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DCM (1 — A% 0o 2R A B2 AR, 48 P 38 g 2D 17 Xk
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LM 5 W HE R 5 B S AT R e KB, DA,
BRI T A E s s o iR B T IR SRR
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FW] AL IR AT Pk A B TR S R BRUREY rh U S 3l
58 R ZER T RE Tk 52 ik WK B, 2% B Al 5 W 9 M T B A B 4
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FE 38 A R b, A B 5T R v 1 SMI=-31 BH 2T 4t ik
A HEHE R ST R RS RAATE) 2 s s 8,
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4 HRRETE SARMI EHFZEHH

SARMI (sterile alpha and Toll/interleukin—-1 receptor
motif—containing protein 1) ir #E4F J B IR 1 728 M rp —
AL IEE A, B SARMI 785l 58 38 A48 i 7 vl B A0
fEH W, SARMI J& T TLR MRk 5 0%, s —Fh & A
SAM (sterile alpha motif) #l ARM (armadillo motif) 2% #4) 3§,
4R 1, iy £ 04 SARM, X S C K 5 A Toll/IL-1
32 (TIR) &5 44 11 5 44 29 SARMI .

SARMI f) ARMI 25 iy Jsk ik 2 G A7 A5 3t 410 1) Bl 2% 49
WA S IR R, X R W] SARMI TEIR 8748 M v A7
LB, 22 T OGS TP il 98 R B A B9 B R, SARMT
BCHF PR ASARM 114 4 DR Bk 2 W] LA AT 280t 370 o] 21 40 52 28
rh il g AR B R L TR TR BN RS SARMT Bk
J R BRI RE U o3 A s e i 5 40 A0 R AR5, T DN
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WA 2 R e T AR B RSN & R,
SARMI 1 Bl 5 AL 158l A B i 28 460 3 K B v il 28 IR 28 R KR
TRAE B SARMI 2% X 32 10 4 5 42 41L 1 JL -3t 3l 14 £ 4 1
FHLOE5E B 25 Fpit 23R A7 V520 T 1 I Al 2GR A
LA AR UL G PR B AL | 2 R P RE AL E | R )
S A IR ) R A A R R B
SARMI 1 2 ] i il 58 1R 75 15 1] 28 fiff 54571,

VFZ ST 45 RIE D] SARMIL ZE 115 NAD+fUif B #
HG . BIANAT 5T 7R SARMI 6 58 2 BT T NMNAT2
BB /0N R0 b 205 LR RRS, AN SARMI (193800 75 5 Al
2 NAD K F- (19 2RI A, SARMI J& F TIR (Toll/F1 4~
F-1 Z ARG IGE TC A8 K . ok HARIR BEE M0 /N EEL
AZE ¥ SARM1 TIR 4544 358 o 28 28 11 T L7 A= Ak 43 #7 o B
fift NAD*S3F100, 3B i NAD* (¥ fig J1 $%F% y NADase i
P, 5 ADPR (adenosine diphosphate ribose) % cADPR
(cyclic ADPR) — 2™ A MWt e . [ALkG , AIF 50 3 B Al 58

cADPR 7KV 7E 52 35 1) il 5€ w35, 1033 4% 9 SARMI 1y G5k
T BRI AN  SARMT (i 2 BEL1E T % 28 NADKF- 1y
TFES, FE AR LY SARMI % 19 NADase T o
MRS T TIR 25 44 380 1 0GB 3 SR 4% 4 Glu642, E642A %
A3 T SARMI B NADase 11 1 S H: fish % €1 475 1 4l 22 iR
AR AE SO 3k — % BB R T SARMI A NADFA fik il 42
il 2 5 P B 58 R AR 1Y E R

SARM1 4R S AF 76 T2 oo R 28 vh L H A 7
il 2 R AR Sk R 1 A T ASOG  GE 0 405 A B By o X — R B
PR, W GTUAE A — Bl RE RE B HL R, LA 4R 7 £ BRI 0 T il 28
H SARMI 305 PR AT RO, I sl £ LA b 42 0R A7
R XA RO . R T SR — W T i I AR
T SARMI (55 40 BER AR B T WA B 45 i@, g5 5%
WY, % & 1738 5 SAM (sterile alpha motif ) 45 #4) 38 22 [] (%) AH
HAER B A SR — A NRAR, AN TIR 858 3587 fig 58 2ot
5 ARM (Armadillo motif) %% ¥4 3k i A0 B 7 F i 9 B 1 >
A TE LA A e, 5 TIR Z5H 3k 55 ARM &5 #40 J800% A
KT, 350 NADase 106 P 19 4 A A7 50 % A 0 FEBHL BT . 8%
M, B Je N i ARM 25449 355 1) SARM1T 2 (4 £ 3L H NADase
b E TG AR VA AT A AR AT MR 5 (I LT, T LA fih
RAENZE M A RIR AR [FEE AT TIR-ARM S A i JL
A S HEI K % 3 1 28 A8 45 W 2 M 9 SARMI 1 NADase 3%
P I RBOR Z B2 1R b, R R, T TIR
SER B R ol L R OR S S SARMI (376,

B X Al SARM1 F F A0 I BL b 0 8 5, — A~ T
[ R BT B SARM 4nfif G 68 J8 i A 5 45 473 7 3 A )
AT LLH R SARMI (1 2544 43 1 ok i 247109 84, SARM
BV AL TR SR 8 2 RE R WE 7 450 AT 15 1, SARMI 2 4nfif )
RSV B TR A 7 A NBF W2 A 5
B1,ARM 25 #3040 % — A DAAE AT R F 0 NAD S5 & 1
4% XA T AS R LA IE HA fof 14 5% 35 1Y 98 78 £ 7 R A AR
NAD* &S &, S E 2 X PR A48 77 4 7 SARMI 1y i
JE 3% BR 9 NADase 36 P, A2 LSS 30 %l 28 38 45 | i AR 7 22
ARG, X — R IEW] NAD 4 T & SARMI & H 1)
TAS K JE T,

NAD+E S (AR R 9 19 R, Ok 22 NAD*Z: 510
B SCHEE R, A HT R BT Y NADR JEAE T 150puM
I, SARM1 19 NADase i PE <3358 . AHSC, 24 NAD*H i
i 500pM B NADase 3 P52 B 5@ ZUA0 6] . 1F 40 15000 (4 91
BEL BT ARM 45 K938k (19 SARM1 5828 25 14 % i 7K SF NAD+
ROV A U . T N SR 02 X S5 R 5 Rl sh
AN NAD 7K P76 e e 4% 140 445 4 500~1000pM 1 3
SEARSCIL, PR, AT LR SR S8 R A 5 T NAD+ 1 & ik
JE R LAl i ARM 45 ¥4 38 /9 NAD* 5 il 30 il £ SARM1 &
SR E AT RN

Sy —TJ7 M, XA NADS SARMI A o il 41 il 2 4 4l
28 NADKT-1 R BT 4T T, 33 2 4 2 3R A7 k48 475 et
NMNAT2 (9 #f 26 5 Ry R w24, AR5 1E ) SARMI &
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fift S 22 1) NAD*7» 1, 72 32 40 (1 i 5 H B i NADH #& #Y T
BB

SARMI fF 2 —Fh NAD* R it B | 7] i 52 NAD* Y 42
FAP TR Sl o 4 3 2 LR 2 BT X R A Tl 2 2R A Y
i o P ), (E LA P BIL R 1 A B T B IR SR
H®HI .

[FlES 78 DCM HIIR Y7 T ik BB se v A4, e
M A R 25 WA T 4R R 58 3 DCM ISR 1RY7 5 58 il
T AL A A NAD* A ¥ S5 AT 3% 5 0 10 1) SARMIT 2 34
T 0 ) R A B TR B AE ZE DCM B AL A RO | 745441
I, RS TT SARMI A1 700 X6 250 i A 9% 1R A8 AT R
T, A 25 3R 97 VEC A B IR T AR e KR 4 v
DCM HYF7 3, 13k 26 A5 B 77 i — 2B W7 5 41k

5 BES5RE

FrEEAESRE DCM Y & 6 AL i BIF 52 b T 45 5 B B, 28
) 4% 3 I VR T Sl ol | A 2 o0 AN AR R T A ML B = A
AL BE 2R BETE T B 4 S R AR B A R 5
BT E DGR A IR ER b B AR 7 2 30 T R 0 A % il
DCM & & 15 BIAR KM k3  FAEAE — o IR K2, [ iR
J5 3 AN ~1 AF A I R ATAE — S 3B W7 B0 1 AR X
iR 2B B8R R AR A TR A B A — R 5 A
SRR, TR BB 28 A RS B R AR R SR AR 1 A, X
B TE DCM 19 & ik B b, 15 1 200 i 00 8 0 5 30
Z R TR B Rl g R AR T AR RIR AL

R T BEAF (1) 22 UM 2 Bk 2 IR} A% 45 UK F 5
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A7 I B Ah 26955 A8 W R 9 135 % 1 ot 28 995 114 ] 1R i 2
RGP, B 2 0T SR A — S HR S 5 v B 98 R o ik
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TR (NFL) F S il 28 451 493 1) 7T S A= A 2500 , 3 e 6 T ol
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T H 7 DCM i g FHRF G 2 AR 55, [l FR AT A
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458495 NADAHOC M I AL . 38 5 e f 5T SARMI

HEEAAEIRAA P AER, WL SARMI #6527 £
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LR 23R AR VR v A R A SR AR AR T R
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TR YL S WERBIRIT

DCM 25 HEAMBL Y & T R 2 K0, ST K&
FIEH A FARIBIT A TS i faf S 40 XA 5

I, RV 25 R AMREIEE A I I ) A, 2 A4 4 i 30
T AR AR U A B S S, WFSY SARM 765 36 A B A
o5 1% Mk S A 8 PR FH ML, BB S & DCM & R ML I
MIPZE, R RIZ W0 IRTT SR ALRT Y o) S R e Ak . Tk
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