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K BN 2 1130 £AE FMHC-143 T HO 454 ENK A i
X IEH A 52 . — HKIRFINKG2A/CD94 -5 §E 41 Jitd &
I FMHC- IR ZE & )5 . KIRFINKG2A/CD4E) Al fii 25 1
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FIFceRI-y Il 2 437 B T X 1) He 92 2 1A i 2 IR 3 0 5 )7
[ITAM; Yxx(L/1/V)x, Yxx(L/1/V) 8150155, ITAMBE
Src F IR MW IR A I S 5 Syk/ ZAP-70 5 I 25 1 s = IR ik
fitg, Ak R WERE LGS 2 GG EKIR 4,
NCRHMICD16 5 FITAMA B & 1 ( DAP12, FceRI-y
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Fig T NK cell activity is controlled by the balance of
inhibitory and activating receptors. NK cell activity
resulting from the interaction of a NK cell with a normal,
MHC-I bearing target (A, tolerance) and an abnormal,
tumor cell that has lost MHC-I expression (B, activation).
Engagement of activating receptors (KIR, NKG2D,
CD16 and the NCRs; only NKp44 is shown) with ligands
on target cells stimulates NK cell cytotoxicity and the
production of cytokines through transmembrane
charge-based association with homo- or heterodimers
of accessory molecules. The accessory molecules
recruit signaling effector molecules (Syk or ZAP-70,
phosphatidylinositol 3-kinase (PI3K), or Grb2) to tyrosine
phosphorylated (Y-P) cytoplasmic motifs (ITAM or
YINM), which mediate downstream activation signaling.
Some activating receptor ligands are upregulated
after cellular stress, cancerous transformation or viral
infection (e.g., the NKG2D ligands, MICA/B and ULBP),
further increasing NK cell activity. Normal cells are
protected from NK cell-dependent cytotoxicity through
the engagement of inhibitory receptors with MHC-I
molecules (HLA-A, -B, -C and -E) on the normal target
cell surface. Upon engagement with MHC-, inhibitory
KIR (KIR2DL and KIR3DL) and NKG2A/CD94 receptors
become phosphorylated on tyrosine residues within
the cytoplasmic ITIM sequences. ITIM phosphorylation
leads to the recruitment of SH2 domain-containing
phosphatases SHP-1 and/or SHP-2, which dominantly
suppress the membrane-proximal tyrosine
phosphorylation events to block activation signaling.
Note: Reprinted with permission from the copyright
holder©2009 Landes Bioscience
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Tab 1 Killer cell Ig-like receptor (KIR) family members

R 1 RMIAEEEREAHEZR KIR) HRKEKR

EHEEZ H& RE_ERIRAIFS BEEREREMER
KIR2DL1 CD158a, nkat1 HLA-C2 C2: Cw2, Cw4, Cw5, Cwb
KIR2DL2 CD158b1, nkat6 HLA-C1>HLA-C2 C1: Cw1, Cw3, Cw7, Cw8
KIR2DL3 CD158b2, nkat2 HLA-C1>HLA-C2 C1: Cw1, Cw3, Cw7, Cw8

KIR2DL5A" CD158f Unknown

KIR2DL5B" KIR2DL5.2 Unknown
KIR3DL1 NKB1, nkat3 HLA-Bw4 and some HLA-A B08, B27,B57,A24
KIR3DL2 CD158k, nkat4 Certain HLA-A allotypes A3, A11
KIR3DL3 CD158z Unknown
KIR2DL4 CD158d HLA-G
KIR2DS1 CD158h HLA-C2* C2: Cw2, Cw4, Cw5, Cwb
KIR2DS2 CD158j, nkat5 HLA-C1# C1: Cw1, Cw3, Cw7, Cw8
KIR2DS3 nkat7 HLA-C1* C1: Cw1, Cw3, Cw7, Cw8
KIR2DS4 CD158i, nkat8 disease peptide?; HLA-C* Cw3, Cw4®
KIR2DS5 CD158g, nkat9 Unknown
KIR3DS1 CD158e2, nkat10 HLA-Bw4?

“KIR2DL5 gene is duplicated and encoded by two separate loci within the LRC gene cluster;'?” *Activating

KIR bind classical HLA molecules with low affinity; ®There are conflicting reports as to the HLA-C alleles that

KIR2DS4 binds.76,77

Note: Reprinted with permission from the copyright holder©2009 Landes Bioscience
KIR2DLSEFEBLRCEE AR IHA A m EH A7, AHEMKIRSZARHLAS FESHFEMARK 25

KIR2DS4% S HIHLA-CE L EERIE KRBT —H.

i AEBE AT A #©2009 Landes Bioscience S #iF AT

A S EEAER LY, U R K,
KIRTR PRI, TER—A 2 B 2R, ATl
B 2 Z B MEHLAS A2 WML R4 53, 514l
M2k (T cell receptor, TCR) AH{El, KIRiEFMHC-IM K
S5 M SHLAZS G AR, STCRAFMIZE, KIR{LY
MHC-IIRZE SRR I A s 69, A, AR
AN [R) 0 KB AT IS KIR S MHC-TI 454, /R HE b i
e JU B B0 i g Ok BRI i 2 D s 1 o M KIR Y R 51 g
J1, DT REARNICAH )16 A (57

I AT 0 £ Rl il P KIR AT 3R 1 1009% 4 £ FTHLA-CHY
[FIFp A (allotypes ) ( AI43 AHCLFIC2FE4H ) SXHLA-B
FIHLA-ARY [F] Rl 5 B2 . HLASR - H iR 2 7 41
B4 DR 2 AR S KIREE & AR e (R UAER2A) .
HLA-C2 [ [ Fi 53 70 (1 4R 1 2 515 8 40 2 JiL 1 Ay it 2 1R
KIR2DL1 7] 5 HLA-C2 [ [A] Fj S il 45 4 (s8¢0], KIR2DL2/
KIR2DL3 W [F]—FE R [ 55 L, HLA-CLIF Rl SR 5
SN IR N KA, 4G eel | 7R B R
KIR2DL2 5 ¥/ HLA-C1[m) A S5 R B S i i Ay,
AR, TEHEEEAL T, SKIR2DL3AHLL, KIR2DL2

R B SR I Z AR FHGEIAN (AL AR
S IRRIAES ) , KIR2DL2/37R¥ 1] 5 F e HLA-C2 [R] Ff
SERHDBCAR AL S8 R HLA-BR) Fl S R 25 4y (o) R
KIR2DL1-3H% A5 e S w] 411 il NKAH A % % 354 —HLA-C
[ ol S5 TR A 40 A A0 0 7 P VR . KIR3DL AT 31 i
“Bwa” IFFERLY, X —2)7 W TR 240% M T HIHLA-B
(7] Fofr S U L S HLA-A R Ff S5 A (o) LA AU HLA-B Y
[F) b 55 B LABwo I 7 W ARFAE , X — P AN EBYKIR3DL1
P 6769) . HLA-Bw4 ¥ Al gE— 24 N 55 80 B LR N
Sre AR AR F A SR, 43 HIXTKIR3DL A 3 5
SR UG AN Sy leres7ol o Rk, KIR3DL Y AT #I i NK
2N AT IR HLA-BFIHLA-A ] o 57 80 B BR324 10 58 200
A 20 I FEPEVE . © AIKIR3DL2AY ] L B HLA-A3 F
HLA-ALL[FFP SRR, R i S IRBE v P8 e A 1 =2 0]
MHEAER 72 S HFE 1E, KIR2DLSHIKIR3DL3 AL
KA T, HARYEE.

W0 M IR 55 0 7] RUR A i 1 X ] e 3 4 )
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Fig 2 Multifactorial diversity of KIR inheritance and expression. (A) Inhibitory KIR have separate and sometimes overlapping affinity for distinct
HLA molecules. KIR2DL1 has strong affinity for HLA-C2, while KIR2DL2 and KIR2DL3 recognize HLA-C1 with strong affinity and HLA-C2 weakly.
KIR3DL1 recognizes Bw4 motifs, but not Bw6 motifs in HLA-B and some -A allotypes, while KIR3DL2 is only known to recognize HLA-A3 and -A11.
The ligand interactions are indicated, with wider lines signifying a stronger affinity, while the HLA groups lacking lines (e.g., Bw6 and other A
alleles) are not recognized by any KIR. (B) KIR genes are inherited in gene arrays named haplotypes of which two major subtypes exist (designated
haplotypes A and B). The A haplotypes encode mainly inhibitory KIR (KIR2DL/KIR3DL) with only 1-2 activating KIR (KIR2DL4 and/or KIR2DS4),
while the more diverse B haplotypes encode additional activating KIR (KIR2DS/KIR3DS). Representative examples for both haplotypes from four
hypothetical human donors are shown with the inherited inhibitory and activating KIR listed. Due to a 22 bp deletion leading to a premature
stop codon in a large fraction of KIR2DS4 genes (denoted KIR2DS4A), many individuals with A and some B haplotypes fail to express functional
KIR2DS4 protein. (C) Minor KIR allelic polymorphism can affect both the presence of KIR on the cell surface and their level of surface expression.
Many of these minor polymorphisms vary at only one or a few amino acids and it is currently unclear whether some variations also alter HLA
recognition. Examples of some KIR2DL4, KIR2DS4, KIR3DL1 and KIR3DL2 alleles that affect expression are shown. (D) The variegated expression
of KIR during NK cell differentiation will generate a pool of NK cells that is heterogeneous for KIR expression and NK cell activity. In this example,
a person lacking expression of HLA-C2 would generate a hyporesponsive NK cell if KIR2DL1 was the only inhibitory receptor expressed on an
individual NK cell (no self-recognition). In contrast, NK cells that express inhibitory KIR for which ligand is present (KIR2DL2, KIR3DL1), would
become fully functional (self-recognition). Adding to the complexity, Fauriat et al. showed that KIR3DL2 was unable to license NK cells,”? indicating
that an NK cell only expressing KIR3DL2 as a self-recognizing receptor would also be hyporesponsive. Due to their low affinity, interactions
between activating ( “S” ) KIR and HLA are not indicated.

Note: Reprinted with permission from the copyright holder©2009 Landes Bioscience

B 2 KIREEMRIZNEERMESHENE. (A) MEIEKIRTFRRHLAS FRIFEMATRE, E0EH/NEE7SES. KIR2DLIXTHLA-C25H 7758 ; KIR2DL2F1KIR2DL3
XTHLA-C1895EH1 7758, {BXTHLA-C25E 4155 ; KIR3DL1ARSIHLA-BFIE LHLA-AR# RE A RIBWAEF, MIEBW6EF | EAIKIR3DL2{IRBIHLA-A3#0
-All, BRERTRINERBEER, HERRFENIE, RHEEZNHLAS F (MBW6MEEEMEREA) FEEMKIRIRA, (B) KIREEZMHAEZR AMRE
i (BRIEPRATNE(EIRB) B EFETIFTE£AY. BIERARRDAERD HIHNEITEKIR (KIR2DL/KIR3DL) , {X4RAS1-24N3EHKIR (KIR2DL4F0/5HKIR2DS4) , TE
LR BERBRIDETRIHIEMKIR (KIR2DS/KIR3DS) . EBER T4MMREMH A F A &R I i A MBI EFEEKIR, BF KA KIR2DS4EE H
22bpHIE A S BURRIZ X £ IEZRF (FRAKIR2DSAAEH) , EIR S EHHRERATS L B ERBIMETRERIATNAEEKIR2DS4 ZH. (O) MHIKIRE
UEELSERZWKIREAMIRANEEREEAMRAIRIEKRE, RENMISTERNE—IMHHNEERARE, BANEFEEELTRETHSNE
KIRITHLARIIR 5. B 5IH T AR IERMEMEREKIR2DLA. KIR2DS4. KIR3DL1FAKIR3DL2, (D) ZENKHAES L 2H, KIRFRIZMARREF K TKIREIE
FNKY A 514 S0 SHBINKR A, ZEABIF, NRKIR2DLIARIEF A ENKA R ERIME—IDF 20, BARZHLA-QRIEMASERER M IERINK
M (FEBBSIRAEEN) . HR, REEBMERFERNINTIMEKIR (KIR2DL2, KIR3DLT) MINKAME TEEF R (BFAKIAREES) . BarERES
BEINELEE %, FauriatE /i % ERKIR3DL2F A EELE FNKARAE “HUER" 12, [XIRRIVNFIZBHIRFZAKIR3DL2AINKA At R R R R214AT, BTFEEE

("S") KIREHLARIFEF AR, ENZEEEERREERRIRE.
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FHUTH B AL (1) beewrssl, SR, TR
MG B (A A AN — B, S5 AR SR i ARTERE . B
wn, PIIRESY 2 B HLA-C1/1-C23 HKIR2D S4 4 ¥ 78 it
fRrs7], - EKIR2DS1 5 Epstein-Barrj #3244 411 i 22 8] ) AH
TAEFAARL, HLAZ T 538 AR KB vT REXG s s 1
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AR A FLAA

KIRAY % #E1E

KEZBHLAZ FEME IR T 485 SR 1 )7 51 2 28
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WAL I 14D A KIRFEE R ( HRTY ) B[R] i 45 [
Wb (2) SKIREEFENAELENEFAIE T AN 28
PEs LUK (3) AMARSME i HNKEH i AN R KIR 77
IR E T2k,

KIREER T YL (/K 19q13.4 b 1Y 11 40 M 52 AR 524 1A
H120150 kb1 TN o KIRFEPR AR ERHESIE SLfs iRy, &
ATTAE BRAERAR P 1 50t LA B 38 4 36 A7 i DR AT ol 2 58 7
FEPR ) L )3 S i UL N R A B IR A
AR 2R SZ I, A KIR3DL3 . KIR2DL2/3,
KIR2DL1., KIR3DL1MIKIR3DL2, LUK IS PEZ 4k
KIR2DS4HIKIR2DL4 ( ¥[2B) B, BEEIE, FRA
PRAER0% Y R 5 35 [ AR, KIR2DS4 /1 T/ MAb i 2k i 2
JIIRE ol i H R M5H & B KIR2D S455 v H A Kk
TR B, L, 2 AR RAGR = B PEKIRI 3R
Ko MR, RSB SRS 5L R 1 R B5ORT S P KIRSE A
FIECR B RE, BARABRYT g SR . BRKIR2DS4
ZAhh, B HAT — TS EKIR2DS /KIR3DS L (4]
2B ) B8], FEAN [A) A (B KIR B AR AFIB I 43 A1 4 AN A
] AZERRYN LS8 AN — B A0 A KBS, T e 6
B A H AN DLRRAEAR A =, (EFES KR 425 A
DL BRAHARB SR Z2 508284 L ATCAA (6 23 A5 7R T AR A e
KIAZE, BN, Heewi)minam AL, 929%1) H A& A3
JKKIR2DL2/ 3l fA——HLA-C10), [, ARk
IXAYKIR S HLARCIAR A A 25 F 80K

PRKIRSL R BRI Z RSN, KIRFIHLAJE K N
NI 22 25 A 3 AT AR £ 25 R T 5 R A T 3R
R RIBAKF (El2C) o #ildn, KIR3DL1EZ &M

F B MKIRFE R 22—, HAS ) 45 o7 i [5] 76 40 Jif 2 1 19 3=
TR KA AR E s86] | HE LB RTRZE A0 I (K 4 ) A AS 6 318
T4 F 1 932K ( IKIR3DL1*004 . KIR2DL4*008 7l
KIR3DS1*049N ) ; SR, H Hl i AS 35 A ik L6 240 it ;N 32
T RIS E sl 4, — BBl 58 K BIHLA-
BwA & T AN R EEA L SZ M S KIR3DLIA SRR 7, i B
SN KIR3DL LA I §E J1 7080901 X HLA-Bw4 13X SE 52
WAL, HLA-C1FIHLA-C2EE AN aE It 3 51 5 0 5
KIR2DL2/3FIKIR2DLIA RS 1), Rtk S50 B 2
B KIRFHLAR SE A ), 852 KIRE{HLATE
20 L T 1) R KK, T LK — 22 118 4 T 5 M 1) A
SEA I

51N E IMNK A it P KIRSR A B E 57

BRELR KB ZREPESS, KIRTEARRINKANIE FA A
[ B i, DR L AE A1 8 i H T 28 38 S TR KIR 4 A
FINKAIMLE ([E2D) o0, ZENKANIEM & & i i,
Z A KIRFEAL RS TNRAMIR A . T KIRFIHLAS
B AE T AR AL oA b, NKEH IR 5L i P KIR
SRR EARIEA TR R . FENKRAIA B fE T,
KIR[YRIE—EJa 5, RIS NKA A AR A i JE 1 2
A PR B PR RS E 20, ZENKAHIE Y, X
FhBEALEE 15 T 2R B NKAN I 2 B = — s £ KIR,
R IR—A 2 A KIRDY, 7ENKA L ) A2t
NKG2A/CD94 RIS FKIRFE A, HH HNKG2A/CD945
KIRAYILRIR 22 L ik A/ DA il PR KIR AN K A A 2

TENKANI A B i, 08 HE R IMKIRE
KA TIT . Fischer & M, 7ENKANHLAY /b e
KIR2DL3%E FKIR2DL1FEA, I H &Ik 19 565 T 52
KIRFE IR ASZ (R, KIR2DL3*NKAHMIr & 1) kb
Bl K FRIR2DLI'NKANAE ) 01, i F R4 507 3k P 35 ¢
AR, SRR P DUBOIR S M) S KIR 2 [ 22 38 0%
i, S{GsE— DM IR AT, w8t THE
KR >S5 56 PR A A 8 A KIR AN At Jor o5 Eb
AR 85961

KIR/HLABDIE & 4514 5 3 6 {5 AE 7 M B 7R 9% B9 5 = 1
A KIR S [A] P M HLABC AR 22 18] A9 AR EAE B 5

M 6 TR X 4L A2 R FNK A A . T4 S sNKT 20 L F) S A 7
BB, PR AR EL AR FH AT VBT S S KAk i
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N7 I I M B e S R 708, i HL, P KIRFTHL ARG A
P A 5L R 1 HLAT B 2 A8, TS [RIKIR /HLASE A
HE (PFRNKIR/HLAK ALY ) (A 8% 5
X9 BURZS A e, XA RN, — Rz
IS8 40 AN [ A KIR/HLA &4 55 K 55 ) 22 Fhoe o
1) 5y MR T 32 06, X SEBOR AT« e B e e
Wi (. HIV) o S e P50 R 1 4 e P
(BKER . 4Bt . MRS . Rkt S B kR S
S ok 245 BRI R G A ) LA B R AR IR 2, SR R B (
RMEFRSCIE TR ) Brossl, oAb, HRELAFSTHGEKIR/
HLA A SR SR (SRaRE . A, &
SR AV AT A IR IR ) 19 B kA oo os)

KIRSHLAK K ( SFa AR R ) fReE 46
IR A 10045 55 X0 1) B IR A OG , IXH /R Z2 R rT
s AL Lol Y 2R R B, M4 59 I KIR /
HLAR AR A (A% R T KIR2DL34E A -5 [\ Ja o
HLA-CIACAR ) 5%F S TS 1) 5y Sk S IEAH DG . G
WHoedes, TEALBIERAR CHhFIRfERESS ) SEINK
20 R T A AR 3 B SR, 3k T RE A A Ao R G i
WG . S22, 2T SR I S A KIR /HLA
04 LRI RN g B B A ORI VR o ik SR TR
N, N 20 61T 40 P 4000 o P TR [B] (%) 4 B A
PSS, RIS PRAE JIBkGE . SR, Carrington 3255 % &
PR PEKIR3DS 1/Bw4 I il P KIR3DL1/Bw4 1) 52 {4/ ic
A5 B XTHIV/AIDS A TR VE R (i bR AIDS
[ R A R ey & ) Do, BERTKIR/HLAZH G X %
PENE R INAT ZFE s, e — T AL Z a7, b
IRGE S AR

BAT AFRIRBIRE 1 RIKIR/HLAR] A EAE I 20 LA
P72 M N KA B R o S —, AH AR I
A R RE AT SRS S M A B A R P S 1A S, B
PERIR/HLAK A5 56 R Y ) i AH AR 25 3 BN KA A 1)
25 SR R . R, KIRVE Ry 28 BHAS A 5 N KA ()
AL . S E, T NIRRT 338 145 25 5 g
S 60 P 07 2 SN REAR A 5 SR s XTI
M KR/ HLAR A2 N R AT BE LA fEF M. S, 7
PR Z INKANEZE T (education ) sl (licensing ) 1)
AR, BA ARG ) AKIR/HLARAH B4R AL
FE IS AT S0 07 245 27 SN i 3 114 2% 75 7E NI i %
bR, HAa A FRENEE S B MHEC-LE 241 i 52 1A
SR e ENKAN A 0 e 2 AN DI RESE B, AR, HA A3
PUNEE S I P2 K ( KIREENKG2A ) FikHl= [INK

AR REIE 3 A, FLNA W AR, P, KIR/HLA
[ RAEAER, JoILREAT B R T Al PEKIR /
HLAIR] P AHELAE A, AT V8 7 52 0 NI i ) g 25 2 -
(1) FENKAHMIBCAGE R, BATT AT (i i N KA M D fig it
ARG (2) P RCANKAN A TG LI (E . KIR/HLA
V] 14 A ELATE 5 M) S SN R 200 b 37 28° 52 7 1 3R T L
TR AE AT I o DRI, ARME U4 2 AU KIR /HLA &
A VAR R TR 2 A i) S 0 A DAY B8 10 255 S Y o

JUE PR KIR/HLAXT B (1452 M [ B 2 B i 22
R 3% SR SEBIF A R 12 BEKIR / HL A H0 2 DI RE 1) 5 1 oy
IR flan, 12 2 A RIS W AE R 1 2 1)
(1) FEARRARR (HIbEe= BEMFEITESL) 5 (2)
BZ A S 0% B QAR s R A I DT L, R R AR
SRR, T HAS R RO Al KIRFTHL A A 2945 25 A AH

F) 5 (3) —SeWFITFE it R AR AR IE T AR
M RKIRZEN KR s (4) RAEBART 5T % EKIR;

(5) k= A KAR AKIRZ 250 T HL AR AR 5 68
(T S Y A TR PR . BRAh, S R AN
A EEMIANE BN, 1 FLKIR/HLARY) 5 2 0] 765200 —Fp
PRI 2 B (AN ia BB . s i Je B B A R i 4
%) 5 P, ARMERUAIIE ) Y DR BEKIR/HLAK &
(AL PR RS2 L] S I AN R0 20 Sk 1)

KIR/HLA%B & ¥ £ T35 0 F 48 B AY S i S5 7 B 52T

1ML T2 A% ( hematopoietic stem cell transplantion,
HSCT ) # M T Mk RGeS ER R A6 Y7, #5 B B ih
oA A PR R S AR ). A SR A B H e T U
7], HSCTH &R 7 HL AR Fft 55 B0 R] 2l >k BAF B RS AR )
POMRAERT, LIAST MR RG0SR, SRt
18 35 ( graft-versus-host disease, GVHD ) NEIWEH . I
K, AHFEES, BEE RN G PEKIR Y 32 (HLARC IR
[F1] 14 [vi) o S Y AT ik — 2B 52 MR HS CTIRYY ML R Ge B 1k e
I o
ST IR KIRFTHLASE R 9 F & 1) 2 RE 1 R AE &
TR A RNKANM | KIRFA M Z L, EHSCT)S
7RSS I DR NK AN T GEXS B = A6 M HLARC A
(PRZAKIR/HLARCIRRSIC ) 9328 A=A [R5
RS R bosorl [, FEHSCTIE R, Bl fibs 3R
IR KIR S B A 52 4 238 I HLABC A Z (] (9 55 L 1T B 2%
7 Az [ RS R R N PENK A, A ] T 52 2
GUR MR AN, AW R, KIR-HLARC AR R JCH AT
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s T AM A B HSCT, BRI A HSCTH
e T A 5 32 4 T AR A HLA PGSR AGR DU fid . A2
BEDY A R — B A3 1 LR 2 TR A i A A
MIHEE

20024, Ruggeri®F /K3, [RIFf 544 52 07 1 NK 4 A
e R AR PP B S A A I R R, B
2P AR A A I HS CT R 2P 2 (1 1 (AML)
BAEMIRITIY RIS, AR LB, NKAAY [
Fh SR S BEPERRAIE T HSCT ™ B (1 I /E Fl——GVHDHY
KA, GVHDH IR SR T A 5. 52
R E —3, B dE— 2 ESE, GVHDII /& H
FRAESZ R BR A BB S A R A T B os o9, {4
R, ATRESE T 15 % A0 A 28 BOE T2 IR Y
Bofds, [AAh S RINKA LT IR A HSCTAZ 4
GVHDX 1E 7 22 S B

AR, HEHF /N Y S5 45 A RE S B
KIR-HLARSBC AT HSCTY 7 A4 1A Fl s o2l A2, 3X
BRI BRI ST R ] 5 Ruggeri & W] B ARl HSCTIAT T
T, WG —Lefffgg o gl S BIKIR/HLARD
TRAS BCAE B R AN A BIHSCTIAR YT A IR, Kt
BT TENBAEXRELE: (1) NZETRAMEER
G AL BE, anas BT ARYY, DS R HE
JRFIBEAEAE Ty (2) FERERTIHBRHSCH I K T2
L, DABGIERAGVHD; LK (3) Hid KEHSC,

X BAE AR G I HSCTIF AU & A ALY o5 — [ &=
&, HEE SN E I A AT REAEAE R X 32 7 A R A R
S FINKA A (A NKA S = 7T 5132 E HLAR 1
HIPEKIR ) o919, GG B, HSCTZE RN IYZEA K
AN vt 52 05 (35 AR AL A KIR Rk i (1sme)
I, KL R P A S 43 TRl i S5 BUNIR A MRS A 45 52 5 7T
HEH N B 25 . Fauriat® (20084F ) ikt &AWL, BLEEH
[E] P18 N2 J 3t v ) A S5 0 52 7 Pk N A L O o7 L A7) 5% AN
HTE] (02%-62% ) , SXAE/RIFFAEFA 1R 0 A& 1
HSCT 200l F ZWF58/INAL A F S8 34 St oot 4
AR R S RINKANN, FBRizr e e an, It
A —E WPt A I E M7, I AR Ak & e LA
IRITHIS

B T RS AR S B HSCT A VS E 25 AL A1, KIR-
HLAM) X 2N HSCTRACR . filhn, Hsufs kM
AMLAIE BERE A 50 5 A AE B S FE R 2 M EKIR/HLA
Bt (A i B HLARH A FIHS CT e JCHER A= A7 4iE K018,
RIS, Leung 5 MM FT o, 45l bk CU IR 0 SE 40

BEALEHZ ARHSCT (7EA AT )5 B8 A R 1Y
HSC ) 67 5 M0 I KIR / HLARC AR 0 A 25 T N AF
WIRYAE K 9] 5 2 A%, CooleyZF WY& BF 9T & P,
AMLEE F 7R 52 & TA R A HSCT IS R BE AR 2 T4 1l 12
KIR/HLAFCIRFE AL, (HJE, LR R, Y5 SH
F/DKIRI— A HAHABES (BAEABH BT IRA S AT £
MIPETEEKIRIER ) | 2 & W TC R & AR A 2 s
ICHE /R AR X BB 1Y 52 R B A N K4 A 26 1K 0 22 A 3G vk
KIRHW, A 2 Al il

M2, YFEMIE BN, fEHSCTY AP AMLFIH:
BIRRAE FPKIRS -5 A NKAH A Ay (] 7 28 S 1 P g 4 FH 2
AR, HA, KIR/HLABCAE, AC I S 200 R Fh 52
MAEEE S, i HEASPLRIARE . RRm) TAERMET
UCEBAE A, IR S TR X KIR/HLAAL A IR 45 19
PHAE

JENE B TT BIKIRGE 7 SR B%

F T30 o R AE 81 17 N 36 b mp % 5 T A
FH L DR DAk 55 KIR D B 4373 57 S W6 1T i 5 A0 NI 4
FEIAYT e AV B e v TG PR D20 X 5 GAHLA
G3F IR BB A IR U UM DG, TRk e g Il
NKAHHL S AR . B T 5 30 M KIR A T REAHOC AT
SHP-1FISHP- 2 iR i 2 45 Fir 24 2L — Z2 41 R 41 il 12 A2 {4
()L [R5 5 5 A8 20, DRI n SR 1 FH 24 o i 3k e
WERRHE, T REAN A R IR YT AU SR A I NK A AR Y
Dife. SV, TRY7 MR S BRI 400 RO FC AR 11 11
SR B2 AR NI I 4 736 16 R

I, Binyamin®5 R ARG A (AR5 CNKAN I /4 AL
MR R G LI, riAN-FAYKIRPHA i (L CD16
WPEADCC R N2, FEEA S, X LIRS s
BA— [ PR IR LI S B (2 35 B X A A AL A )
71, XHERIEE R A TR AZ AL W] B X TCH A )
(4 IR A R e o AR, d5ca O FHKIR /HL A% 3
DRI/ BB A 7 R N AF 5T 2 B, B A A KIRBH i
SRR i 1 XoF Jlv 9o L % 0 R ATG 1 R S iz 20
H., Binyamin¥E L ARG A ARSE 0 M RGN, XFohis
FRSEFN J1CD1655 JE K ( FeyRITIA 158F ) AOHEENKAH
JiL,  KIRAPEIFRN AT B 47 A ADCC R 2 . X — pi AR H
B, RO bk LR AR A A A FoyRITTA S5 o A
(1S8F vs 158V ) a1, FrLURFEXF 2 E ByE
I7 I PR RN R AR Beeanas) 5 —IGURT T Y BSR4 R T
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— BT B ABUR, E AR/ INER AR A B,
PUARATBHIKIR2DL1-3, H Al g R S AML A AR ﬂ;HEI’JNK
Y B FIADCCIR ), 25 b, FERRE &, KIR
(A BELA AT AT BE A VDS AT A T IR YR YT 1R AR UENK AN i A
SEGT bR P A R BE PR SN, X e T A AR AL T IR
AR

N
o

B2, FATEKIR/HLA [BIAHEAF FH 22 R0 ) B A

Kﬂfﬁ?}’?&/\, {B%ﬁéﬁﬁfﬂmﬁ%ﬁﬂﬁiix‘ IN-E/S C N T
ORI AYJE : 0K 2 5 2 AR M 2 AR T H AR 22 A TE

1@@@@;&%@, Mﬁ'ﬁ%ﬂﬁgﬁ% (AL FEHEAE ) 1
Gy, DARHSCTIRYT A (JCHIZAML ) M4 AL
P ﬁ%%ﬁﬁ%m‘%ﬁ]ED%?HH@%%E%%@I(IR%HHLAE@KEJ%
AR SR LA S A2 A /e L 1) S R0 0 X G B S RE AR
#%@%KIRE@ CERAR, A, WFFE4FE FKIR/HLARY
AHELAE A0 ] 5 i N AR BT BE , DA 5 it 2
AR . FLHLEA FFE Z IR ER AT . 5ok
BRI B, KIRAYHFELERLN T A8 2l 1 A T T4
WA T FeJa, TR E FKIR/HLAZ & IR
b il T AN AR RS A IR IRAAE U7 2L, A R e A 9T Rk
i
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