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Sortase A : Sortase A X7 T AR OMERE ¥ 87
BORMRIZEDB N5V ARTFF—¥THY), YATA
VERWNMREICETAVATA vy Tu T 7 —EO—HIh
FHEN5DH., LPXTGEN ZFEL, ZOT L G LORHTR
TF FEEWNIL, HMEEEORBE G THLXTF K7
HYDNKIFEBDONRYZ 7)) 2 KT V87 G &M
T 5. LPXTG EEFNZRTF F# O CRMATIZRE Sh
9, FUZETh v T D) —HoXRTF FHHIZOW
Th, RVF 7)Yy TERLSNEKBIZERLZGAH
PUTERE BSOS IZEST T 5. MRS ORI RIE N KD G
BRIEOENIME I LTERAT L. RYXRTF N4
70y 7T & B RIGHE TR L 722 12k
THIET, —HoTay 7 OrhERERAERT S S
ENRTE, EBRWZNMRUWEICFIHTE S, 203
2, RTF FEANOREMN, EMH~OREEt, BRIRL,

HEEHBORE Y X7 B E N E LRSI S
nTwb

MBS REACKEE - ARk A0 7E )

Runt K X 4 > (Runt domain) : ¥ 37 ¥ 3 7N T ORI
TE T ORI EBCEINLERT V=V VST ED—D
THHLrunt\CHRET Y —2FT LI N AL 7 I
AETE, COFAAL VY EHORmt Y Y2377 7 3
J— (RUNX 7 7 39 —) & L TRUNXI, RUNX2 B &
ORUNX3 O 3FEFAHSNTED, wWihd Ry RY
R GHIEN & L CTHET S, Runt KA 4 V38 v %
ZEBAMEAERICEYS 3525 FICRUNX 77 3 —%
yﬂ7§ﬁ¢%®%ﬂ%ﬁ%&ﬁ§ﬂ@@%kLf@%ﬁ
2RBT 5720 WK F-TdH A CBFB (core-binding
factor B) @ Runt ]*)‘/f SNDREENBYUHTH D, TDXL
I RN S, RUNX 77 3 —% V387 EHB LU CBFB
75:, rhthIhonrTu_gfkoor 72122y FB X
CBH 7=y beHTHILLH 5.

(R TEEDSAL Y 7 —H280T)

S-T7 ZIVbiEEn : IR E L —BbER (NO) LD
WXV ELEZRXVEFTF AL F54 F (ONOO ) 75,
MBAOZ 7= X2 LF Y Ry -ZY Y (GTP) &K
53 % Z & T 8nitro-GTP VAR XN 5. T, GTP &
DEWI T VY 7 5—EOETH Y, BRI S-
nitro-cGMP IZZE#1 X 5. 8-nitro-cGMP 1Z§5WV BT %
FH, LIy s AT GREN) oBWwWI AT yFF—
WL HERICEIRT A, TR, = bofdiBulLcs
WRZ7 v v—1) U (cGMP) % ¥ A5 A4 24N (Cys-
S-cGMP) T 52 &5, S-7 T MbBfi & B 5h
7z.

(7 BIEHEE S A 4 (AB6))

ATM (ataxia telangiectasia mutated) : 7~ / A DNA @ 1§
B b RICEA L, MEZ st BC Y Y1k
(Ser-1981) %/ L CIHHALT %, 4T =49 350,000 D E
Kzt v/ bLr=rvFF—+¥. 3 DNA OEFHICHE
ETHEANYDONYT Y FTdHDBH2AX D Ser-139 DY)
VELEMET A2 812X 5T, 7/ A DNA EOEEH
Ex—F2 735,V yBIEE N7 H2AX % yH2AX &
W3 5. 2o yH2AX 123 LT % 3 MDC1/NFBD1 %) 7
V— k&N, E5IZMRN (Mrell, Rad50, Nbsl) #H&k
B LU DNA BHERTHDY, RLIHETHILICE-T
815 DNA OBEPFEITSND. Lz25-> T, ATM IEF
J 1 DNA OEFENEZHMERT 5222128 -C, HEOERK
RS 2 M o BESS L & FHIE 3 2 BikE & L ChERES % &
YRTBETHIEVZ D, MAT, ATM IZHE Getalfk gk
BIREOHRIET S 5 THMMAEILIRMELE) KA (AT : ataxia
telangiectasia) @)?[ZQIJETK% ELTHEENT & v ) R
W B, EBRIZ, ATMIZEREZHT 5 AT BEHEHEKOM
Na xRt RA R 2R T

(RGBS THEEMAY Y & —WF5EH)

AUdFrO% 1 b (oligodendrocyte) D AR AR SR
BIF57) THlO—fE WEWFICHRT L) TTSR
T A b HiERHIEAS, AR 2 \ﬂﬁfxf‘ ERETCHYVITUFN
T4 M2, PIRARROMELZES . KEICB
57 /Ml IZRLRY, —ooFrYyITF Fut v b
PHEBOME O % fifH b U, B8 2/ L TRz
HMHEE SOREETHDL I LATE S, BEFL S Nzl
FRIIMATHREZEE L, IKEABIZH 2 kw23t o5
WAEEHT 57— T ND &) tkEl % K7z LMo TR
DORFALIIHF G T D LEZONTWES, A, FYTF
N4 A Mt o —fiTh 5 NG2 Mgk, ik &k
BTHIENHOLN, T OREIT X o TR 2 5§
BB R INT VD

(FNSEARE  E AR T et JL A% A Wy 2B 22T

ITAM (immunoreceptor tyrosine-based activating motif) &
ITIM (immunoreceptor tyrosine-based inhibitory motif) :
ITAM & ITIM (5020 (B ARG - T M - 48R40 i -
<A MlIEZ% L) OZERIHIET 2T 3 BRELYIEF —
T7THD. ITAMIZFa Y YRR O T 3/ BRELY

EF—7 (YxxL/Ix(6-8) YxxL/I) TH Y, iHMEILAE L &
TE—F R ENEEETBHT YT — 0+ 0NN

WCHEEET S, WAL 75 —0RBIZE ) ITAM ®
FO URERENY YBILENG L, &k772U—#f“
By YBIEES N ITAM IZHEES L ittty 7
W%ﬁ§75.~ﬁ1ﬂMi+u/zﬁ%% D2ELT
I BRI EF—7 (S/U/V/LxYxxI/V/L) TH Y, ¥l
Lt 75 —OMBNEBRICAFET S, L €75 —
DFEL ﬁwwan%myzﬁﬁﬁU/Mméhét
FAT 7 & =¥ YEBALS N ITIM IZHEE L TR
YIFVERETS.
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