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CAR-T cell treatment of solid tumors: thoughts and practice
WETI Jianshu, HAN Weidong (General Hospital of PLA, Institute of Basic Medicine, Beijing 100853, China)

[Abstract] Due to the long-lasting, scalable, multi-targeting characteristics of T-cell immunity, T-cell-based tumor immunotherapy
is considered to be the most likely means of bringing about tumor healing in addition to surgery. Especially in recent years, ac-
cumulating clinical data have confirmed the safety and effectiveness of cell therapy represented by chimeric antigen receptor modi-
fied T (CAR-T) cell. Among these, CAR-T therapy targeting CD19 has become a model therapy for genetic modified T cell ther-
apy research in most institutions because of its remarkable effects. However, both practice and theory have suggested that
CAR-T therapy faces more complicated problems in the treatment of solid tumors. How to use CAR-T cells to treat solid tumors
reasonably and effectively still requires constant exploration and understanding. Here, we briefly summarize the current status of
clinical practice of CAR-T cell therapy and its treatment of solid tumors, propose problems that need to be solved, and discuss
the future research directions, in order to provide reference and research ideas for the treatment of solid tumors by CAR-T
cells.
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AR % A B # T(chimeric antigen re-
ceptor modified T,CAR-T) 4 fff J7 3= 1E i 4k M 28
HLiE T By — A%, B AR F 7 1989 F48 ™. CAR &~
FR-AAIMEARLTHURBENRAZE, K
F LR B4R R AR R B BB 4 R E R R AR
AE 71, 8 3 CAR 4 T ML 0 #9 8 vE B (CD3-zeta A0 3t
R FORAET 40 M s 66 o

1 CAR-T4HBEETT B SCE A 12

CAR-T 40 L 76 J7 e bR 52 B & F 3t 2 1A T L AR Y
B, Bl T YR AR #EEMIA TR, Y H
CAR 2 F o #E 8 R , CAR-T 48 LT 3% o ok B3 B4 8
e KRB . W & A A S % AR B 2P, L R A
B FHAIAHR, HCARD THEGHER R IR H
TERKE. EF _KCARS T, BFRE LA
N FELEE —NRCARS TH, XHELLENE —
X CAR-T 40 B 6 /5 72 ik Aib 8 o R B T 18 =+ 94
g E®Y ., A XA BS THMmA, TET CARY
Fx T 4 e o O o B BT — KB CAR-T 4 ML 1A Bk &
I E Aot R rg Ry RE ) KBRS RE ) F
s, A —EMER E,CARY T4 E4
HUHT SMHEN, AlwEEGFANERNG, THE
= R CAR™ ™ Fn £ 2 1A f& R JE Bl F 89 & AR CAR " %,
1B B wI R R R #e48 K308 0 45 & 5 — KB CAR
G- A, % B9 BRI k4 F 8 CD28. D137, 0X40
&, MILTERHENTHAEZ KT cell receptor,
TCR)- A 2 & %8 8 41 )& (human leukocyte antigen,
HLA) & &R A4 3, CAR 43+ F *F fif 98 40 g 9 37 7 1K
BT AR R R, T O I Ao 6 B Fe B R, B A B
T HLA & F 535 T 5| 22 9 it 8 % 0% 2k ke iy 3 B

CAR-T £ JL V6 J7 % % 4 #9 ZE & Emily White-
head, £ 3% % 7 4 & #% (complete remission, CR)
RAEGE,BE%EFT6FKELR. 2, EE2HHT
L mBE B E R EEL T CAR-THEET. HEl,
¥ 17 CD19 By CAR-T 48 Jg 76 /7 *F B 28 il 2 1 ik I 40
& i1 5% (acute lymphocytic leukemia,ALL) % 4 &
B, CR ¥ 34 3| 70%~94%, & 1K Z WA 2K % (objective
response rate,ORR) % 93% £ % . CAR-T—-CD19 J7 i
8% 1IE A F B 48 R B 7 AR, B 1R ORR 72 62% 72
. AT 14, ¥ BOMA B9 CAR-TIT S £ i6 7 & £ 1k
F B (multiple myeloma, MM B9 I JK 12 %6 W+ 3%
BT EFEFHHCRED, CAR-T 46T £ JLEH
‘S R A ANUEEH,2017 F 2 F 2T LLCDIY
K B8 5 B CAR-T 28 i 7= % (Kymriah A7 Yescarta) 3k
BT E2EE &ML EEF (Food and Drug Ad-
ministration, FDA)EY E ¥ 7,

2 CAR-T ZBRR7E LI FIEA T R EYIIm R TT 3L

A8 b T CAR-T 40 BT o A8 i 7 i 78 o 9 2 KM
Bt , CAR-T 48 At 15 SE 1K AP g B9 76 77 7 2 I B9 e JR 2K
REBAT. LT mR&ME, &N EAA LS
B, BzEENRRES., VI EENETHX
R,EWMALERANTRNEAR(EHELEEZET N
TR TE B3k ) IE A A A T SR8 Y CAR-T 4
MiET. XEF, TEUBRLIWAERAERKATX
1K (epidermal growth factor receptor,EGFR) . A
* K % K BF F % 1K 2(human epidermal growth
factor receptor 2,HER2) 7 |8 5 & (mesothelin,
MSLND % JUA~ 48

1B AN KR K &K H T 4R K ik &k R, EGFR fu
HER2 £ IE % H R F K KL S E T KL, M E S ¥
TCaFEIRE R AR LIS E .7
Y g An 3 B iR gD AR & kA, B2 CAR-T 48
MLIEIT BN AL 38 5 . 43T X 2 N385, FDA 4 B2 #it
YT MR TR G A £, 4o B8 W EGFR B9 T X B
# 4t (cetuximab) % #/E 5 7 L & B E A F 25697
EGFRFEME R F L & RIGTT R M B & E e &
# ; 1 %2 15 HER2 A9 th % 2k # 471 (trastuzumab) # 1t
FITHER2 B R AMEBREILREEE. X240
AR R R, A 2N R T B LR Rb B
CAR-TH LG RET ARUAZLHENERE
B, FEARMKELER(people’s liberation
army general hospital, PLAGH) By #F % A R & JF &
T — BULAEGFR 4 ¥ & 76 7 ¥ & # 4k /)N 49 J i g
(non-small cell lung cancer, NSCLC)HJ T £ ll& /&
e, HH 114 BHFNHEXZT 0.45~1.09)x10°/
kg 7l EHCAR-T A HIGTT , R P A2 4 BRERFT 2~
3.5 A B9 3 4 4% & (partial remission, PR) R A7,
HOLEBERFT2E8NMAULHFEERE (sta-
ble disease,SD) R ™. EHFEZENZ,HKEPRE
Z B R E F R AR ARG o S, CAR-T 28 2 ¥] LA
A58 1] b 0 AL S 7 M EGFR FE M 89 RiF 8 40 e, iX
M B BN & B E SE T CAR-T 48 g x4 52 14 it 7
G R AR . B RO BB E R R T A,
CAR-T 40 il 76 J7 By Tt 5% 1 R 4F . {2 i T EGFR [7] Bt &
—WH N H M E KL (Pl EERE LD, F kT
WEE|T AR M &%, X 45 JUEGFR L k&
TR EIE R L. B ALK R T CAR-T-EGFR
BT E KRR BEEE (biliary tract cancers,
BICS BN A AT M. £ 194 B4 5 4n T BTl K1
B, BT EREE T, A LARET i 224
A BICR KR, 10 ] & KR T SD XKL
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4 %t HER2 ¥2 & , AHMED 4¢ "'V 7| JF| $2 1 HER2 #9 CAR-
T 40 i 7697 HER2 PRI B A8 B & T 8AIE R 45 R, £ 19
Bl EEEZ T 1x10" /o E 1x10°/n’ B 7~ [F 7| & CAR 41
T, E1TH N EH+, F46%E T SD KR,
HPHIGIEFEES T RAMENTIG, 05 HET
6.12F 16 NA L NS Z M. APl EHEXTA
PF R E, 7P E # A M E] T CAR-T I 7 &,
UEBA T CAR-T 48 A8 = LA 20 %2 1= RF g 20 4L, 7 L 1 7 &
2 B i 2 R KT 90% A FRBE , I 52 #E 1 HER2 B4 CAR-
T 40 T B R R PP . R CAR-T 206 )T 77 5
it 5% M RAF, R R A S E A EE B (E AT, JESE T LLHER2
%8 B CAR-T 40 Jo 7 i B 2 e, IR IE IR T A 3
M. 72017 4 ,PLAGH H FA"*/4) # T CAR-T-HER2 7577
BTC 7 j& 7 & (pancreatic cancer,PC)RY T 27 I& K%
W, EUPIEZETHNEZY, FLOHKET AT45
NFABIPREAL, H5BIBFEHKBFT DR A FHANE
H2.1x10% kg, B2 AR ITF, R X £ T EWEE M
i

SR T, LA HER2 4 ¥£ /&5 CAR-T 48 Jf1 6 7 B % A
B AT RN, 220105, —FRE"V g
T KFE X LLHER2 4 ¥ & CAR-T 48 i 76 7 e 12 1k o
L B X A A0 & % B B KB E A A F L (Nation—
al Cancer Institute,NCI)F #r &y, & ,1 1%
WEMEEZEAET T AL 1X10° K& CAR-T 41
B, R NLET mENTREELE AL, K
ARTFFENRRG. ERFEENE, LEFAFE
Wy 8 CAR-T 48 A 79 3 4 7 CD28 F1 CD137 ¥ /> 4 7| %
A FHE=ZRCAR-THI. —MILHE=KRCAR-T
20 AR T % — X CAR-T 40 il B A 58 o 310 i 8 A0
WTE VB, R O X P R A CAR - F 45 4 T RE &
RETEWEIER, X R N4 E RN E R A
4RAE_RCARY) FHEMHWERZ —, BT 5 H
J5 B G AR 4 B L B, CAR-T 40 JifL ¥ vE 3 J bk . 3 0k
EF B AT T B AL RE T RO R 3 R X
— T EBIMEERE,

MSLN 2 —# 4 F & H 40 000 W E R k& &,
ERIATEZMAEERT, FlaofRigE . g &
., EEFRASF, 5 4o fE L & Fr B RE Y 8]
KA 0ARATFHRL, BT EEMBEALN
Y B EETIHAS AT AL T WL A
R, B AN A RIET S MR E B ERE L,
& 7B CAR-T-MSLN g & " I, F 2011 4, & L 5| &£ 4
M E AL, R B E 4 % B K ¥ (University of
Pennsylvania, UPENN) 89 #F %0 A 5 F| A #, % mRNA &4
77 3 & T BEE & 35 CAR 4 F B9 CAR-T 48 fi,, 3 72 /)
RE BT EAEMME. X—%77FEE2013EHR

BT 4BlE RN A ER, EP— X RFET AT 3
KEEE LA 8 A H I T TR RS IE B F, B
EWE. HACARY FLEHEEFAET LXK
(single—chain variable fragment, scFV) & /N i
Sk B FF, B DURRF 9T A RN A BT 2 K B A\ CAR-T 4
HEFEFAAFSETREAK, ME3ILREN
CAR-THHFEME N B GET AT A B R, &R
I R 52 B 2o, 24 CAR-T £ ok Bl dar B, 2 1E 9 BLEUR
MEelERESTEARE R, LHER scFVEAEA
JB A7 7 B B RS, £E 2014 45, UPENN 87 #F % |
AL 3R 18 T 2 46] CAR-T-MSLN 8934 97 £ 4, 1 1L e
PR 52 B = f A UAE B T CAR-T-MSLN B ¥ 15 fif
HAFGI LB EAREA, R ME T — M #
FENTFESERERERE, FRXARNIXE
CAR-T-MSLN X 15 it & 40 B J5 51 & B & %% % S fe
JEREHRNER, E2018 4, ZEANT X ME T 4 xf
BRSEREIHNERETER A6 EEE
FTEIT,AREI L E FBRKE A E (eyto-
kines release syndrome, CRS)Fui| & 48 % & %,
HoMEEFBT 3.8F5. 44 AHISD R AL, 4,1
5 2 o i g 4 E SRR A2 5 T 1% T 69. 2%, ELAT
MM 2 E K. CAR 2 F K H & 1k #9 CAR-T-MSLN
ERRGCEA, EARER T b m THaT Rk W
CAR-T 4 fif, X S S| L RF X R, Bl H £ MEX W
I R IR IF 72 AT

M B 7 9 (glioblastoma, GBM) 2 B B % CAR-T
4R IETT RN BT B e AR g R AL, BRTE B/ % -
13 % a 2(TL-13R a 2) .HER2 %1 EGFR & & 4K I1I(EGFRv
D% 3488 B R A L AW e R T3 2] T Ik,
BROWN 2"/ 4 1 T 3 5] & & GBM & # # % CAR-T-1L~
I3Ra2WIER 4R, BEMAES TR, FLEHE
%7 12K B, BT ZH BT, X+ F 1 FlR
EHXHETPRRMN. EHFEENE, X3FEZEER
B 2 % — X CAR-T 48 f1., Bl CAR 4 F o A~ 4, 4 3£ 8 4~
FEEXE, £2016 4, ZAN X RET 1l EX
% Z R CAR-T-TL-13R a 2 %6 /7 9 e )R Z 15 1 ] % % M-
FUGBM B & e 8% T B W CAR-T 48 fL B9 v 5t , E X
T 6N BEIMIETT F , B # R M IR R 2R, 1B R T
ATHARM. BE, ZEENEMMEEZL T HE
PVEVE CAR-T A HEIGTY , R 10 TR, EES5KIET
Z ), A Mg AT B B 45 /N, A 10 9K I IT T AR, I i
AHHE L. WEHFMHITFN AFKBT CRRA, B#HFL
T 7.5/MNA CAL, BT I o R 9 B & B R A
K. BER DR F L SRR, 3F B R OE St 4
e A (g RS A B F D e R E B ¥
B e PR 7% 3 o
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EGFRVIIIZ — M BB A, v E& 7~
£, RRIACGBAFE + Rk, EEHHAF L REL,
ZHUE— BN TARNRRAENEAREE W
LB, FH £ %77 GBM By 3 A 247, 0" ROURKE 48 4%
# 7 ¥ 19 EGFRvIII# CAR-T 48 i1 36 77 GBM £ 2 B T #1
ERMHE. EhERRRFEIONEHFEZT A
ToEFHESBIBRERAFT SDRA, BT X R
o BEHEEREWNE, AR KRR E T84 RA
A B TE 4 AT, IESE T CAR-T 48 i V] LU 2% 3@ 3T 1
PR AR E AL, AT EE . X—X&
AT T Z R AN k% e X eiAiR, i &
CAR-T 41 At [l % J& , CAR-T 4 A 15 % 1% 2 15 ¥ & o
B BT, BT NIRRT 4R B B AL, B A
X E MR RELE T, FFE, kR NHE
2 [E (Baylor College) #7 AUMED 2k 4% H TA ™V 4 & 7
HFF B #9 T 1 CAR-T-HER2 76 /7 & % GBM ¥y 5 JK 45 £,
EI1THEZEZ T BT, 1B HET PR, T 3%
BT SDRAL, ZIFRAT H M scFVFF] . & - K
BICARG TEMERA L TIL-2FRKERTF
BOBHEEAWMZURT, RAAXETEREEFEE
Fl, X 48— IE 52 T HER2 1 % ¥8 & 47 CAR-T & 77
B AT Mo

W DA b AR AR 3 DASL, R ¥E 1 BT B BR A R
1 )& (prostate—specific membrane antigen, PS-—
MA) 76 J7 B1 7| iR J& . B2 1 J& PR 30 & (carcino—embry-
onic antigen,CEA)V&IT I E . B M # FELALE & G
F #E (glypican—3,GPC3) 75 JT I J& % CAR-T 24 Jf i J7
SR B B e R SE B, R G — — R B

RAKK L, CAR-T 40 B 6 )T AR B R T A R
& e, A £ W U R T K LY ] A B R AR R

3 S{RE CAR-T ABEETT S EFRAIE L 8]/

T EE DR B, EARRS EE
2, F M £ CAR-T 40 J 697 + & I & A B8R,
XEFLMERFRIT BT A5, BEERN,
CAR-T 48 il 36 J7 S5 44 it J6 75 B2 A W i 22 W 7] A2 A LA
T3 4 ()T R E CAR-T 48 fo B 3% i 3| 34 b g
AL () 3T 3R A I E IR R 3T &5 (3D A &
—AMAERE S,

BT H R T 48 B A BT, CAR-T 28 A [E] 4 2| 4%
WESEMRERT HKERIAEI, B I EAHF
EETEFNREAREE RS WERILS. T
SE R BB 2 R TR B9, CAR-T 40 L 40 77 3% 3 iy %8 B
PR\ T8 R T R R HE B A R BB R A O,
B LA CAR-T 40 76 I SL AR FiF 8 , & 5t B AR iy — A 1]
ARG THRITHE I EARNEE . CAR-TH M

HEABRMNADEFBRE R, LR —HEEF,
XN BFETHRE OE N K ERE LR — L
- FAEEAE A, B 4n 28 B 1] 5 M - F 1(intercellu-
lar adhesion molecule, ICAM=1), At J& 40 41 + 7
ELMHAE T RELENNFRZERSHEXS T
B9 R Ik, B o Y B HL AR B B A B R 2k ik
W K % B % f& (endothelin B receptor, ETbR), T
71 % 15 B ETbR 4 38 38 T 8 TCAM-1 8 & 2k T 47 %1 T 48
MEEMEREHANFFBARAS, YTHRNANMLE
HEE, FEAN AT IEARA LA
LB . BPEHE R A H FF AT ok 4 o5 7,
BlinlE ZEORES. RENHERARI SR —
MR T 408 B A R, BB, B g 4
NP RO RBEERTEL LT TH NI
. DAREFERN— E&, &4 JE LK
HAFPHREEEZZFEAMHE FRTH, Mixk
HAEHFEMBEELERA TN RAEEERATH,
1w # 4k [ F B f& (chemokine 1igand, CXCL)-9.-10
11, B8 40 f £ 8 R A B A E F R
) T 40 L7 b 8 4 4892 08, ) 4m CXCL-121

CAR-TAfE N B A g, e & R IE R R 6k
A Z B8 T H MR . SRR A
GHEEEE L, AN THRNGENITHE L E £ £
FIfERIMZER. ¥ RAKRAT RN ARE T
T % -1(programmed cell death 1, PD-1)fz 5i&
o SEARARE 40 M R 8 3T R 3A PD-1 BN ECAR-AE 7 M BT
Tt & 1 (programmed death-ligand 1,PD-L1) 3 47 #
T 28 MO B9 78 M, AT 7 A SRR k. M8 % 39 T 48 ML 3
BETHEESE AL HPD-1 LR E IR EEE R
MA*ARETPIEH. MPD-LIKNKEZE THE v
(interferon v ,IFN-v Ey#7E™, M IFN-v 23 =&
T4 K & 0% RO B bR R . XA A E#
CAR-T 48 MLAE X AEHURY I8 ) RE BT 1 38 . 0 & 5 B PD-
L1/PD-115 5@ B en 47l . ARIEWE THIAEE, £k
e A AR B — N M T R IR AR, il T4
IL-10. %4 £ K F B (transforming growth factor
B, TGF-B Y&, Z-uibix 2o 7 F o 40 f & f B AH < B
"% 2 fg (tumor—associated macrophages, TAMs) . 8% %
7 H| 28 B (myeloid—derived suppressor cells,
MDSCs) . ¥ ¥ 14 T 28 it (regulatory T cells, Tregs)
SEUU A, PR 4 A S 1) T A R AR B AR A R
AR ERERGFRES, X MR TEFHANK
BAE R 1 A AR N R R AR R,
ix S AN B gy R PR 2 AT R T R A A R A
BE, IR A F IR R, BRI ER
BN A R ARG FE, T 40 AL i 8 40 B AR MU A B
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FEBR AT, W98 L N & AT B9 & EE R T A AR X
R 2B A ERMAERYTHRNIEE G~
EINEIE R .t Th BT 5T AR BR R Y = T A R -2, 3
M A4 B (indoleamine—2, 3-dioxygenase, ID0) i it
Fe ff 2 B BR T BN T 40 f 7= A AR BT

PLEFIAN AL % R B CAR-TH R & fE X ER
17 35 86, B M Z 40, CAR-T 40 R 36 77 SE AR I 8 1 I 9
FAEAEZEBTEEWEA, 5 iR EmLt, &
EENETAMBELEFE - IMAENELAEMER, X
TEARATEWEREE. %, ELEMNEF, wALL
JUF Fir & B4 Fi¥ 98 48 B #5 4 35 CD19 =K CD20, [ I DA X
FANTLE 7 ¥ A CAR-T A fe v6 7 B L&k BT A it
R, AT OR R P E AR . HZ AR, TR
Jit? T8 4L 4R P 4 AL Ak B A, 1S TR R Y B B AR AR
SEARMEGRLE, - REEUBEENAMN
BaHR, B LTERERHE T, HEXRLEERR
BIREE B LR R R, e B KETRREA K
MBI AR, XA T eMERAESEZ L AR
g e R ERN . Hok, THRME & UKE —
AN B e 5 B LR 8 R, U CAR-T 40 AR VA T SR v
BHEIRTAFENALEMN B RERLNT
B,Mx e FREEEXLERARATMASFIR
B # & ik, ) HER2 .EGFR % . X Bt A A w T CAR-
T4 M AE 67 SR AF 8 & £ CAR-T 4 e S & IE % A
HEN T B M, R Z K “on—target, off tumor” EF &,
W & CAR-T 20 AL 470 it & o &b A 36 5 , A %87 ok Bl A
HeEEHLHZRE. GIAENL, 241901
AP A R IR, 1B B 48 R VE TR A R B B A A
I R b= o] AR S W 35 1 JF d % 89 . BT LA, CAR-T 48
MiElT E R R EEE - N ENIETRE, G
TR E A, BIE R R K 6T R E AR, FUE
BRAREATA, MEXMETERENT AL EEZTET
ANT g Y

4 CAR-T 407 LB IE—BREM 75 ?

BARCAR-T 40 M i 7 AR B @ s 18 £ |7 &L, (2
H AR E o fE 2 B B BE R, {7 E 4T 89 F| | CAR-T
R IT R IR EAREEE AR LT LAS e
(1)t 4 CAR-T 28 M . £ 4L CAR-T 40 i fF H B & F &
AEERERITHREE, X FTEAERETHAMEE
Be 1 RE TR E AL A IR I SR R A A AR
HERMEAMAERA NN T T EXLNFTE
L EEAR L ERMME. Flin, £ CAR-T 4 g
H kA TL-1259 8 CD4OL™ , £ CAR-T 4 fE R HL H &
TR 5 BRI B A7 A 0 B U8 M 5 1R L R 3A OX-
CR2, R & T 40 f#4 (L2 b & 4 4R el &k 7 s A 2 PD1-

CD28 4 A % A1, W AT 415 5 2 oy BB T 4
M #9155, AT 3% 24K 4T PD-L1/PD-1 #7 4l & 2 ¥y H
. XRAMAFARRARS, B ——FH R (2D
%% A CAR-T 4 fi Bk & . £ %8 5 CAR-T 40 JR BX & 7]
FREGHBFEAENEZ, SR ANEET U
2 & CAR-T 40 Mo 2517 ek %5 40 Mo e He 451, &7 H 451 A g
BRI R F T AR EFN A TR, X
Fb 48 E RS B E £ ¥ )CAR-T 48 i 36 )7 1 R e 7
B 40 it & i B9 i6 77 F 48 AR, 7 4o [E] B #E 1 CD19
A1 CD20 Yy CAR-T 48 g, &6 77 # 1A 4 ¥ LAAF 2 % 1k CD19
FAMEmmmE LY, 28 BT LA HE
A B CAR-T 40 A 52 L™, 4, ¥ L3 ¢ £ CAR 4 F £
EAHEBWAN (L) 1E T E R M scFV X & % 5L
P (OFI R FEEH TAE F £, 48 & CAR-T 48 it o it 7
BRRBGEA, ERMEERNG., EX—4H8, 045
—LRFNAFRATIEERESE., fln, HEWN
#1 £ B CAR 4 ¥, 41 %1 CAR-T 48 fig *F IF % 4 47 261 Ff, ey
Tk 5190 A R EE WVE B9 CAR 4 T, R 3 CAR 4 F R
HAERRRIFANTENELT A 8L EHE S
BeU7 ;38 i scPV BN SE A BE 7, CAR 2 F R AE IR
B LR B AT & 34 B e 4a i

LA CAR-T 48 g 677 F £, Bd MR .02 R 408N
B EE. AMANFEFEHTCRE, B LU
BEARET =AW ERRH R (neoanti-
gen). FTUA 4 HE B & %k R AW IE R A £
SEAR FF 98 % V6T K R B 7 T A S0 4k B0,
K A % ZH BB, CAR-TE &7 G, %
EREAR PR REEEIEZESE . B CAR-TH
BE B B AN, PR B 48 B (4 DCL B o 40 FEL LT 48 AR BN
ZIEE R A, 3 B CAR-T 40 JL & B AR R
KB T, E MR B R —AF AT RE R B %
W5, X% kR RIETT SR ERE T RN
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