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Ak RIF) LR EAR AT A0 &, HF h-index # 14, i10-index % 20 ( 53
FR) ARFOEEZOIE: (1) yvd T @IIATIG 69 AL B KA AF R 5 (2) 41
KALT 2 v8 T AR I S F 69 HULH] B ] o

FE2dh, HEMKAGRFLEFEL, EHXFAMNE FHUMTRER K.
BRABFFALRAH, AES T XHAFHARTREARAFR, HFH “Kix
S BIEHIE, SHEARINEFEECLASL, BRAN KRR
“BFZ” AF IR “ARETKFFFER”. BWOARTAERZCHE: (1)
DR T @Atz ; Q AV T @it %% ; 3) hoaTHhMind S5MIE AR ;
4) B AL 27 A %AMEER 5 (5 CD4 T 48 mTOR. miR-146a % % 423
B 69D AR 5 (6) RS THCHEFMEXRAHTF.
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Recent progress on human yd T cells based tumor immunotherapy
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Guangzhou 510632, China; 2 Li Ka Shing Faculty of Medicine, Department of Paediatrics and
Adolescent Medicine, Laboratory for Translational Immunology, University of Hong Kong, Hong Kong SAR;

3 Department of Biotherapy, Sun Yat-Sen University Cancer Center, Guangzhou 510060, China)

Abstract: Human yd T cells have been treated as evolutionary relics for a long time since the discovery in 1986.

Therefore, people paid much less attention to this specific group of T lymphycytes than other types of immune cells.

However, increasing reports showed that y3 T cells play many important roles in human immune responses, and

“bridge” between innate immunity and acquired immunity. Among several subsets of y6 T cells, Vy9V$2 subset

only represents in peripheral blood of human and primates. Although the small population in T lymphocytes,

investigations on this group of yd T cells during the past a few years revealed that they directly involve in both anti-

tumor and anti-infections, and that they can be applied in clinical treatment of tumor and infection using adoptive

infusion. In this review, focused on anti-tumor application of yd T cells, we discussed the immunological function of

v6 T cells, and the molecular mechanism of how yd T cells recognize cancer cells. Then, we summarized literature

reports on using autologous yd T cells in tumor immunotherapy. In the end, we briefly reviewed the latest

international progess on allogenic yd T cells in anti-tumor research, and then we presented the work progess of our

own group on research and development of allogenic yd T cells in anti-tumor and anti-infection.

Key words: allogenic yd T cells; anti-tumor immunotherapy; clinical application

T Ik EL 40 B AE N P S 28 Ty i 7 R i 4% 55 1 78
HORFESCHEVER o« A T bk 40 PR AR 8 L 40 B R 1
Z 4K (TCR) &5 AN A, 0T BL 43 9 o (1 CD4.
CD8 45 ) F1yd T Ay K3 (B 1). AARE itk
YHMILL of T 40 8T, vO T 4HH— R 5 1%~5%.
M T 40 R T AR S i I 22 57, IX PR It D e
DA K TE S B2 v g LML A 2 2 22 7, b
of T 20 M0 0B (R A O T MHC 43+, T yd T
2 BB IR A FR 2 MHC 2 T2 5, H
HAG M BA PR 2R S ThRe.

MR v BERN S BEMISEMIZE S, vS T 4 3L AT LA
SR FEER R, B VSl F1 V2., HHFy. §
BEAMIAE, SRRt A ZS, i ve2
2 6 STV gl L A A 1) 0 U O % R 1 R
(B 1), Vyove2 W (B Va2) /& RAEAE T A AN
RER—K v T 4. fEANFNEIMA, 50%~90%
() yS T 21 f 35 ik Vyove2 24k 4y . H A, *t
VyOVe2 ixX —ILHE T 40 M i % DhRe Wt /e, Kol 2&
F T R S P i HEAT S %7 VR A SR T LR TE
b b 52 31 8ok 2 1 S = A AN L)
o MK Z F R FUHRIER Y], Vyove2 T 4 fituxf
R B R AR R e B R B HIEE, ReRE
O PR g A K, RIS R (0 Z PR )
GBS (WA ) B RARITIEH. X—#yS T

Y (AR SCHHE VyOVe2 W BE ) [ B 3 BB iR
RS i AP

N3 T g0 M B AR 2 BRs 0 A9 % Ty s
FRAE L7 A F T 4 M 52 A4 L PR O AR X, ax
S B DN R K AR e g% RE BV S I A
7, o T M R4 B 0B 3 25 R L 2
5452 MHC 4y F 1R &, v8 T 40/ 5 1 %
BN RPURIR 2SS, o CUEEEME U
217 e 200 PR R A s TR IR (A . EH AT vS T 40l
(BE AR ) © R T 2 P A SRR 0116 PR
Bt ge, o TR e A e B — BT . vd
T 4 E AT A 8 20 BT 25 A 1 25 A R 4
2 B B S 41 G 7 B 5T AT ) — A B B A
AILLERIR T VyIVET 40 M i A= W e ik R0 22
A0 R 20 B A A LD, DRI PRHE A AR, B
Ji T B R 2 35 A B ok it Tt e

1 vd THRREYIFHR R

FE N AN JE L Rk B A, v T 4 i S
CD3" T R E 40 1%~10%, 10%~30% 7E /] 7 %
PR R B, AR v T 4088 (/0T 5%) 756
WA ARG TR N yS T 40 32 4R
EEATH VO Bk IX 4y, VL™ 2 3= 40 A7 76 fia figt
FISNEHLA T, THEIE V2 BEFT Vyo B VyoVa2T
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NI T MARYE 2R SER I 2557, T LLAr Ao (WICD4. CD8%Z)AlyS THAE M K. TMyd T X AT L4y VS I AIVE2 P AN TE

BEo HrP VO ATUNE . DURIAINERE ST -

E1 TR H I EE

Y B AE AR LR 22 8 B 7 RN P A JE af ATk
EESE T, KZH0yS T 41322 VyovaT 4ifi .
K IR AP S50 5 I PRECHE COESE, Vy9Va2T 4
JH 5 470 i 988 G 28 T 4 A VR T R R R LN
YEH .

yd T 2 il 5 K 4 mi a2 L 3R 3k TCR 8 B K
NK 48 i ) 5 35 52 1K NKG2D, ik, v T 40 i 3
BT T 40 NK 20 DiRe. v T 4HHuR: 1 BE LA
4E MHC Z B il 14 1) 7 2 B 223 ) 0 3% 4 g 4
i DA % 995 T SRR e R A Ak, 3 T DL I 7y il 5 Fe 4
JH BRI TR v A AR I S e A i, i SR, B
WE4H . CD8 T kL4l s, H 1986 AT vd
T 40/, i1 30 24 kA2 TAERMH, B
FRORN T U2 513 T AMAZ R AE S ThRE, B
RPN BRI R, RIEME SR
s, Rk, fEASMEMA, vO T 40i%E B
Beb, EARTHRE T B 5RO, S T UM %
FhEBBA

2 S THREIR I I 4 A Ay 53 F AL

vd T AHM, ALHE Va2'. VoI AU EE, ¥Rk
% Rl Jir R A B IR R T ) A L BV
SLEEH, UARMEENE TEEEA. BRES
T&. MTREERA, 5T U W%E, v T
20 o T LAl i TCR A & NGK2D 45 52 # — — %
BEATIRS, ] R TR S 44 B 2).

F Y2 B i3 12 (mevalonate pathway) J& DL 0 it
Wl A DN EORE S R I M £ 5 B2 (isopentenyl
pyrophosphate, IPP) 1 — B4 A J A2 R (dimethylallyl
pyrophosphate, DMAPP) 1] — 2 Rl i 12, fF7ET

A = S5 AR AR Z i dE b . A i v e =
W iE I I IR A, RIS, EnE S
WG RETR . AiRkiE R, KEZEHANIFIEAE H
PLHT p53 278 R LA 5 b 18 e 4 Pt v 1) B R TG ER
&A%, Frbl IPP K [R] 43 5 4 44 DMAPP T i g3 48
M A A BT vo T 4 AR A 5 iR 4 O
RUBIR h 2R O 2 TR 9T B BB e . H B It
Wi~ 2RI RER . PR BT 0 e S T R
FfE Je B EE R (farensyl pyrophospate, FPP) & i,
iy, EUMEH P 0757 PP Je DMAPP 4 M. X
W2 FRATRI /N5y B IR 2R 25 WA K i 2 £ (pami-
dronate, PAM) B Wk [ % £ (zoledranate, Zol) 544
AN BSR4 K B VyOVE2T 4 i B T Il PR i 56 i 92
[ R 2 1,

yd T 41 Hf vl Jd i TCR &5 52 44 )& 51 IPP /K ~F- (1)
A, DAERAM T R ) R D155, 41 MHC 1
AH % & A F1 85 B (MHC class I-related chain A and
chain B, MICA/MICB). E 41 #8058 UL16 45
&£ 1 (UL16 binding proteins, ULBPs) FI A28 mutS
[A] J5% 25 [ 2 (human MS homolog 2, hMSH2) [X
43 Ji 98 41 it AN IE 5 40 i M. TCR At 1 BT S
VyOVE2T 4 i 188 b B JECRNE 43 3R ) FF 4% B8 i 98
gH M, G URLEE . % AL R S Th-1 AH ¢ 48 i K 1.
i jd Fas/FasL. NKG2D. TRAIL. TNF-a j&4% PA J
CD16 7+ /-3 ADCC 1EH, 53R A A T2
B 7 BOE AR AN, IEH NKG2A/CD94 45 )1 il 1
S ARAH AR IR VyOVeRT 4 g i k. Bkt
R 4 B Dy g AH ¢ Bt i -1 (lymphocyte function
antigen-1, LFA-1). 40U (8] &5 B 73 7 -1 (intercellular
adhesion molecule-1, ICAM-1) 122 5177 Vy9Va2T
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B4 AR Vy9V52-T 4Hff
_________________ :
IPP,BTN3A1 |=1 . E‘”ﬁi@%ﬁm :
ATPase/apoA-l, Hsp60 i : :.;5@;;; ;*{; :
WA
MICA/B, ULBP1/3/4,MSH2 Nxezn ' FmEE :
1
Nectin-like-5/Nectin-2 E DNAM 1 ﬁizzzgﬁg !
MLL5,PCNA,? - - Nkp44 . AT )
HLA-E NKG2C/CD94 [ o i !
. ** s * Granzyme/Perforin/INFy 1"
HLA-E NKG2A/CD94 Pl
-
HVEM BTLA-1 ot
T 4 O TR EMHES
iFiZ yo-T A&
HLA-G ILT2
Fas FasL
TNFAR TNF-a
) mAb
Tumor Antigens )= CD16 =——m——n ADCC-/ 25 @iass
ICAM-1 LFA-1
LFA-3 cD2 ——— Bi2Yo-T @fEE
CcD6 CD166 SR AREF
CCL1/3/4/57/23 P o"0® @ CCR1/5/8 .
CXCL9/10/11 ° 0. CXCR3 — HRITHE
Cytokine Receptors
.0.: . (IL-2,IL-15, IL-21...) Yo-T BRER
yo-T {EfaIEE

E2 yd TZRARIR A

R BRI IZFTS & S FHREERIBIR REECEHRB13]).

4 W 0 o e R v 1. B R 32 7k CCRS R A1
5 VyOVE2T 4 M L #% 2 i 8 S AL e J1. 53 4,
Vy9OVE2T 4 i i) A K S 34 58 R AN [ 1 48 Jf PR 3
W, W IL-2 K IL-15 %%

3 yd THRRN SHIME &

IR, RERHT ALY v8 T 402 T
G I BB G 2 — . vd T UIAE BT F
P2 N R K DTER LS RN ThEe A “HEBL T Thfg.
B, vd T iS5 RN S PRI 1 1) S gD IR
BAE - (1) WG vd T 4L FE S A I 52 TCR A%
BC A< [ % FR BT )R (phosphoantigens, P-Ags) B¢ il J&
o0 B N PR TPP) IS s M. ) BB WEfL
) yS T giff F AR 7324k, BE SR AR T
FREEM S B R, (3) M. BIE
JHRE I, v T 40 IR i i 20 23 N ARl I R B e
UHE. (4) el . L2 MR ROA ST b, bR 40
S FCAM A fY (an RS 4B AR, bR AH OC B R ) =

AN M T 5 S vd T 4ii R I 5 Thl7
o Treg AHBAIRFAE. L AL, vd T 240 M H b 988 3 14
A DL R Rk 2 AR, I PD-1, M5
I 96 240 B L 25 H AR S B C A 5 5 T ). (5)
TR Ao WAL vS T 40 A T DLy b B B2 {2
BE MR AR KR IL-17, 53 A0 A ) IL-4. IL-10
S TGF-B AT PAAHE 55 G e 40 il 40 0, B B ok
VB 11 #0014 41 B2 (myeloid-derived suppressor cells,
MDSCs), 4] LAl R SR i 2 A 4 5 A 5 R 47
iR e o

vd T 4HMI IR RN Th BE EEAFE - () yd T
0 Jf B W] i 1 55 TCR BCAK B R 151, F1-ATPase.
BTN3A1. EPCR %5l HF FH 5 50 o 4 g 1, S
AJ 38 o [ A 52 44 1) IC & ULBP. MICA/B. Nectin-
like 5 EAHEE5 A, 15T v8 TAMIEAL, KM FLEK -
RURL B 15 Fas-FasL. Y83 48 L SR ZE Rl - (tumor
necrosis factor, TNF) #H 5¢ i 1= 7 lic f4 52 44 (TNF-
related apoptosis inducing ligand receptors, TRAILR)
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RN T RIE N, L SE R 20 i B A B
FERG IER AR Y Q) 5 NK e, vo
T 40 3% /) CD16 (FeyRIID) 524K 7] DL 45 & % s Bk
A G (IgG) 1 Fe B BRI BEIE 51 v8 T 41
fur] LA i CD16 kKT B, fiigsE T ADCC
(antibody- dependent cell-mediated cytotoxicity), Hf!
PURMKB I A S R . BRI FER A, IR
FA R VG 7 B vn BE LA, Q0] %5 FRT (Rituximab).
i FEVT (Trastuzumab). [l >R 2H F 40 (Alemtuzumab)
A LLIE CD16 /M5 ADCC 0% vo T 4 i 224,
v T 4 i (4 Bh i gs Thie 2 Z A - (1) &
S5 v T 20 AT 73 WA K& TNF-o & IFN-y, iX
PR R T R PR ) 7 e 4 i R
TP I35 CDAOL, T LU DC A 4 i
RS THAE, X R DC 40 A & i A Y 41
Wupt J5 7T LSS CD4. CD8 ofT 4HA it 704k, M
P v O LR B R G g B BT, (2) — AT
BoR, BRIE yS T 4N mT LUAT i APC ThRE, JE
it %% i5 MHC 1l II. CD40. CD83. CDS86 4 T,
O A S RN AR K of-T 40 A B b 8 3 o B2,
(3) Schneiders %5 % #f 78 /R 0 ) yS T 4 AT LA
REWNRYE S EE B R R T 40 (invariant
natural killer T-cells, iNKT), M\ ifij {12 i3k 3 470 il 983 4
£, (4) 15 CDI37L () yd T 40 M 7] LL 5 NK 28 ity
R LK CD137 LBy T 456, SLRBEUE 5T
I NK 4 0 24 e 2 M A T R PE — i NKC 48 i
TRe N SIS B, (5) R IL-17 (vd T 41
e —Fh Th-17 4R ) 758 e s (0 A1 Thig
P il B, B — SR AN RIS SE B ST R
B, AT AT REIE I (R1BHL ] 2 5 B R g SR B

4 o TR IR RHRE

L A b, AR—BEEFRA
IR AR DAIK 6] 1 g a7 H . KHHLK,
FAR AT« BT AR IR 367 g 1) LT B
Hef1#A |3 RREM™EWEE-H. B3,
G PR AN YTk AR MR ) B IUSR” B AT,
e UREDHHER K EGETH, EAMTREN T
FEGiia 7 F BRI R RYE, R A5 TR E 1,
A KRR S — 29897 F B
4.1 vo TRRR7ER] 2 B MBEIATT PRI

M 20 48 60~70 FEARTFLE, AN R CEK
NS E B 1 bk B 40 it mT DA SR BB AN Bk i e 200
FIH AN, AR S ia T BE S BATTR R G g% 2

RN AR TR AR E. NI E R
PR ARG (LAK). 40 iR 1155 S A A 5 PE 2
M (CIK). % LA 90K 41 i 1¥) DC-CIK. it 988 12 3]
PE T WREL MY (TIL) M3 e i ok 55 4 1 T 94k B2 4
Jfl (TCR-T), 2 H A WINIZESE B E 7 i) k& ft s 2
& T 20 (CAR-T), iXLE4H 7 Va7 MAERE 514
ISR R B IR R R HETE, EATTEIR IR
HONIEST MR A T EERER

{H2, DL RS LR g a T F RS
ANz b, #l4n, LAK fil CIK (45 DC-CIK) £
RN A PEAH B R, 9 38 T 40
Ml (Treg), MIfrZ EFARNIGE, Kk —D M4
W s R gu i iR AR K RE Sy, T TIL, H
AT 32 257 BR 1R M SR 2H SN ISR R B 5 H
HAEMREAMGREIIN T #EYHHE, fF544RM 1 L
B . TCR-T Al CAR-T A& 24 5l £t 9 #5] H 40 i
G VR T SRS, FE IR MR IS 4 B8 H 16
ST (A2 SRR e, fEVR YT Sk
LR R . Ak, BEECUERE AR E. &
RIVEF S Bodm s, i v A 5| R i 4n i R 1 A%,
FMitk N Fik CD19 5 CD20 20 7 I IE# 4. 7=
£ [ 1] £ RS S 38 i1 ) %5 CAR-T B TCR-T I PR
IS FH o

AT, 5T o T 4 M i e 4 fyr vk B2 3
R Z WO EMEM, FEFERZ (KD T
ST T DA BRE M 7E A4 R4 Py R S PR K R 1 1 )
T AN 38 Treg o % T IMLVER AL SS9 #0 R 4 1Y)
VBT ROR 6T N AR I IR 5 A6 R e
TG e 22k IR st BV A 5 K R A B
42  Byd THMREI ARG KRR IHR

BT yd T AR L3S, in 4k, #F5
HMCEIE TIRZ vd T AT M8 i 97 B Ik Rt
o B4, BIHAT NI, FrA B SCHRRE 1 2 ) A
BE ERE v8 T BREFAR N 1 SRS 3 5 [H1
BEEN, DURBNAITHIE . RN 1 R,
FVRTT B UG AAIE 290 (0 /N7 TR 28, Wi oK i
FREh . MR £h55, SIRAIEEH AR -2 (IL-2)
M, DASEZIRAR 318 vS T 4B M6 7 e i) J i
A B4 38 D) R s i3 A A I B A% 48 D (peripheral
blood mononuclear cell, PBMC) FJH /N3 W 2 £5
IL-2 ¥ 34 J5 [l 4 2 A T i 4k g% ih )T, Xt B
KB4 SCHR R IE F 7T 2

H A yd T 40 ML AE MR Sz va 97 v i) 22 4
A R K& Hm R Ee th 25 205A, T
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1 SHMtGEMARTT AL, v THAMMEFF S
v5 T CAR-T NK TCR-T DC-CIK
BT ~¥ 10000 ~¥ 100 000 ~¥ 20 000 / ~¥20 000
il & AR G AN, FORER il 4% G A1, FAEEFEHARE % R T E AL EEDC,
4 EF>95% B, ~30% 4l fF>80% TCREE s=i2E UM N 15
VAN iV BrFRCIK
4 SR fil FEN/ 3 ERLN SR EEE ERE
PBMC (51%)
it A 28 BTk, kR it 3 S B / 7 Ht B SR /
AR A9 4 aEEIEH
R RERRIEAT DAGERIT), H MRAE e R MRA
CIREi g gE! WA= A MR ASE BN/ Ui A% H
HIEH G Al 5| R A BEARERA M W /
RIS B kB
ARG RE R SR &/ B AR, T REREE R RA R BT, 1’
A S AR 90% / 87%5 i 87 ZR 20%~55% e AV T
fEJER%  TB. HBV. HIVE  / / / /

AN [F) B )RR 3 R B LA (YR T RO, A I
/N B, BaiiE. miriE. FL
Mg AE/ANAM RS . A E . 2R E R
B e, s, SR, EE . e
SRR EhBOE Y 1 1 B AR v T 4HiiRYT 15 Bl K
PEIE /N0 i 0 T S PRI 9 R, 3 ) E e
THARE, 6 BIZRMR. HhAh, 11 9] 06 A B e A 2 AE 2
2o T 4iMveIT 5, A 6 fl B E LR 4 JE A REF
YR E (SD), HIJGH [l v& T 40 51 & i 6T
W s HRAET 2613 BARFEM, — DN R
Wl 5, J3—A Ut 25, H35J0 B s R W
ARFFRRAES vd T A fMmEM R “1, Dieli 25 ™
1) FH P R il 1 356 7E A N0 vo T 4R A T-VR 9T 18
Bl A B TE T B, b 3 ) S 1 19 3 4%
fift, S WIEERERE. Bennouna & X 10 415
S e SR S yo T 0 MR AT ik 4 v VBT S
6 1 B s IR R e, HL 50 R4 AH BE iRg A A
WIR46/, FREIRMNREMY, EAEAEK, ih
JTRUREE . Kobayashi % ™9 N H B 44 vOT 41 feia
7 7 I E e, e 2 R —R, 3 e~12
IR s I B8 £i5 384 B 7] (doubling time, DT). HL T
THENL Z I 4 G Rt 4 W EITR,  4h
R 5 FIEFER DT &K, 3 4850 E Lt vs
T A BCEHG IN, X AP RUERLZ N5k, 1A B
REERIEH . HeAh, 11 G g s R 2 B
K ys T GHARIGIT fo, 3~5 d A y& T 41 %L
EA B, MR A E K, R AR AR B B

i/, i1 )58 4 2 fif (complete response, CR).
5 #F25E (stable disease, SD). 5 i3 2 1 (progres-
sive disease, PD)*. i 9& T % . 1t fid ot £F 40 A 98
(glioblastoma multiforme, GBM) [ #iff L &K B, &3
IR VIR T SR 7 i AR b yS T e il Sogb, 1
DIBe e 20 23 rb 1 i A LA v T 4B 3R AR, {HAE
Rg S A R I yS T 4ifefR N, UiBH v8 T 4H Al
Kk > A1 Th e 2k B s S R g K RS B, #)
BRI, A58 yd T 40 %G Y7 & PR BT L
b, IR I TFN-y Bl i i £ = B R 40 i &
HOS Il U20S 411 Fas AL, BEM{ZHE v T
91 e 3@ 3 Fas/FasL i& 12 X0 & R 983 4 At 1 2% 4% 7E
¥, AT R, L R R IR I v
T 24t Hfa 0 DAY R 4 23 1 3% 40 A PR R £ o N SRR 1)
vo T ZHMSS, (HMRBERR T BRI K. Bk
FRT R 1 AR B vS T AL AR VR Y,
XL PRAFE 5T 2 B A yS T 4 i R T idogg (1911 PR
BT BA —E T 3.
4.3 [EMRMAYe THERIAERRIAR
BARSCHRRE T AR B AR ys T 48 ik 47
PR IT G R 7T, (H2 G T [F A 544 v T 44
B E TT R A WIWIAE B R B2 A1 HE, i
Je 1) R A R il A2 DR R AR % 2 G KU e 410 1
e 210 0 B ) R S ) 4 3K 4 2 M AL P S 3R S
Ko Bk, BAR S T 4iMH T MG 7 FEdEm it
o MRS BRI, R E MR AR R 5
G e A B A SRR S . 1T v T 4 e T Hoxt
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FEAM PR T MHC 725, LB
BN ROmAie, HEERZE, AR AKIE
[y T A HES M. 2838 B\ 3 G PR ATF 7T
IGAUE T [RIFh SR yS T 40X Se e . SR B RN
[) PBMC kAN 36 5 ok gk 2f B 8, 4. ok
S TR .

ERT, A R Bl 544 ys T 20 i 3l oK
BIT IR T RIRIT 46 . sRIRATAT AN, R FIX 7 TH
(1) B RBAE LI A W SCHRRTE 5 17 AN S R R S
v& T UL FH B R Mk 2 =1 BLESITH) GCT (Gamma-
Cell Bio-Technologies). %t [E ] GDT (GammaDelta
Therapeutics) 1 TCB (TC Biopharm) % £ ¥ V6 77 A
Fl, FEl 2 TCB WIKIZRAS K “Horizon 20207 it
X 400 ROCHIS R, A TR FEMFA S T
Y MR S PR B e VR TT . SR, H RTRR
T AR A AR A L 21 Ath A ATE EAT 2R A0 AR
i .

44 ZEEFANERIFF Ay TZHAA THMEIRKR
Rt R

vo T 4iffIrE T Affirh A HEERS, HEHD)
REAXTHT 58K, AT LALGACA T A ) “RefhiBpL 7,
FLAE3E LA G FIERAS 1 G W 7 T 3 B A EH
BIThAEE. MO Z BT TR, XN IR TE
ThRe rm B b R 3526 AN ] sl sk E A o A b At 4
PSRN, N v T 4 s SR AR 5 AE T HBE A B
JEMThae, NHAPURRIIEM . 1€y T 4Pk
LA DRI FL 5 T, 55 AR R K 2 2 a8k o L 1
Zheng W. Chen #{#% 2 K 7 KREM TAE, KK
THA TR S 12 B BA R AR Uy T
i 7 ZHERBIE, IRRER T — KA FRE, Hhn
KT yS T 4H s 2 VI ShRe B A e LR 4 VB F 19,
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