 5 i i
WAL R T —E P AE A, —3 Ib #1149 KEYNOTE-
012 e FRIRTE , HAF 7T B A9 PR e 0] = 9 3L AR e o
Pt PD-1 Hifk( pembrolizumab ) 1978 350 FZE 2 iF 5 45 2R
SR B BRI N 18.5% (5/27) 10 55— 1 Wil
RIS, FEFEHR M = B LR 98 o N — 0 45 7 MPDL3280A
BYPT PD-L1 Hi44K (atezolizumab ) [70] TEARYGR B ml AL T
B 9 IR T, BRI R A 33% (1 58 4 i, 2 B
SR . KEYNOTE-012 il MPDL3280A AH ¢ it 56 %5 i 7
WA A MR 2 IR RS T 3 ~4 AR,

LT XA = B FURIE BT PD-1 S REIRIT % 4
PEFIAG SO B IR 60 T B A 4538, E AT— 221 PRI 5T 1E
TERR PD-1 BEIRIT 45 A B A BIALIEIRIT BT R, —I0
%} PANACEA (I RIS, B 7E VAl HT PD-1 S i b ik
MK-3475 55 B Z- Bk 20 v P LR K & v F 55 8 PE HER-2 FH
LR BR300 ih 22k BRI JR 1) 2B 3 Y
K (NCT02129556) 17

AR REYE T Ik T 40 8 AH DG T 4 (cytotoxic lymphocyte-
associated antigen 4, CTLA-4) J& T 4Mii MR IEHE ST,
Wit SHURR S AN R Y BT 0 TE A S MEI v
S48 T UM, HT CTLA4 HUAK (Ipilimumab ) 2 5 58 46 25 25 417
I, R R BRI MIAYT . BL CTLA4 A TE STk
BT AR A FEIRR A, —T 7 26 #] ER BHE
B PEFUR I 1 WIE RS b, AdL R SE E32 BT CTLA4
AT REDUA (tremelimumab ) 6 G- PG SE3HIGYT 11 B350
HERAAEIATS 12 AL R

3. I E T HER-2/neu( ET5)

iR VAR T A A 22— | L B e iR
PLZ R (MR 4H R A DGR (Tl B K 3R R e IR
R S5 ) SR E IR, T R e 5 [ ) S e 0 RS 1
SRAE TR BOE B E E B R R RS, U R LR 4 M e g
FIARTE G2 IO 225, DA T 2 80 4 i T B P ) A7

FUNR I 6 7 1 8 10 AR 56 I PR B 9% B ) T2 IR A I
HER-2J% 1. 2005 4, 7 fm KU 52 2 3L AR 98 1 &, BT 75
(3K H HER-2/neu B/ 57 —F e R M RK ) 5 GM-CSF 1R
N, BEATIR R B 7Y W X G oA ik EL A BE A HER-2
FHPEFLARIE B B Ak TV A M P A2 BHE 5 1 Rk
W BT EAVE NS IR P 9T H L E), o — ) R
AFIERGIE RN, A 4 BURE L4 B R, ETS

RS CTL W SEREd 1 AR S AR 1k I iy =0 AE 45 1 A
AIEEENEE, £ CAFE— /K IEREE CTL /835
FENGR CTL 914, EeFh e i 41 3 0S 24 100% , X BR 4
BEN93% , HFERELHEIURE RS A 8% B X,
o 21% WX IR BB TE 22 N HINE &, SR Re i R iR
20 B DFS B35 85. 7% M1 59.5% , NI, fE s fa 2
RMEFUMRIE B T, J6ie A TR E75 B BUBTETERY CTL
R ZPEW 0] P R Y RS — R A AE
PR T E75 I N R L&tk i 25 R 8w E75 9%
WL AR,
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