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[Abstract |

of research, the immunotherapy of tumors has made great progress. Current immunotherapy mainly includes immunological checkpoint

The immune system has an important impact on the occurrence , development and prognosis of tumors. With the progress

blockade, non - specific activation of the immune system, adoptive cellular immunotherapy, tumor vaccine, etc. Among them,
programmed death 1 (PD-1) and its ligand (PD-L1) signaling pathway and cytotoxic T-lymphocyte antigen 4 (CTLA-4) are the

research hotspots of clinical treatment of advanced tumors. This article aims to review the application of immunosuppressive drugs in

urinary tumors.
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U)o S50 0 0 bR 9 S e R R T B 22
PR AR o AR SCE X G BEAGE A 1 41 il 245 1 )
PR AR GEEAE IR B BT A T 50

1 R ARG IME R R EETIE =

1.1 TémEis 7B 9% 6 77 Mk

I8 G B8 IR YT R I FH e e R R 1, B
FifrJeg 2 60 14) S 73 S AR X 200 07 4 A% 5 ) e
PR NS SR ALARAT I G e 25, D AL G % 3R
G IR A0 R A, R DR
P e, R PR R 2 QWS T 41, DT 48
ifd e £ R T eI A e, T 40 R 0 i 4, ©
T 240 it e 2 A% K M98 A0, 1550 T 240 B 3% Ak A B b R
BPERYT T A EEAEN . i Akr 20480 K
AFSEUESE T IR b me B vl LARE T 40 B BT iR, 3
PEIR T T 908 O 240 0 6 0 ek 3 G 5 10 25 v 1 AR A
FHE S RIS, 40 S vy 7 o a2 i DA aod 2 v )
TEBTE LS | AR S G082 ) 08 [ B e e A5
1.2 PD-1/PD-L1 5 CTLA-4 3% 5 6% 25 22 HLH)

Yo ER [ IG YT R AT R T 40 M Ak A g i IR
iR o S PR ), B BE ARG AR AT AN PD-1/PD-L1 55
3 [ R CTLA -4 7] VRIS By v 1 22F , 4 I 16
WERE R G WAL, PD-15 CTLA-4 B AT [A] 6 1
AR T 200 i 2 1 = B (R A i A2 Rk PD-1 & —
Fir T Y RO 2R (4, LA LU CTLA-4 51 T [ Rk
Rl B T T 240 ARS8 76 BAHAE . A SR A% (NK) 4
L AR SR A 22 o 0 e D e A A A S
FFIA . PD-14 PANELA, B PD-L1FI PD-L2, %5
TEHL R E 40 255, PD-L1 7E 2 R L 4l A5 55
ik WFFE R, PD-1 0] 5K PD-L1 254, flife
PD- 1 fitd P4 BE 1) G 02 37 1 1 S R 7 46 3L J¥ (immwno-
receptor tyrosine-based switch motif , ITSM) 3% , M T
ST SHP ZR 1B R T () S48 , 2 10 90 3k T 40 it 174
BABE 50 M R AR G g Ry 2R B R R
(]S, S I 4 20PN ) 9 P T 40 e 43 0 1)y -4
2 (INF-y) AT 375 5 Jih 92 240 Jfd w8 2R 34 PD-L1", 3 i
PD-1/PD-L1 {5 5 #% >k FEAR Ho 5 52 5o % i gg 41 21
HIZRIVER . CTLA-4 5 CD28 HA AL B4R AE , (5
CTLA-4 ] LA i CD4*T 40 i RR A 4 3b s 55 T 40 i
BTSSP 25050 Bh M T 40 i (Th) B 9% [ 1
Bz PSS . &% PD-1.PD-L1,CTLA-4 3% JLA>
B EL BT 700 P A 410 T LA LF 5 S e 1 ) 42
ST YU 5 Ak, Tk BIP RO . AN Y
G JZE R A A AR PR AL [R] , A #5 f ef [) B

DL RSSO A X, CTLA-4 31157 Tpilimumab 7&
B 8 S 73 ) 3 B BEE A FH , BEL BT CD80/86 5
CTLA-4 /256, IR T 4 i HERE 58 . 1 PD-
1/PD- L1 400 il 370 D) A 4 92 Js i W 93 4% 4 B B e A
FH , S0 B9 T 4078 PD-1/PD-L1 18 B FH I IR i
FREb IR RS

2 B EWHIATMR RSB SRR E I

CL b TIT AR AL T 008 IR 2R 58 e ) B 8 A
2 5 A7 2L PD-1 PD-L1 A #LAS,
2.1 PD-14u4k

Nivolumab HLypJ&—Ff 42 AR Ak 1G4 G e Bk
H, H T 2018 4E 8 HAEH E LT, a7 #HEAF R
3 mg/kg, {1 T HFI B2 40 mg/4 mL F1100 mg/10 mL
PR B T A T R 60 kg LA L, PRI — Rk
(14 2 200~240 mg, HEBERE 2 J5 25 10, Bk
FA 25 B[R] AS 2 F 30 min, Nivolumab BT A3 i/
IRORAR A S S N RS U =g 0] R E |
/NIRRT RS A . TR IR R G IR YT
Hh, LR VR R B A M 2T 25 S B I 1 —
LIRIT 5% . Nivolumab HLPT IAE i AHX R /D [H
X HAG P I A7 e R RS I ) S A LT
2.2 PD-L14ttk

HAT, E _F A LI PD-L1 S0 5 i A6 A i 410 i
254 Atezolizumab H.4( . Avelumab ¥.47{ 55 Duvalumab
HAPL . Atezolizumab J&—Fh JCHUAAK A 19 20 e A 5
(9 4 A (ADCC) BN TRAE TgG4 HLA , [Rl i
225 B A 2 B B R (FDA) #IEE R 55 — 1
PD-L1HHI55) , HAE R To - 7 A 7 Y Jmy &
W S b e R A R 8% B9 5 I G 1) — k3BT 24
Yo i ERYEEE RIS A 1200 mg/20 mL(60 mg/
mL ), 5 A AR, & 8 B 3 R 451 1200 mL
YE 1A 60 min B #H DK, AHA 7™ AN R SN
EEATH

Avelumab 47 & VL PD-L1 #0522y,
W TIRIT SR E Ty SI69T 5 BB e i) Jmy &
WS ECEE RE VR R G T B i, XA W AN R RO 1 R
AT 8, BN RERE 2 S 1R 10 me/kg 14
L IFHEAT 1 h DL Rk s i

Duvalumab 5 Atezolizumab [f] A& A I 4k 1gG4 4
JERRE . Duvalumab FRHTHE FAEIRYT LAAZE 5L
T BRTEE 7 G307 I H I i JRe 1) Jmy B e SR i
FoVE R b BCgs o — iRy s T e 2 AT 1R
10 mg/kg HHKAmTE 1 ho
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3 PD-1/PD-L1 5 CTLA-4 &I ZEi IR & G g
B9

3.1 BRI EERE

A R X6 T PR I B2 38 A 3R T SR I 1E 1%
Ut G I R e 3T 1) L I 12 T BRI YT )
ZHRIRIF L AR G RFE
2016 4F ZH, A7 2 Ja s e 0T sl e B 1k DR B 1 2 9
BE ME— LR X CAE BRI S H TS H
T FAMRIEZR T . B REVETT IIG R30 45
AR 76 3 W PR 56 v i) rh 467 28 A7 D2 9 A4
AW B E YT R M 5, BB IR S A AR
B, B2y CRZ 2R K eih 28 KERT)#H
PERIK
3.1 EERBL AR SR EH G — KT

G PE R AT A R0 F IR B 1 B2 g iR YT B
BRI R . ol i — I 2 ot B OBLEAS
11 1 IMvigor 210 /52", BAI— A 119 f5i] — S T 41
ATt 32 5638 55 3 JA] 1 YT Atezolizumab 1 200 mg IV
BT B, 50 A S EA YT RN R
W5 0 5 B 1 DR % b Bz 988 (mUC) 38, 3 DA
Atezolizumab X§ A& & TR YT BY mUC B & F)I7RK
Mgz atk . P RETTRT RN 17.2 40 H o AR
H Ventana PD-L1 (SP142) ¥ AE A PD-L1 A6 7
B AL S R R, PD-L1 B335 (27%) , PD-LI1
RFR TR BAYE(73%) . B MM (ORR ) 7E 4>
B TP 23% , 7E PD-L1 & ik 40 N 28% , 15 PD-
LA R ol P e ik 41 R 21% o H o7 s A A7 30
(OS)7E 4T E Hh A 15.940 H ,7EPD-L1 i %k
411234 H 78 PD-LI IR IR B IR IRy 19.1 4
A B T — I 52 46 T7 1973 0S (<10 4
H ), =W Atezolizumab HAG T4 1¥7 54, 1M PD-L1
FIR AT R = — PRI . PD-L1 IR IR B H 1Y
ORRAE T H A # (21% vs. 28%) ,1H OS J ifif
F (19140 H vs. 12340H)

Pembrolizumab J& — A VR4 1eG4Aw I FUPT A,
XFPD-1 B R e . — T2 vt ek T
KEYNOTE-052 fIF5EH1), 40A 374 (1A IE 5 46
J7 , BEAERIA B mUC 55, 5 3 J] 1 1K T Pembroli-
zumab 200 mg IVIAYT 24 4~ H |, AL HT7 80 2 4>
PE o ST R Dako22C3 #:AE 4 PD-L1 B4 )5
5, HRHE e 200 R 8 I 20 4 B PR3 (CPS)
HrF=10434 PD-L1 /3534, <1044 PD-L1{£ 1k
s BAMER IS . AR IR, 2R 1Y ORR hy 24%,

IKF] 61~ H ICpm ik AR A (PFS) FiT6 41~ H OS 1Y
FeA91 43 531 4 30% 11 67% , PD-L1 =5 2% 35 534 1) ORR
B & T A iR, Wik 38%., LU 10%/Y PD-L1 3
5N PD-L1 335k £ | % Pembrolizumab 1) 2% f#
H A — 30 1 AE R A7 R SR i T B AL T
i Z it A BkAFgE >, FLHFRGIA 1 005 AN 0] F
ARUIERA IV IR B b Je g B (—40) AR 2 A
HIERRIT GEA vs NGRS ) PD-L1 F KRS (Fvs.
TR/ ) RS HE R (A vs. TC) 402 5 111 et
43R 34 (n=335) . 2 1 4155 1 By Btd%5Z Durvalumab
T bk 5 1500 mg(4 J& 1 %) 5 Tremelimumab ($1
CTLA-4) FRIKTES 75 mg (4 J8] 11R) , He a4k, 5515
BOGIT 56 WU #3Z2 Durvalumab # K 5 1 500 mg
(48 1), 20 2 B F g o 56 2 2042 Dur-
valumab F# K35 1 500 mg (4 J8 17K, B2 Hf & 95
kI . 5 3 A A2 AR+ PG b U s R0+ P A
FEIBRUEIRYT (Soc) o IZMFFE VAL Y 3£ ZL5 R 0S
0 A (T A 2 5 5B IRYT vs. SoC; PD-L1 FHPE &
HHZGIRYT vs. SoC) , IRELL 5 Ry B2 S KB IRTT
1) PFS .ORR fHFRAH DG A7 it (HRQoL) (2530 )
24(PK) 224, ISR FH T3P Durvalumab — 2837
J7 W /O TR VTR sl e B M PR I L R IR T Al 5 4%
SV, ZRFSE R 2019 4F 9 H 52 A%, FL i s 51
[EREECEEN
3.1.2  ERRBREA RS B0 &R E T
IR 6 G T R e sl e o B 4k
IRIT EEIE R AT R I ORR #RE T — 41k
JY I ORR(12%) ">, 6 T 1 FHAFF5E () OS IR
F A 0S(<94H )
oI5 U BRI > A0 A 542 4] 1~
2L ST S R B AR S AT 12 N
R WIR S I B 3E , FERLS>"A Pembrolizumab 200 mg
IV (3 JE 1 ) IAIT 24 (n=270) Bifb I 4 (n=272, %
P EE e 2 P R s K /T ) o« FE 4252 Pembroli-
zumab [ 270 14 F8. % vfr , 74451 (27.4% ) S}y PD-L1 5 %
KB (CPS=1077) o AR AP BT TR] R 14.1 4>
H L BEVIER - ] 2016 49 7 7 H ., 453 BoR,
Pembrolizumab 2H 4= /8 35 ) ORR 4 21.1%, 0S
10340, T46S7 (ORR=11.4% ; KUK [ HR=0.73,
95%CI1=0.59~0.91) . {HPD-L1 ik 5I7 %0k WL %
FEB . K R F Y ORR M 21.6%,08 8.0 H .
Ty 1/ Z s FRRargE = AP0
PR HRIE A ol 0 446 R 18 Ak 7 A0 76 RS 1 g 20 g
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% b iz 9 B 191 9], 4 2 J8 1 IR T Durvalumab
10 mg/kg IGI7 124 H 5k BB IE R , WAL 7RO
Lo, SRR, 191 69 51% K PD-L1 555,
2B E I ORR N 17.8% , O A R 1824~
Ao PD-LI = 2R3k 85 AT AR5 T 4K 4% : ORR 7 5
i£27.6%,0S 1 =ik 201 H .

32 B

G SRR A et A1 1 500 6 9 IO ATE T AN B2 3R T
B Z NI HR I s )

CHrEms 22 P22 243592015 45 1 — 51 1 DI |
FERCHERRZE B 7T 2 A 821 B BE FE 552 3 172 Ykt
A8 A= BLIA T 1 RS 1 s 2 B M 3 ) 4 i 1 B
I8 H B AL 43 BE Nivolumab 3 me/kg Ik i 1
(2 JH 1)IBIT (n=410) S AKAE L H] 10 mg 111 il (BF
K, HEBPIGIEE , HUAEAS Hr o 4e 4k, 78
AN T, PD-L1 R 1k % 8 24% , {H PD-L1 &
B HIERIT R W—2 R R . Nivolumab J797 f&
H I ORR M 25%; 0S8 25 H |, KA B R 4
) ORR 1X 5% ,0S 7 19.6 1> H , % W] Nivolumab J#J7
TR YE S ]

H A 17 2 IE7E JEA T A 2 2 30 55 9 1 T390 1
PRIRGG (—£RIG97) , X ELHF G AOIG YT SR M A bt I
A 259+ PD-1/PD-L1 HiA& LA K PD-1/PD-L1 Hipfk+
CTLA-4Hifk . —TUELEHATHIRANL AT WUE 1Y
I ¥ CheckMate 914 8157 2Y , 5§ ¥E P4l Nivolumab 5t
4 Tpilimumab (T CTLA-4) X J5 B B 40 it o8 19 363
JYROCR o I ST H AR 554 800 il 3, A1
H i OBEPLILET 4~12 F S i © 58 2015
@9 BELTNM 43 145 4 DL R AT B — . pT2a.G3 5§
G4 NOMO; pT2b T3 G NOMO; pT3 T3 G .NO MO;
pT4 AE7 G NOMO; AF & pT AE & G NIMO; @' 1]
BRA S5 iR 7 525 1) 375 B A0 B 4 212 A 35 R IR
FERFIE RS o SR G 2R 1 B X fe
/7K Nivolumab+Ipilimumab G ¥7 41 5 %R HI 4 , &
24 FARIT TG VAR TR, B BL5 A DFS, FHZ AR
BRI OS SRR 32
3.3 ATSIARSE

H AT, e kA sS40 500 A2 36 7 1080 Bt des v
FAJRBR o (R R R | S A A i 0 i 79 7
T8 B ELA RS PSA BOVE R Aok
TRYT ORI , T BB B AR R A T o X G
ENAL( R

— T K F RS M 25 BOHE Bk g IR R
(mCRPC) (Y REHL UE |22 R T 2 e it

5%, JAN 799 B Z VS 38R YT 5 P it e H 2 /0
—AbE R CRPC (835, 121 BEFLECG, A3 8 11K
F Ipilimumab 10 mg/kg(n=399) &% % 7] (n=400)
WK IR S Y , 22 47, P-4 Ipilimumab [
JrROR A k. S5 R 8w, Ipilimumab "P A7 OS
1124, 22 EEF R AL 0S 24 10.04~ A AU HE HR=
0.85, P=0.053) , 22 7 TG 12478 X, A5 E— 207
£l Ipilimumab PG RS TR

Ty —TREAIL OBUR 2R R T 22 o A
g8, 0N 598 Bl A e A YT Y | TG AE IR B8R E
mCRPC (8, 2: 1 BEPLAC R, 7% 3 il 1 T Ipilimum-
ab 10 mg/kg & K% £ (n=399) B 22 B 7] 2 mg/kg #H
ki (n=199)3R77 , 22 457, 7FAE Ipilimumab [
IT RO 2 4 o 45 R R, Ipilimumab F A7 OS
287, I TP 0S 4 29.7 4~ A (P=0.367) , %
B Ipilimumab 597 A 24657 1 mCRPC 5 Z &G
JrA OSTL =R

— I EAE AT B AT A 4 BEALAL T [ PR 2
HUOIFSE , H RS54 R 730 6] ([ 40 f41)) , 4
BT LU &F . OQUEB R A Um0 & L
BEVRTT R, ASREARTA I e A 1k 5l R ek BR i A ]
FARH mCRPC; @QECOGRRRIRA ] 0% 1; BHHAE
FERFIEI=3 AN o SEEEM R AR lO X A4, 27 1 41
15% Atezolizumab 1 200 mg H i E (B3 B 1)+
B Zea e 160 mg ik (5K )IRIT, 2 2 B
M 160 mg IR (BER)YARTT , 2 TSR W 2 1)
Wik, FELOT N OS; HEMREL L . ORR
FF AR A PR ORI R A 25108
FE R 5 ) Z P i A DG AR AF o ) B (] 5 28 7 YR IR
PR B R B ] @Rg AR 2= ok e AR A s e
Uk T Z i 2Rt ] (DOR) 5 B F —Ik & Br b
RIT IR ETE . E 58 B A PRI Ipilimumab 797
mCRPC ABIFF S/ G 301 036 7 90 s 1)
JRFRPES ) ZA T LT Atezolizumab+ L 2% & iR
57 mCRPC, B9 56 WU , HERAEAS T 1 I PR 45
W52 kg G BB A 0] 2 75 0 AT 0 R LA B TR
WX PP R R AT TR

4 GEIELNET RN K EAXA R R A

TR A SEIR ST BT A BT AR 35 T g 20
JH, 7R R S A Rk I A g5 A R TR
Bl IE W A, & A S NS0 B B ek
PRI B G P B, B T A R g A DN RN
(immune-related adverse reaction , irAE ) , B[} Jlit #E %4
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RS GRS EAR KRN T RE A R WA AT A 2% T
RGN Rk (BE 9% | R R e SRR 2R G
fiE 25 5 228 B AR KB ) B i (N
dilh R H R JEIRR CFLEETE) (s T CHOIR
RRIRE T SR AR VB B IRDIBEA A BEIR
9 ) i (G PR 26 TR 48 i AR ) (AR AT K
P2 R G0 (SRR I8  TC ARG IR A AR L
CEAME AR AT CERER R g WL D) |
JHFRE (G P4 ) B (T B 1k 5 R RS 1k 5 7
BREF R ) ML R S (Vs LR i/ MOS A E Rr
Y IRE | — FRIRE ) WA RGO R L
PIRAE ) OME GO R GO ILAR ) HIRAG (R 2 25
g8 ARS8 k% IR e RIS 46 MR ) 451
FF 51 J2 B 3 1k 1 e R B R — A BORE IR
Sy FIRYT A WRER ™ B 2 s R Ao I Al 4
S5 P 24549 T S X AN RN [ B TT BEAS 230
SSPUIIRE AN o AF DA B R X e 2 W gk
CHFGY , 450 FUEE T 3 SR 4 D 2 208 I T 9T 5k
P o BRI B X L HT R i 7 FH 3G | irAE (2 W
5 4b S DA e 2w o i A H 2 E R

irAE AR 5 WA BN AP BRI (CTCAE)
FEE AR A R A Y 3 5 4 i ir AR T AT
iRy T 2 1CU, FF R BV (1 A B i . 5K
I KREZHGAE N 1802 %, =520 B AN 8 it
HYGE M FRERI A i R . fEiRd Tk B, i
WA KRN A = AR R L TG
P BRI AN [V (3/4 A RN ) K A
7%~13% , QNS I 5 PR P AL B KR 43 irAE J& 42
SR T 3 1y [RlBs B — R BURE S CAR-T
FEAR (1 H BT B0 A0 A L R A0 Y X e L i
WA B F b irAE 19 & A

ANH] BRI 2 G BE IR 2 SR k™ Y
FAEPEA BV, Douglas B Johnson Z( 52 I @140 T
2018 4-7E Lancer 3 KR —Fa PHE G R, e
PERIT T BE S SRR D LR ) & A, HILER
RSN FE M e L B AT = AN OIGT F
Bro @It TR AT A R BRI R L A1 R BBE A
{1 PD-1 S50 ) R Ok B 2 | B il 4 4P 4G PD
LR B O LR R B Bk % | 43
Bk 2014 4F-149 3 4], 2015 4R 14 6 1], 2016 4F- 114 15 451 L)
K 2017 4500 779 12 101 191 56 5 M A42Z PD-1 411461
FRE Az 7= 10 L5 1 HR AT ] [ B 2 27 d, 76%
B A FE 20 6 B it B T LR , B 5 d B
IO o B TR ONLR , RZEUE A A 1R

A IF A A G2 9 E , LR (EERENLIE ST ™
WIS HRE . BIRG T BB B 5 it , 47
A 46 Bl B LT R ILH R IA 46% , Hoh 4232 PD-1
P55 +Ipilimumab 14 85, R IER N 67% , T BE T
O WL AE AR By & 285 17 PD- 1 360 5 B, i AL R
H36%. 5, FRIZ 1T 347 #5352 PD-1
PUARIATTY B BRI B ORI R, PD-1 HTiK
SFEHMMAEREM LA RN kA RL N
2.9%. 347 BB T, 10 9L A 258 B PD-1 800
WAV 28 RGEIT RAE , X P ReA LR LA R
S G R A 390 38 1 e g B S R, T B

PEBU AT U A 28 2 58 1 [ 40 Hp ) 0 (an
CTLA-4 .PD-13% PD-L1) , i i ADCCAEH B 15
S JRER s, Hdr, 7 4l 8 5 5% Pembrolizumab,
3 {5 {5 1% % Nivolumab, R G045 8 151 L 0 2 5]
e, AT R AR R 71 % (AE S 95 LR 31~78
). MM REN ARG, ZHEREE
Z TP PR30 LA B2 il 2% 5 45 2 PP R s
Horbr o {35 W bz, 3% BRI BUAE , 1 491 1Y
WFEHEURG R AR ROTCRtT

AT A 5 R M AR VAT AN BN 4 R e FHR )
BRI A A R R TR R, RN A
A bR e S T e T A

5 BETiERN AFER 3 KRR TT &

SR A AR R ) ] CTLA-4 F1 PD
-1/PD-L1 R 1 W SO i S iR . 1B
H RTTENG AR B AT ARV 22 ),

TG, T E RN BN AT REE Ay . — Bk
JEE AN ROV, S T RIS 24 945 T R R Y
R IFATIRIT 0 TIME BT A B0 R, AT ik
FEH A G285 259 , Q0 e SR FE - (tumor ne-
crosis factor o, TNF-o) TR TR Hr LT | 22 7 W) R
fig AR BEE] AR A T AN MFEE 259 tnde AR
1) ob= o -4 SRR R UE 17 IESE ST R S v O (5 Nl
ZRRAY R, X (B AR AT BTk PR Ak S Al i 24
Yo TERTA K L™ H Y S AN RSO, H T IE
2 AR PR 4 . BRI IR 3 2 2%,
R 5 BRI IA K LN BRI R 325
B S AR AT LUSGE 05 I HLAS 52 Wi S0 2 4G A s 4l
HAIFRL. [, AR H CTLA-4 $Pi Ipilimumab 6
S7GER AR A RRE | irAE & A I [ A —
TERUEE « B JRMIDC A irAE 2 LB A6 TR 1Y 2~3 J 5
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W 18 AU G B irAE R A 7R 1R T G i 6~7 JH1 5
AT IAHICA R - R AE R IR T IR 9 J8 L, A Y
B S SN BRI Z RIEIRIT VR A Sk
& P D B A R T i i B s

FORAER FZE R RGBT, I
IR b6 I e 2 D Be 5 5 B 9 1 iR £ 3 AR A 0T e
ANl XY B FEIRIRRE Y i
WRGBPE TR RS RS LL R, L 3
g IIT PR DT B O IR R e AT
() B3 SR HEBRFE A o X IS B8 35 FH S 5 4110 4 741
T 5 A JXURS: 76 309 LA L, 531 i A BRATS SR AT
PIFE ] PD-1/ PD-L1 40 70) iy 5 B2 1) SR B AH DG HEAS
RSN o TTFEST RO FH 5 T, SRR e st 4100 i 50 %oF
XEBETIRER . KL, X 2B E e A
N 5 B AT o 1 5 A IR AR A
TRAE 118 o 2 XU o

&, B TR AT BEPE R ke 18 S i AR e
PEFNHINEIT J7 %8, AR i R b 1 TR LA A%
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