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B FLAFNRWLAERILRME SO, B R R BE LR, ) K4
ETALMSARBEAREES 2T E. TEHR T 0N RRMIFFERER
JEAH KR, W — 1 B fECell. Nature Cell Biology% [E x4 275 & %
WX REER AR FEELFFTEFIEHE XK

= RRBHFERSHERE

HAE ALk BEXT
(H LR E R AL 20 A B Bt AL IR oL, T 510120)

HE = Stk EAF 45 M (tertiary lymphoid structure, TLS), X ARk BAF 35 F (ectopic lym-
phoid organ, ELO), & & T IEMELAL T o) M EARE, BF A A ERBRREOIEG S 2%
Ja. Bk R mA Y IE AL, TLSHEMCLEFRE R TAAMELEH, &2T@. Bafe. &
AR RAR S B A R E . ERTIE S, TLST A A ik sa ot NAT B 4L 698 8, % HRUF
BT R ARG A K. IR P TLST ARG IF B 6 77 3 R %, EX AAWERT
TLSHLE R M. ERFE T e2hae. HMBTUS 6 XIABIeE TLSEIAR R IE 7 7 &

XHEIR PO RSN IR TS PR g

Tertiary Lymphoid Structure and Antitumor Immunity

WENG Xiaoqi, SU Shicheng, LU Yiwen*
(Breast Tumor Center, Sun Yat-Sen Memorial Hospital, Sun Yat-Sen University, Guangzhou 510120, China)

Abstract TLSs (tertiary lymphoid structures), also known as ELOs (ectopic lymphoid organs), are orga-
nized aggregates of immune cells that localize in non-lymphoid tissues at sites of chronic inflammation, such as au-
toimmune diseases, infectious diseases and tumors. The structure of TLS is similar with that of lymph node, which
composes of T cells, B cells, follicular dendritic cells, etc. TLS serves as an entry for immune cells to infiltrate in
tumor tissues. The presence of TLS commonly correlates with a better therapeutic response and a longer survival.
Here, this article reviewed the composition, structure, function, the role of TLS in tumor prognosis and therapeutic
strategies targeting TLS.
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1 TLSE

=R ERESE 4 (tertiary lymphoid structure,
TLS)/& J& R 7= A4 T JE bk 20 23 b 18 4 230 He 9%
A0 SR AR S ), FENR I JIE B AN 5 B G 2 o R
bk g 2H 23 B R R IR, IR A M S E BB AL
(I EL 4T B R T B2 A A2 & 0 (germinal center,
GO) B M 8 ¥ [X LA A 5 76 % 21K 48 Jfd (dendritic
cell, DC)F1 & W B2 fi# Bk (high endothelial venule,
HEV)TAIMIIX o i FE 3% 0% itk 237 2E (lymphoid
neogenesis)!'

i 8 v B TL S fe 57 /N 4 i il Jee R0 8 3R
JEPI R R I, S BT T R, AN [E] iR I TLS
Wil 2L 4 18, TLSW] LTIl i 18] ot o AR 28 13 2
s AL, BE 2 ILAE iR 4R 28 1l 2% B[R]
J5 0 TLSH 45 AL T IR 2 itk 2% H (secondary
lymphoid organ, SLO), 440 £ X 35, 7 LL5r Ay
T . BAHM X, TR X & 47 i #ADCHICD3" T
Y, FCBRAT B X A GCRHE, HEV A 2 &
(lymphatic vessel, LV) £ T-TLSH A 4,

2 TLSHYEZELHAR KL EINEE

TLSETZE M TN . BANMI. DC. JEIRAM ZR
41 Jfi(follicular dendritic cell, FDC). i W IR £ ity
(follicular reticular cell, FRC)FTHEV 4 2H i, %2R 4
J B L 45 L) T RE .
2.1 TR

TLSH TN FCDS T4 AICD4" T4HHE.
i 98 G 92 B 15 R C D84 Pt B M TR B2 41 il (cyto-
toxic T lymphocyte, CTL)¥) Zh H& 18 H 2> 52 3© . 1E
Ak /NG B it e b, BT K IMTLS A — B = R ik
PDIFICTL, H /=4 R An V4 L R 7 1 ae I B, A
1 #IE #4E IT-CXCL13. CXCLI3 3% {ACXCRS
F B R IAAE B AN B T4 e, 1A TLS H
— 43 CTLH 2% 35 SE B2 M 18 6 5l Bh T4 i 1) 8
Thggnon,

TETLSH, % BhT4H i (helper T cell, Thyfi 7] +
Thl 7462, JEIE 4 B T40 Hi(follicular T helper cell,
Tfh) = B2 A7 T TLS-GCHHix ™, 5 5% X B4H i s
FHEU, LRI A7 /E —FECXCRS CD4' T4N i, &
ik BCL6. CD200. PDI. ICOS“s Tthil KR , &
TLSH 43 WACXCLI3 (1) 3= E 41 i, B FeE s sy
TthX131", TthX 135 TLSHIAFIE L A5 18], JF H

ThX 1378 % 8 ZEBAH Ha FF 12 12k 5L 7] 2% 40 i (plasma
cell, PC)ATICZ BAH M 73 46 '), Ui B TthX 13 7] g {E
TLSTE RS FE b B AR .

FEFLNRE [T A R, T PET 40 L (re-
gulatory T cell, Treg) W f77E T"TLSH' . Treghi £ 14:
Hh A 55 B TLS A 5 7T B i b J5 2 2= DCIE!,
H. Tregfg 40 HITLSHDCHITZH Mg T GEMS. 8 157F &
[ 52, 16/ BB 2 dh Treg #E 35 23 5| & 98 IWHEV 3T
A0 $ IR Treg AT g L A7 38 1 # IHEV ¥ i A 1 BE
TR TLSA: BRI Th B -

2.2 B4

FETLSH A K BB i 584 T TLS-GCH'. TLS
HHBAH A I 7 s R B, B AT R A GC-BAN i 2 A
REAE, RUBAH M A& A= T Bt 5 3R 3 0 1A 240 o v AT R A
PO AN 7 (0 OIS 41420221 e b, RATTHT
W 7 R I, FEB i Bh AT 5 M AL A i
— B LLICOSL Jy ' 1iF IRIBAH i 7 B, &A1 % 5E frAE
TLS, 3 H 5 T4 B R e >,

TLSH BB L&l G B A Pl i8 £ UhRe. 78
G S 1 Ab e A% 1k, A L ACAZBA (CD27 ) i
FIAMHCI. MHCIIZr 7 K CD40, 3 5CD8" T4 i
() [A) I 5 B 4 ) TG AE DGR 7R R R
INEMIUR I, =22 EMHCL. MHCIIZ -+ KB4 iR
FNTHH H 1 3 (7] H 3055 B8 o 1Y) G e K 25 e BEL T v 7
LA B K )R AR A AR O, T 7R Bk Z TLS T fi
S TP IR TAN M h RE i =Y. e ah, R T IR,
TLSH A7 /£ — P i i $2 52 B4 Jfd (antigen-presenting
B cell, BAPC; CD86"CD21""), BAPC & {7 T-TLSH]
MR, HAETLSE ER L2 MR R EHE. N
JI IR 51 3t bk B2 45 o 2 B I BAPCHE R4S 15 5 H A
THH M S RE, Ja) F8 30 2 FETZH M - S T4 % Y
BRI,

TLSH JPC(CD138") % &= 5 B4 )% &= . TLS
(AR IR AR OG22, A5 F 70 008 B 4212 1 i sg
HAPC S Tl Al SS27, SR, 76 3L g A s 4%
531l B SR8 HR TLS-PC-5 5 K 1 S AR A7 A 5820,

2.3 WSIKEREMDCO)

FRFADC, R ¥ B4 A 5% IR 22 1 (lysosome-
associated membrane protein, LAMP)H/DCH] PA{E Ay it
591l g A 2R TLS R ARRAE 22—, TLSH (IDC 5 s
HAUHDCTH BE B A A FVEHOIRAS . 785 1% B 41
Mg, CD8" T4H A v 1k /K- 5 TLS-DC % & 2
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IERI%, T S5 TLSZ b IDCTE P, [7] B CD8* T4H
01 Ty 6 3 vt 5 v 5 FE I 2R REDCAH OGP, i ] v g
FETLSZ AMDCHL 2 5 D e 52 240 ] .

2.4 JEIERISSIRZAE(FDC)

FDCAR #E T JF $2 2 2 B0 L 37112 HEBAH il 2 5
T AR, B R TLS-GC R A B B 42,
S S EDC IR A48 AT A 0, AHA B TSR I, 7E 71
B T VA S U L SR R A RS T T B TLS Y, B
T )2 O A4 e 5 e s 4 AR ELAE A, HLH T RE AL
JNFDCPR,

2.5 EIEMIKZEAE(FRC)

FRCIE B % B AR S 248, /2 TLSH 3 B2 ) Ak
JiR S RE4T
2.6 SAEMERIKHEY)

HEV & — M 3235 4 Ji itk T2 45 1 & b ik 2% (pe-
ripheral lymphonode vascular addressin, PNAd) ]
KRR IS, %0 bR EXL 4 AR RN A e 17 96k B2 40 P e Uk
ZAEAAE FHHEA MR E 2 BB, HEVHA] DUE ViR 5
TLSHIRFAE M bR &Y, HEVIEL B 5 83 12 i bk B2
Y f AL 2 IE AR 9%, S HEVH MR & £ IACCL19,
CCL21. CCROML-i% % %, ¥ WHEV & 5 itk &2
£ it (1 3 e

3 TLSSMETIEHXR

H A 8 b, TLS 5 KR 70 i e =1 /s 48 i Jils
T IUNEEEN 7/ NI NG = DAt {17 TN
700 NI e v i R LN == o= T e
() R F0US AR . TLS WL T & AN 73 JA IR i gg, =2
AL HI TS B R (R D EAEN i o, X T
7Y A6 Y P Jee i AR, T R TR TLS R L i e
17 W(overall survival, OS). Jo& K417 #(recurrence
free survival, RFS). Joi4: 17 W (disease free survival,
DFS) B AR 3 B 24 A7, e A, TLSIE e 4 i
5 G BEIR T B M 9%, AR 35 32 G LA 78 45 BH W7 (im-
mune checkpoint blockade, ICB)¥7 i) B 0. JE/N
N N8 )77 R BN S S L 1 7 €
LI T, FETLS 5 S8 4 1 VR IT s S AN
LY EPSE

{HR, TEH I 7, TLSHITEE S5 8 Z /s
R, Wi ThTLS 55 i R ik e A <0, ER'THER2
FUMRE TP TLS 5 58 vy B0 M8 23 AR S, 12 &
B 41 f %8 7, CXCLI3FITLSY 5 TC ik J& A4 47 1

(progression free survival, PFS)F10S £ i # 564, H.
SOBOTTKAZSIEICBIE M2 B8 # W42 31 1 W =y 2%
FEWITLS . TLSX U5 B A 8] 52w GV T TLS 7
WRERE . A B T ZE SR

3.1 AERTLSHHREESHERNXR

i J8d R TLSAETEAS [F] 1) 3 A B B, BT T AT REAE
IR g% R AEAS I IE T . POSCHZE PR 2 75
{ELEFDCHIBAH M (1) 73 A0 A5 50, B g I TLS 73
=AEL IR N B . B TLS(early-TLS. E-TLS.
CD21°CD23"): £ [ibk B 41 %, A& HFDC; ¥)
25 JEJEFE TLS(primary follicle-like TLS, PFL-TLS,
CD21°CD23"): £ fEFDCHIBA U AE W 4%, (H A
HGC; R 2% IE I FETLS(secondary follicle-like TLS,
SFL-TLS, CD21°CD23"): & A FDCHIFEERINGC. 45
e A0 v, AR BT MR B A E-TLS I B 4,
Ji 9 o A BT LS I R 3 2 IR BE AR I &2k R B2
[Fi) B 7y — SURF 70 00 4% 1, 7 5 1A s s i A o
X BE AL 52 31 K BATLS(JLF- NE-TLS), HAF: B %
0] 7> F(ILIORA. TGFBI1. LILRB2)fid k57,
1X e 4 B R B B ATLS 1 R L FLHATLS A 5 9 i 4t
JHEE Th g . I Ab, TLSH Tregl bL 5] £ 5 i 1)
o AR /N B I TLS & A K i Treg!'™., £ B
FI IR R L, TLSIE i 8 55 Tregll i it 2] 4 7% #1
/R P,

32 FEZEEMIEMTLSSHERNXAR

TLSH] LSS A 72 e 4143 v g 1) 5 Py o
5. TENPI R, =% FE I N TLS SR R # A0 K,
M98 55 {8 4 23 P9 TLS TE L Tl i A5, 7L Bidee
o 5 (1) 5 TLS I 5 8 22 IRIDFS FOSAH ), Xt
962437 JHF P FIEL A 240 e e S5 5 11 [l A 2k - A7 A A B
RIR, v W A TLSHR 7R R U FilJs, T A TLS
AEE S A RS A OG, #E— B4R 7T, /£ N TLSH,
CD4'Bcl6" Tth5CD4" T4 i i 3% £ T R TLS, #2
AN [FA B R TLS 0 T P s e v i 5 3 20 B A [
FHORL0L,

i gRa 5 R A AL R Lk B TLS 7T g AT AN IR
IhRE. 7545 H e R e b, TLSIA7/E 5
KAIOSHH %, 1 B 44H e e A A il 20 75 HA AR 119
ghig, BRI, & s ETLS H
A 53 2 1 ADC H I B A ThI i Ak 2 BRRAE, 10 S
I 0 s e A M TR B TR TR AN 928 300 o e ity 5
PRREAE
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4 TLSTEREHHITHEE

TLS5 i i 5 25 U A G, JLAE i 8 oA 35 o
RAEMI IR IR BT o
4.1 TLSS5KR%E

MELAT 15 %5 TLS 6 il 8 s A o 23 25 TR B 4T A
TS EEFR, E b3 oRmT UK I 58 22 1) P ges 47 S5
s PERIeG. IgAPUE, $-/RTLSH 2 N BAH il H %
PR e . 78 0N SR A A A M TLS-BAH i 2
FALZ R, PR B S IgGIgG3®), Ak, I
G B R, A7 T IR 2 5T M 3t AL (R TLS
45K9) B IgD TgG ' CD27 CD38°CD20" B4H fify, fE 1% i
T3 WA UK P B AT TR ALL B 435 4% 107 e 98 4 i 1641,

42 TLSS4p%E

HEVHA 5 4 ETIR EL 40 M 2358 9, 7l h, 4
FETZ0 A5 e () At A AR B B AE TLS R 48, i
B 4 J8 18 N ¥ 2 FET 20 it T R AR 5 5 47 ZE TLSI2%,
ETLS 83 #H Lb 2, TLS" 8 75 58 £ (9 2 id
f2.CD8" TR i, FERETYN A% . ThiA AL AT
Y1 i B 1 FH (0 R DG TR 11 i B 202 I TLS
J2 KON T2 s i A G A I E B4 . TLSHCTLIY
A2 3] T B4 ARG HE S, BF 5 R BLTLSH B i 5
CTL#A % FL R AR GBI 7K 7 2 IEAH SR80
FE— NI BR LT o 2 68 2008 /N BB R, SLOSE
AR 2 W] S TLSA BR, [FIBS 7E98F P R A= TN IF
SEAURR S T i s B, 2 7R TLS if LA A7 F-SLO
A A G 2 A
43 TLSEETHESRE

TLS5 b J7 A ¥R 97 HIT B V)M Ko X
B2 5280 4 B AL T A0S 10 R 4 S AT ) B, FRATT
R I 52 B 4 Bh Ak T 1 FL R R AEAE B £ (W TLS,
I RAER G TT A L8 o, 2 AL T TLSH (1
ICOSL" BN GERE BIE TANAL, 77 AL 0y i 22l
TEIG AR 78 b, B2 52 4 Bh A7 B A e e iR 97 (1 3R
NG R R R, R R AR TLS AN gt e B 5
B B 58 A R R S IE AR 2O,

G B IRTT 7 TH, AE 28 Z TR OR R 4 2R P R
th, TLS-B4Hf 5 £ Shanti-PD 1367 1K) S B 14 M 1 is
YR, AE/NgH it o, ICBYR YT 3 A R TR
Ja STLSH 2 10 (1 Tth-B-2H 23 5 B 1 12 T4H i (tissue-
resident memory CD8" T cell, Trm)AH FLAF A 51,

4.4 TLSHYREIERA
P 4, TLSTE > 8 o B A (i 3t g ok A=

RIEWIER . 1240 i & A4, HIETLS + fig
% UL 5% I 39 5E 43 4 00 JFF i AEL 40 P, B 7R TLS W] Rk
S 41 B P A TS B AR KRR, A A A B R,
TLSWH & A S e il 2 84 1) PC, il i 5 itk B 25
% (lymphotoxin, LT 1 41 e T4 i, M4 it
iy A "), FEHER2 7L R 95 VR0 % Fo g U1 e R %%
) il 988 40 IR E B TLSH, TiX — Bl % 5tk e
ZEEERL AT OC, 1 U IX BB TLS A BE b 8 (10 9k B2 45 4%
e it 7RI 2% AF

5 TLSHIFZERHLE

FEAEAE BT A 1 b e b AR BE M BB TLS, IX Sk
5 e I8 A 958 7 B A — 8 B Ak A RE SR B TLS Y
TE R, SR, H FTRHE 7% T TLSTE s i 7 4E 3 &
T 5 T3 15 Y B 18 1 A RE P B A T R, (AR i
Jei TP TLS B B L] i AN T 2

% FTLSS5SLOZE M AL, 47 5 & W N EATH]
AE LA R RO FE . /ESLOME it A2, itk 2
ZH 2115 5 41 il (lymphoid tissue inducer cell, LTi) 1k
B2 20 220 23 41 ffd (lymphoid tissue organizer cell, LTo)
(A EAE R TE O FE R i S s SR, i
LTolp2-LTRREETNF-TNFR 115 5 i B i idkia 1k K 1
(CCL19. CCL21. CXCLI12. CXCLI13)F1% X+
(VCAMI. ICAMI. MADCAMI). I WM &4 K
T(VEGF-C) IR i, #7552 bk B 41 ffg A fil B HE Vs
(A= 7, &AL T (CXCLI3FMCCL21) 3k — 2 %
HIBZHAE . T 3 25 A X AT

FE B TLS H, 22 22 4 i A0 265 5T 400 i
R I EA LTIELToZH il (1) & BURRAE, 1 8 441 f 38 it
LTolp2-LTBREKTNE-TNFR1{E 5 il % i S TLSIE
o AE /N R R L ZRI A IR A OC R A 4 4 i
(cancer-associated fibroblast, CAF).H £ LTo4fl il FF1iE,
LIALTPRATNERI, & A CDS8 T4HALTalf2” B
11t 0 B[R0/ SALTigH B, CDS8* T4 A 1 3k 7k 2 40 A
(R0 5 R RN X AR 45 ) () TR B, BAB U4 CAFZRIA 1)
CXCLI3#H %%, b )5 i@ i LTRRIE 5 i 4 IX 5 CAF 1
FAFNTLSY 3904, 5 3E /N 4 ff il Jag o, [ bk EL
41l fitd(innate lymphoid cell, ILC) NCR" ILC3 H 5 LTi4l
Mu4F4E, FiALTa. TNFo, &7 T TLSIBZ H A LL4»
WAL R 77 55 B e v INKp44” ILC3 & Kk
LTA. LTB, @i LTalp25 3 /i 40 f /%5 S TLSHE
BN AE H B G e B IR e M, AT 4
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Rls7, B4, Th 1740 K750, M1 k40 H B!
E R RAALTIZN M, AT 5 S TLS I R A .

MO AR F S TLSIE B VA <. 78
TLS"AITLS ™8 A £ 47 %t Eb, TLSM R A A5
K1 2Rk KCr, 510k, #F 78N RF R 12
1k N F(f 4 T CCL19. CCL21. CXCLI13%: 4
IR F) 3R 3K 7K PR AE At - F000 iR R TLS I A7
15, H OAE 2 P e A 15 2 G seessl, Sl R 1
AT EE A (7] £ 25 ol 41 B8 22 200 P 43, a7 e o
fICAF ] 7r WACXCL12. CXCL1384, §F & 9% 1 [
CD8" T4 it n] fETGFPAFAE B 15 0 & 73 i CXCL13,
FEEEEBYNEY, MCCL19MCXCLI2M 5DC. B4
WL FIPC I 22 A AH G,

FH AT DL, TLSFISLOR T A id 7% ] e A7 3 7]
R W45 5 20 7, 51 R TLS H 8L 0115 5 0 5
G IME R TR AR E S, Ef fFidk—
T .

6 PLETLSATTHIFNRER

Y FTLS i (Bt o8 4 FH, 8 ) TLSTE i 98
YEIT B A ), Wi S BB TLS I TE Ak
WA RS 22— A B I ) B
i NLTo4H g v] LA BETLSHE RS, 4, fEC57BL/6
ZIN BB T VA bR B 2 SR 1 T A o A4 i T DA
P FTLSTE IR LI B, 1 5 1 AMC38 it I8 v fid i Ak
i DCE, BHFA F BE M 2 B TLS H A TFNy A 41
JH 75 A8 RO 73 23 ks T AE TLS 5593 S MC38 e
YT, RRIRE I 57 B | T

B2 TLS ) 28 EE 2 B 43, 76 S I8 /N R AR
AU rh O R B P U S, — T I R P S R
FIE[F)CDA4OL(CDAOL KL T LT, 5CD40%5
A 7 BYH M3 AL ) B S 5 T LS S TLS
TE R, BHFEN 03 AT W55 380 ol 8g 1) 4 /N 22 9 R 55
— TGUIE i i ik R S s PECDA40BT M (aCD40), B
N SAAE i 98 4 4R B i %) o i mT A 8% B TLS T B,
HTLSHIFE A # T B4, [RII 697 41 B4 g
FILTaZR I KT T+, $E78aCDA0R] BE H H B2 i id
HLTofg F R TLSTE ™,

Ak IR 7t 4k S T TLS AN 37t i 988 4 928 1 7
. £ JE R S B IR JE (pancreatic ductal adenocarci-
noma, PDAC)/)N fJE WiEHFCXCL13. CCL21J5, ¢
5 WL B TLSHITE &, 1% 3697 5 5 v Ath 2 B & 2

FH T B 24 A B I 3 1 R ) A R, 7 /N B S
b, &4 LTalp2. CCL19. CCL21. CXCLI12,
CXCL13. RANKLZZFEHEEE 1 47 it Jid S 38 T LA 3%
LR GH M, TR TTLS, H g4 mB. T4
FORICZ R A,

Ji IR 8 1 R B BE S S TLSIE . = 2
B 3_E B R AR (CIN2/3) B 5 B HPVIE 1 A, R
993 7% PR B TT AR SR TILS, T A% YA S 928 1 1) BB A
A VRIS TR IR LA IR Y . 2T e TR T
(1) 2 FL.3DF] B 3 Z2 A1 R & H (ovalbumin, OVA)fiE
g 6 /N AR % S N T TLSHI A, $0 e 4 ,
BT L Eanti-PD VYT W RIVE H, 38 18K/ RRZE
AFIF[E]E,

7 FTLSIE LS Je 8 ¥ 97 245 & 4 B, B/r ]
DA e I I8 B T I B . 3 B S6PDACTT J
(1) JLIURI 98 3R B, 75 JE S92 JE 1 b s S TLS T
BT e AT ARG e fih e (1) G 92 3R 8, R f g SR 1
iR AR SRy 28 TR PR, 48 R S B R T B XN
PDACIH H N A A Gy T g, k= ideg 1=
RS ELAH Y, I FLGH e va 7 i) I R 22, A
TE /N RS RL dh ) ik S LIGHT-VTP(— Ff 1f & $E
7] BE) AT L5 S TLSHE fik, LIGHTAE NTNFH#E 5K ik 1)
R 2 —, H A NLIGHTRAILTPR, Santi-PD1.
anti-CTLA4 = IRIR T A 1 K38 AR A7 (8]0 4t
21 4 1k 1Y) o-mangostin Al 2 A LIGHT [ J53 #i7 28 A 1]
Nano-sapperBE3 I8 P bk LA ML=, 75 FTLSTE AL,
XA A7 HGE PEARE). S lant-PD 141 AH EL
%, Nano-sapperfllanti-PD 15k 5 V697 7 /N B H ] L3R
15 F KR B 1) MR SR K DA B s A B AR A7 I [R]O7), - 7
PDAC [ I S I8 9% i GVAX, FHIK G P I
3R, W AER N ETLS, 5 8 K OSHI %, T
TEABZ BRI B, NMULRE W R N
B IR B IR Y. R S e SR TLS Thfig
A SO PR G, B T TLSTE B & J %
o, XRR T TRT A A (R B s N M TAIB AT
J 2 B, W] e AR T EIAE F R REAE 1S EE AL

7 RE
TLSTESUMR G2 7R B 95 £y (0, BRI TLS 2
LR R 7 5. BT, JRITLSHE BORIE FH AL
A B, AR SR AU B T-RA RN AR g
PR, SRR T (PR 367 25045 R
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