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SE] s s d b A R I 4 (HSK) 2 32 py CD4" T 41K A 5 19 908 0 B0 50 , J2 T 3R )
F MR PG 2 — . BAUIRP5 A 2 (HSV) A S T (HVEM) X4 TNFRSF14 , 76 f 1 B i ] L i 45
AERWMEE LT D (D) A F HSV JE AAIME. H A0 0F 503 5277 26 5 FIRC K 15 HVEM 25 2, 40 5 % HSV-gD |
BALT ,CD160 \LIGHT Fj#k 2 # K a(LT-a) . HSV-gD 5 HVEM 5 & et fE g s I S A M al &, /v 20
FEAE L I 6O 3 ORI R . 6 T A0 M B9 3 4L A 2L o HVEM-LIGHT/LT-o 42 1 b I7) 0 £ 5, HVEM-
BTLA/CD160 {8 bk 0 ] 35 5 , 00140 FiL i HVEM B4 — A 4079567, 5 16 9 15 HLIR e e B . A 3
S BE HVEM 3 5 7R 7 10 B2 U 45 4 7 9 46 K ) 04 90 % R JiL, 945 4 CD160/BTLA-HVEM-LIGHT/LT-a
S5 5 B HSK (AR SE 5200 IFSE TR T M6 HSK (0 % 55 LT 98 9 HISK 045 203 97 42 (L S0 B . 3 2o 45 2
B0 16 A 50 A S0 5 I, T 22 0 1 6 Y k9 40 2 5 008 S 08 4 5 19 ¥ 7 1 1

[8E] s n dd M AL i % ; HVEM-BTLA/CD160; HVEM-LIGHT/LT-a; {5538 #%; AR
Bl

EE£TIH: WWHTR¥EARTE (F16-205-1-43 . F13-318-1-03)

Role of CD160/BTLA-HVEM-LIGHT/LT-« signaling pathway related to herpetic stromal keratitis 7an
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[ Abstract] Ocular infection of herpes simplex virus-1 ( HSV1) can result in herpetic stromal keratitis
(HSK) , which impairs vision and is a common cause of human blindness. Studies indicated that HSK lesions are
mainly orchestrated by CD4" T cells. Herpesvirus entry mediator ( HVEM ), a tumor necrosis factor receptor
superfamily member, facilitates virus entry through interactions with viral glycoprotein D (gD ). HVEM, a widely
expressed tumor necrosis factor ( TNF) receptor superfamily member with diverse roles in immune signaling.
Intriguingly , HVEM has five receptors: two costimulatory molecules ( LIGHT and LT-a) , two coinhibitory molecules
(BTLA and CD160) ,and the HSV-gD. HVEM is referred to as a molecular switch because of its capacity to deliver
costimulatory signals when bound to LIGHT/LT-a and to produce inhibitory signals when bound to BTLA/CD160. In
this paper,the researching progress of the five receptors functions of HVEM and CD160/BTLA-HVEM-LIGHT/LT-«
signaling pathway in the HSK were reviewed. We have to provide an insight into the pathogenesis of HSK and clinical
ideas for the effective treatment of HSK. Through effective clinical intervention,the inflammatory immune response is
reduced, thereby achieving therapeutic effects on recurrence of autoimmune diseases and chronic immune diseases.

[ Key words] Herpetic stromal keratitis; HVEM-BTLA/CD160; HVEM-LIGHT/LT-«; Signaling pathway;
Pathogenesis mechanism
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S 5 75 9 PE A I35 I 46 (herpetic stromal keratitis, ¢ 5 2 A0 IBUHE I P 698 IR LT 312 40 LA 4R 35 I 5F 9 I
HSK) 2t 1 %) 84050 205 & (herpes simplex virus-1 HSV-1) B % E B0 R A DL ™ T fe 9 1 #0020 B OB FT IO . T A
e P EC L A6 B 2 4 S 0 UK SRR A BE T HSK 9 %R UL A HSK S 7B R 0 LB . HSK R
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CD4" T 21 fa A~ 5 W S e BRI, B 255 5l S 5k
% OhE R B, Hof CD160/BTLA-HVEM-LIGHT/ i [ % % «
(lymphotoxina, LT-a0) 2455 8 i 76 HSK JE i 72 i i 4 I 51
RSz RE. HVEM 3 i3 5 A [ /Y B4R 245 4 & 15 R T G 24 9
& (I R R A= S (SN 1S S = R N I N BN
SCEE AT AR SR X HVEM (19 5 Ff e {4 (19 B 92 33k J& % CD160/BTLA-
HVEM-LIGHT/LT-o 3515538 % #£ HSK (1% AH 3¢ 52 3 i 55 1 —

1 HSK WRFENFSHEFTARX

HSV-1 it —FloUURE DNA 52 , 2 5 I 0996 J5 14, A2 H
— W) B RTE B HSV-1 MR R 7 X B BB A e,
T O E R LA b AL, X 28 4 ROk U AR I B 1 i 4T
J A o A ), R B R A Rz . HSVAL BB
HSK 43 2 ) S ok e 042 4 J e ' 0 HSV-1 e 2 47 75 , Wi AT
o5 2 3R Ho M 3 FRAE R 50% ~90% AL 10% 45 I IR fiE 4K , A
W) KRG 2l Btk B Y . 4k HSV-1 R BB AT 2 = XM &
IR o AENUAR o 7 Bl B WK R i) HSV-1 W] 4
B AL W 52 K R, T AR Y BE AR = SRR PN 3 ] AR GB
WA AN, g HSK 2 %, 2R & & v] i ol ) ™ &
mE LB,

HHr HSK 1) 23697 7 X o P 22 259 (B 3% 35 sl
HwE) STREHARIT o IGRBT IR W, 5 % IR
EEWE IR TT AR B B AR T BT T v R, L b T R
ST R VR B A A R4S R 4 I T RS AR ) S I E
B 5 SR AL U B 24 ) i 0 1 B T G B DNA Y A2 il
TR F T TE A PR, T4 2 00 7 5 T A A5 2 R 4
PR i B0 45 37 900 240 I P T, B L0 75 0 . SR T, 25 W03A T 1Y
FEVEE T R BRI % T 24 4 9 £ B3 3 A T4 8 1A IT
Bto HSV-1 YA a0 02 DAV BR % = o B 1Y 1 A 1 e
RERL, A BESEIIESE Toll K232 1K R HAG 5 R KBS
BT 0 00 8 0 00 e 38 07 2 IR S I Bl cD4T T
2 A 1 T 7 S IO A . b T B D R T R S o ), I
A LA 90 o) 20 ) 6 A PR T R A R SR SE R T
a5 AT 40 RS AL BU R RO B . Rk s A
I PR 30E S, B JR3 3 {6 FH b 52 55 =) 6 4 0 0 75 30 07 1T 46
HSK 14 1l 5 7

[ P9 412 35 U 52 HSV -1 SRR ffy i iy 5 A2 HSK J& — Fp 2 %2
pCDA" T 40 A 5 19 6o 18 g B4 B , S — iR & %L R
o MR 1970 4F 8 U B9 XU S A B 38 ( Two-Signal
model) ” #5501, T 40 i 9 3 16 75 250U 5 3, 56 — 15 5 i T 41
P 2 T8 % VA T 40 J5 i 2 41 S (antigen presenting cell, APC) 3
R E k- EEAG AR AR a8, B 5 h Tk
FAPC [l Jt il 8 4y 7 19 A B R R 30 . TNFR/TNF 4 5% %
B 5 HVEM/LIGHT , 0X40/0X40L ., 4-1BB/4-1BBL, CD27/
CD27L,CD30/CD30L 45 il /> T 15 T T 40 & ifd, ol i T
AL BB R B 15 5 o RISy T 1 IE /B 4 4 T4 /4 )
T 400 ) 35 b 8 A 8 s B AR AT T N . IRA

WSS T 4 paAn APC 8] 4 il 3% 4 F A 5V ARG EL AR BL ), B 6%
TNF/TNFR Z [8] ([ #0 ELVE F L 5% CD4™ J¢ CD8™ T 41 f 7% b 3%
A A Al AR TR AR S T BUR YT ROVE E AT

2 CD160/BTLA-HVEM-LIGHT/LT-« #1558 %

FLa R 2 N 1 A A T (herpesvirus entry mediator,
HVEM) & M\ TNFR K J%& EST (expressed sequence tag, 3 ik ¢ 5
B4 ) B e b i 52 B — B , 44 TNFRSF14, HVEM J73z
FE KT 3 10040 R S 1 200 0 6 A0 0 R, ok R A o 2
ML B AR A M (natural killer, NK) 0. AT LA HSV
AHiH, 8T 1 BB EE N

HVEM 75 A 250 5162 & 283 I 276 2 AR Ak 4k , 78
MISNX AT 4 A5 H R AR 45 & B9 38 AL 51 (cysteine-rich domain,
CRD) AL AR f R MR g " . H AT A7 4E 5 A Ik 5
HVEM &4, 4 %5 HSV-gD \BALT ,CD160 .LIGHT &% LT-a, H
H HSV-gD & HSV fig 815 F Y4 454, 5 HVEM 4y CRDI1
J CRD2 {7 i 45 £, 4 B 9w 75 20E A fid F 40l . BTLA A1 CD160
5 HVEM 254 T CRDI fi g, &k 445 5, B 1k ok 40 i i
AL B AR R A B, I G A A A R AR G L A Ak PR 3
b )0 S Murphy %8 8 5E— 2B BF g oh 2 0T,
BTLA-Ig A] DA 5¢ 4 BH 1k CD160 5 HVEM (¥ %5 4, i CD160-Ig
{LREFS 73 il BTLA 5 HVEM fy45 4, Rtk Al L5 & BTLA 5
CD160 7 HVEM F 945 & 7 S AN 584 —% ., LIGHT 7 CRD1
BLRX T 455 T CRD2 K& CRD3 37 i, Bt 7 Az B8 280 B Sy A 44K At
CD28 e [a] g 4%, HL 7 2k 1Y 00 8 b [0 098 £ 5 S R 1
T 40, AR HE T 40 M 1% Ak 1 5 B o 38 B B, 34 5 48 1k S % B 2%
TR o del Rio 43 3 4 py f sb 52 5 il 4 LIGHT #0.5 p
OOk 5 2 PERL W LIGHT/HVEM, 7] R 38 T 40 i@ Br /v - 19 20 i
BN L, BB E SR, KFEHER o
(lymphotoxin-ac, LT-av ) J& ¢ 98 1 41 it K 7, T 42 #F Thl K Th17
20 Y 3 2R, BUSE T AR BT AR S A R L 4R .

Karaba %'V HSV-1 5 54 50 75 HVEM 3 D35 1 /8 B
P B B AR R /N SRR TR TC 0 B A2 5 B A BUAA L8R
Fo IR Y R B RO BE T A B TR b WL, HVEM 78
FAIE b B RA B2 5 HSK B9 48 RE SN o
2.1 HSV-1gD 94 24 i ok

HSV-1 RAAAER NS, AR LEa2MEES, BA
AT B G g A e LIRS 1 D (gD) JU b L2, J2 HSV-1 &
TSI, HSV-gD 5 HVEM 456 A 05 2 #E i 7 (0 11 5 4i /i
(T A, A 90 2 76 A0 ) 4 BCRVB T o HSV-gD 5 oA
Jie 14 35 4 P45 & CRD1 & CRD2 fi 5, HVEM 57 [a] i T2 7 45
B RAEATR B A ) 2 AE AT HVEM-LIGHT/LT-o 2 8t 60 52 1 34
&%, 51 K RIE ;s HVEM-BTLA/CD160 $2 {1t 4 22 410 i {5 = , 7
N % . HVEM-LIGHT/LT-oa 1 HVEM-BTLA/CD160 it X[
FE RS HVEM B — A 23 IF 5%, 3 [al ke 12 400 8 38 4 i) 4 552
[T S
2.2 BTLA &5t 5 4 Y2 i

B.T ik B 4 ifg 32 3 Al F (B and T lymphocyte attenuator,
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BLAT) X 4 CD272, A J& F CD28 5 1, J& 3 1 i 3 1) ol 1k 3%
PR, BTLA & —Ffi & 41 305 A2 JEER 1Y 1 A9 95 s 26 (1, i 41
X F 1gSF XIRA 3 A His s 2 4> B A JE Kl 6 A& H iR
AR B EIEE . NI A A 3 B EBR N AT 3 AR
P B D T 57 A4 4 B 1 2 (Grb2) YLK I | G 3 32 1A
2 41 ) &£ % (immunoreceptor tyrosine-based inhibitied motifs,
ITIM ) Fl f 35 52 {4 % 2 TR ¥% 4t 5£ ¥ (immunoreceptoe tyrosine-
based switch motifs, ITSM) ,BTLA EH. 4 5 CTLA I PD-1 #H Bl i
g ITIM S FF 2 5 s 44 R B B2 WF SHP-1 Fil SHP-2 ) 3%
S AMH T AT AL . BTLA B 1 63k T 0% Ak 13 72 v 1
CD4" T ZH s (CD8™ T £ Jfw A SR 40 M '), LA R 3 i 1k Thi
AT, S AR HVEM 25 4 32 %5 %) € 28 SO0 0% 1 i
A2k T 3 L 20 A B 60 s T g Y

2.3 CDI60 45 #5425 35

CD160 fy Maiza 2" {5 B 58 NK 40 Jifg 22 1 45 5 ¥ 52 1 if
Bk Bl CDI60 43 Ji Wl 5L W i ik ML B2 486 2 26 11, 2 — A M X
Sy T g 27 000 OEE [, )8 T S e Bk AR (AR K, LR
SEMLF Ak 1q21. 1, CD160 517 % BT B A 40 i 75 19
MR T R, LA X — TV REES AR, i T Y
PR AR [A,CD160 £ 4 Fh Mk, CD160 T LI7E NK 4 g |
NKT 20 fa F1 b B2 ;9 T 3k 20 B - 5 323, T 76 B 400 0 04 40
R % ik, Cai 703 E 4> T 08 BB R IE 52 T CDI60 Wy
HVEM Fme ik, 7T 5 BTLA 35 4t 45 4 i & HVEM, #)1 ] CD4”
T 2P0 A1 A AT B BT B 4, A R B S R S ik AR
TE S 225 T A 30 i 090 £ £ AT, HL CD160 1 1 0 4 7
HF BTLAY" , A WF55 28], NK 4 g .CD8" T 41l g f1 CD160
AT LA M 25 R AR 2 B MHC T 264 1, 9F 75 S g8 b
5 Hh R ) O i oA Y
2.4 LIGHT f%5 5 A4 4235

LIGHT ( lymphotoxin like, exhibits inducible expression, and
competes with HSV glycoprotein D for HVEM , a receptor ex-pressed
by T lymphocytes ) B i g 58 96 B -8 5 15 45 14 5 bt ™0, X4
TNFSF14 CD258 \HVEM-L., H1 T 894 J5 38 B i 1) 437 A5 19 A [
LIGHT % A 3 FRR LR : (1) 5 240 D2 R A X 4> T
H 429 000 % UL =BT R AZAE 19 T B BS 46 115 (2) 5 B %
BT AL T A0 NK 00 5 (3) P65 1 32 3k T R A2 O B 2R
0 (DC AN L, 7T LATE L B 400 | P R 40 L - 0 UL L 27
2 200 0 25 435 H) A BG40 D R A 0 A B AR CD28 kg
IR BT 40 M S ALY 78 BUE BT 3K [ LIGHT AR 4
mRNA B AR [6] 50 0 1 5 2 Fe B 2 b W 280 . — A S ke 2 s
IX 25 4 AT E T 40 P ) A R AL 40 7, 9 — R B R G
Fy T 705 2 1 . 6 A2, LIGHT 76 4 Ja A 39 ) /5 i F 38 1A
Ak LIGHT R e,

LIGHT ¥ 26 76 240 Mg 40 3R B2 iy $R 60 A 1 A TNF (7] I 485
Fydk, DL = BT Xk R AT S 3 Bl R Z R A 4
43 & HVEM, ik O 3 R B 3% #& (lymphotoxin B receptor,
LTRR) ™ I ] ¥ %5 1 32 #45 3 (decoy receptor 3, DeR3) ™7,
HVEM % 75 3k 2 40 i | N B2 40 0 NK 418 - % 3%, LIGHT 15

ZAk HVEM 45 & J5 i it 5 TRAF M X {5 5 & S & B ¥
TRAF1 , TRAF2 , TRAF3 1 TRAF5, i f — # % }& NF-xB %
INK/AP-1 3 % 704 ik 48 5 40 M 9 9 2 R 434k . 53 4b , LIGHT
5 HVEM 0] 3235 F AR/ B E R 40w 2 1, JLAH B 78 A 8
T Th2 20K A R M TeE () 38 4 42 1k 4 e ST L LTRR &
BEARIA Tk T AH 20 JR) 5T A0 M Bl ol 5 40 B, LIGHT & 32 4K
LTBR 4545 J5 vl LA Y55 #0820 1 0 1=, A F 20 i 5] 7 2F , AR 9 3
21 M T 2 1A 1 A% 1k e A L AR W 2 AR Y . DeR3 KA F kB
25 0 LI B2 I A0 45 fi ke U D I 98 A it 45, 5 DA M LIGHT 35 4+
PEZE G, Nl LIGHT 5 5 i 32 & HVEM FI LTBR Ay AH H./E
FP IR LIGHT () 25 W25 15 | H 07T 9 1 32 1k AU AE A R
Fi5, B S M BRI W LIGHT/HVEM J% LIGHT/LTER & # 7]
T T 20 B 1 A= F A4, IR R IR T Al A 3 T P TR 5 Y
ik, #E— LRI, Y HVEM 5 LTRR 7€ [7] — 40 il b 3Rk
i, LTRR e 8t B3 iy S A0y 7
2.5 LT-a W45 5 40530 v

LT-o 2 E G A6 09 T 9k B 40 B 53 W6 09 — Fh ok 2 3, o
TNF-B, /& TNF 8 K % & 2 2 —, H I W 6 T 4§ @Ak
6p21.3, 2K 2N 3 kb, 1 4 MR FH 3 DN EFAHM, LT-a
F 2 FRIILA LT-o3 R FIE = Ri& S TNF K254 58 it
TRAF A7 3¢ A5 530 % 8 T 48 B 3 Ak 5 LT-al B2 1F 4 57 = 2%
5 LT-BR 454 £ 35F CD4™ Tk 4 fifg TH1 F1 TH17 ¥ 74 %
e A L LIGHT A1 LT-o 35 38 25 7] 30038 43 7, 76 T 41 iy
AP RPE N A PR G HAE . 1 BB R [ HVEM 76 40 i
T A KB A Be PXQT il TPEEGD (¥ g 57 58 T 45 #4) 35,
S MR IR BE TR T 37 7 #H 5 K T~ ( TNF receptor associated factor,
TRAF) (#5445 % . TRAFs J& 7] D) 5 41 ffl 2% T 32 14 i P9 1% 35k
BB GBI L E S, WA 3% TRAFs 2 AE N TNF %
ol K W 6 S /7Y it TRAF A 26 15 5 58 B 800
TRAF1 . TRAF2 . TRAF3 I TRAFS, TRAF 0] . 3F — 2 B0 INK/
AP-1 2 NF-«B {5558 P& , J5 2l e K R 3k, 7= 4 40 M [, i
T 40 IS AL

3 HSK 5 CD160/BTLA-HVEM-LIGHT/LT-« 15 5 i@ &

FIAT HSK B9G22 0 POR R 254 5 T IR K &
JOE T, {EL R T 00 B 0 24 1 0 — 2 24 4 4 B BT I 7 AR BN R
I, AL ) G 2 BE 32 21 T 9, 6 H iR 7 BOR I A B . HUAe
T 25 W) O 245 B T R A 4 T 4 O B2 DNA Al TR
JE— T RE PO BE Y BT, 5 AN MR TR R e AR A A
AU B AR HSV B2 . HSK R IT 259/ o5 — 4
T 7 #4250 s 2 B AT = 1m0 ¥R 9T . H AT 2 AT
il ) HSV-gD Z S REHIR , 1l 5 35 45 & (R0 IR BT
fEM B HSV-1 fss @I b & a2 pE A, o W E A
gD FFABESE A=W if HSK. W P A BT HSV LG, Hi i i 54 %
BIEMK . e RBETEUES: W 5T HSV 1gG 5 1 i35 5 KOA
FERY R R ORI G, (A5 Rtk HSK B il AR IR 8 M 5%
PE BT slgA (19 3 35 AT 4R O R AR R M HSK 10U 5
B M B AES S 50 HSK & HLE A 9T, ok
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CD160/BTLA-HVEM-LIGHT/LT-o $415 5 18 % 5 4F SE 5 & = N
HhEEE W TTIZ R . fE R BE R ORE N M B G H, HVEM-
LIGHT/LT-c 2 fit Y3 7 i 8% = =, HVEM-BTLA/CD160 $ {ft H
[0 5 o BRI ORI A S 5 1 F e R T T AR T LA AL
VB A R ) G 8 SR E SN, H5 0 R AR Ak s i A B /NS TR b
BUAR G o TR AR SR 15 5 38 B O FF & 8T 9 3R 97 & 2 SR AL Bl
M AE

FESER M B B 2 Mk 32 R R R ML 5T b Sl E
B bR HVEM /N U5 328 BN R & 3L HVEM {5 54 T3l
it 5 AR 9 45 4 1T LA 5 Thl-% Th17-%0 T b B 40 B0 4 s
B BB HVEM B4 S 9 {5 5 50 1% 7T 4 2048 K IL-TR #Y
TSR o A, 28 B A BEL BT A e A R 5 5 B IR o
TR _LIRIER, (43 CD8™ T 411 ity B VE FH (v #0410 Mo % % 35
BRI A T, AT BELIBT CD8™ T 40 i i3 4k 1170, g ag e
TR0/I BN G VS 5 9K B 400 M 355 3%, & B HVEM B ik )5, T 41
J 3G Ak 3 A, 2 B F§ HVEM HU BT T HVEM-BTLA ) 4 B
YRR, AT T 4 A% 5 il s 5 .

T e 45 1 g gt FISK /)N USSR ) 9 5 40 B R B
YEHIEILAESE BTLA #£ /N LA A i Hh i) CDA™ 41 i K /1N B ff B I
¥ %35 488 BTLA #1502 5 17 HSK (kL R k&, #—4
WFFE 4, MU FE 41 DNA JFiRL 45 i BTLA (pBTLA) , %} HSK /]
BRI AT ML S P 3 S5, A0 TR I HR CDA” 20 T £ S VS il R R A ket
WELH /N B S s 4% . BTLA-HVEM L1 {5 558 1 0 i) CD4”
A0 M A TE AU T HS V-1 95 B T SR A I AR NE O BRI, L
BTLA 15 HVEM %5 4 X HSV-gD T80 o it 350 BF 5% 9 &
T LLSS BT ST 9 iR 48 45 T pBTLA & 75 3% M HSV-gD 5
HVEM [##1 5.AEH .

CD160 5 BTLA 3% 4+ 1 45 & I & HVEM F CRDI i 5%,
Kojima % ) 1] FFJ ¢ 17 %5 8 T K L4 2 91F 52, CD160 15 BTLA 7¢
HVEM I {25 & 00 8 R4y 88 5 55 X, CD160 7E g 4 X £7
ARG, B AR T 0 LMl 5 5 38 F BTLA 5 HVEM (14
TAE . 7E fA B 48 i ) H, HVEM-CD160 5 HVEM-BTLA
1) 32 2 50 A I 75 5 A A TR) , 67 0 £33 559 BT T R T

45 APk LIGHT 5 HVEM A9 48 B 4F H o] LL# ] BTLA &5
HVEM 54, 3% 0] L5 NF-«B (9 36 1k o 4 B 45 5 ¥ LIGHT
H1 2R 1 W 2 A S K M LIGHT Bt , 7] &t HVEM-BTLA fy #0
YR, I FLK ¥ ¥ LIGHT 5 HVEM () 45 & 75 5% i B 45 & #
LIGHT 5 HVEM {45 £, W T 30 0 By [7) 0 8 15 5 i £ 5,
LT-cu 2 P T 1) I L0 200 i 42 32 7 S 8 22 43 24 T R i 1
— AR R4 B F AR E Thl K Th17 400 034 A4, BT 28 F
FE I A R HL ] A

4 NG

g5 BRIk HSK TEBUE M 54 050 v J& e Or , H & 5 B il
S Z B, CD160/BTLA-HVEM-LIGHT/LT-o 3 % 5 i J& %
HSK 78 B A 4545 FH o BT HVEM J5 7] DL RE 3R 75 5 P [R]
F% 5y 723509 18 HVEM-BTLA [n] T 48 Jitl % 5 67 1 40 i 15
S A G g A8 IE SN IF B 4% A T 405 CD160 5 BTLA 7E

HVEM b #9258 07 15 9 A 58 4 4 7] ; LIGHT A1 LT-o 3 24 3t [
R 1,70 T 40 A S G 5 B 2K R SR B AR . (A2
HVEM-CD160 5 HVEM-BTLA #y f7t o4 4 i {5 =5 B 4> 52 38
LIGHT 5 HVEM KA £ I & 15 ] LA ] BTLA 5 HVEM 45
£ BLWT HVEM-LIGHT J& 75 a] DL 42 48 4E S I 45 JF 3% A 1
HSK /) B AR DUSSAIE o JC A8 AR 5 AL 5 5 78 T 4
J 0 Aot 2 v i B AL R S B A . FR AT BN HSK Y
S AL BEAT TR AR ST, O e R YG T 25 % FR e 2 A, i i A AR
F4 W R T T e AR 2 P G 8 B E , TR 2 B8 %F 1 L 9 388 11 5 )
02 0% RN P B P A B A6 9T AR T

2% 30k
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