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Api6/AIM/SpoifiF5 S 7 FBS BR AL 5 B0 A M2 T B 51

R (N = F 2
(L REERER 2 G MBI 73 1 B B0 T R 920 S R ks th
HRBERIR S AL DA 2 e 5 5 i DA Bl 58, HK 400016)

# Z . T30 T 6(apoptosis inhibitor 6, Api6), X FK{E AIM/Spa, JEiiFiE K A2 G &2 I E R ik S
FIEH K G Api6/AIM/Spa i Wi fatky s PEZR ik, AT ] CDA/CD8™ XUPH I M B 40 o . T bk EL 40 A
NKT ik L 40 R0 05 20 M0 1 R 4 e A 5 2CRU 5244, Api6/AIM/Spa B2 5 93 J5U 14 AH 5% 7 1 155 5
LPS/LTA 254G, FENUAR ] A7 S5 R B Pk S i o R ¥EEZERIME T . SEERFFUR IR,  Api6/AIM/Spa 1] LLid i
U0 50 Mok 0 R B 57 5 40 9 1 80y o s A R R B B, A T L e R 7 R £
Witg (FAS) (1925427 356 R B8 v i 7 40 ) P e A P, e R PR e rh R AR . JE R8I T Api6/AIM/
Spou Y15 G5 M B A5 AR 2 D RE ORI S ok Jee
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Progress in biological function of Api6/AIM/Spa in immune regulation and
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Abstract: Apoptosis inhibitor 6(Api6), also known as AIM and Spa, belongs to the scavenger receptor cysteine
rich-superfamily (SRCR-SF). Api6/AIM/Spa, which is secreted exclusively by macrophages, inhibits apoptosis of
CD4/CD8 double-positive (CD4'/CD8") thymocytes, T cells, natural killer T(NKT) cells and macrophags. As a
pattern recognition receptor, Api6/AIM/Spa is involved in the recognition of pathogen-associated molecular
patterns(e.g. LPS and LTA), which suggests that it plays an important role in the regulation of the innate and
adaptive immune systems. It has been confirmed recently that Api6/AIM/Spa increases early atherosclerotic lesion
development by decreasing macrophage apoptosis. Api6/AIM/Spa also associates with cytosolic fatty acid synthase
(FAS), decreases FAS activity, thereby inducing the lipolytic response within adipocytes and is physiologically
relevanting to obesity progression. This paper introduced emphatically the progress in biological function of Api6/
AIM/Spa in immune regulation and lipid metabolism.
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s Z 5T RE BE 2 AH K HF ST W AH 4k 45 75 T Api6
TEAH PRGSO B LRI I Rg i A v Bk BRI FH
i Api6 J& I X #% 52 4K (liver X receptor, LXR)
ERBLDR, JTAEok Api6 6 BRI e AR T UG %2
FIAATH G, AHE SLRER T Api6/AIM/Spa i
TG A AU S5 A 2 D e (M 9T g

1 Api6/AIM/SpaE F & EH R

N Spa K& R £ LS 7E 1997 4E 1 Gebe 25 M i
Tk 9 N B IE 2 23 (1) cDNA 3k SR e & fi
3, HOEAL T NBAAK 1921-923. N Spa J K] 4
T 2 1 347 NS R IR AR B A A, L N R i
19 NG KZSE A S Ik, 2 JE ke 3 N E
T DR R AR AR I A M s, REASF IR 100
ANEIEIRIREE (Hrh TS 8 N5 T B 1 2 )bk
ML), HPRNINE TS, Bk, A Spa &
T SRCR-SF B 41 i1, 55 ¥k 240 M 3 1 %2 14 CD5
M CD6 HLA7 i B )ik U2,

A Spas&— bR, FEBEEE. RN,
WRTLGs R A A5 bk T 4 2R e 1 R A oy e
PESWAF= 1, FE A R L 20 A5 bk E A rp ok DL
Fik Mo N Spa th R O E LR A,
FH MR R 75 S (R AN ], A LV AT AR 231 5t
o4 38 000 AT 40 000 PRFIEZY, IREEZ)N 60 pg/mL.
A Spo 7EILE TH K2 UL IgM 454 R S8
F7AE, BRI s 1gM ffase PR A /R B,

/N B AIM L PR 1999 4F i Miyazaki 45
ML E RGN cDNA SCEE ik mifs. AIM {1
s At M s T 0 5 X 5 4 R R 350 2 A
G4l i LL & A 1 (bacillus Calmette-Guérin, BCG)
53 R JHE U PR 2 B 358 67 #4329 2000 4F,
Gebe %5 P )\ C57 /15 iU Ji cDNA S Hp i i 3143
INER Spoc FERL. /N Spac B PR gt B 1 A 352 4
GIEMRIE S (HAP G 21 AN IE R TR IE M K N
KuiifF 5K ). 5N Spa fE EAAHILE, WHPT &2
FERRARIEHAT 73% 1—3tk. Mb4h, A Spo AT N-
BESEA AT 2 1, /N L Spa I A7 4 AN N- Bl AL
Fr e, 2w ORI Wb B, AN 20 1 B & R
52 000, £ 5 Miyazaki 25 ™ (KT 5845 B AH L0 IS,
Gebe %5 T AFHE5 18 - ANELAIM 5/ Spac S A —
F, IFH5 N Spa J& [FIYEIEA
2 Api6/AIM/SpofE e fZ AT R EIER

N Spo-mlg it & 1 1) 40 i 25 & 3K 56 0T 90 &%
L - Spo GRS G AN A ML AZ A0 L, (HANS T 40 i %

B 4ii ik & 5 Spa-mlg 15 5% 41 Mo fi 1440 e & K-562
IR A RS, 5 THP-1 41 R H R4 4
RGBS & U937 L & 5 [A] I Spo-mlg iLAE 45 &
B L4105 Raji 40, 5 T 40 5% HUT-78 40 Jiig
RS Y. /N Spo-Ry @il & & (41 e 45
AR g 2 5 Py NEL Spoc AT LA B UE SR U5 1
CD19'B ik & 401 ffo 25 &, {0 A B85 41 8 i >k 95 11
CD19'B kL4l fu 4 & 5 /N i Spo th AT BAL i >k
JEI) CD3'T Wk L4l &5 4, (HANRE S5 4h i il B k%
o1 H IS i R YR Y CD3'T Wk B 4l &5 5 5 /b I
Spo-Ry fili & 85 14 0] LRI/ B2 40 il 22 WEHI3 Al
T 41 % EL-4 4565

DA b 4 M 25 5 52 56 45 R - ik A 2B R
20 0 53 WA 1¥) Api6/ATIM/Spor A HE I Ik 45 57t P 1 45 5
BUATF o 40 L, AT S 1S 7 T A4 B 21
£ .
2.1 Api6/AIM/SpaxTitk BREATATIER

Api6/AIM/Spo 5 1 [t 48 Jf ey 98 T4 A H a2
B AT L B A2 Dhhe. R
16 AIM FERAMNE - 3 DXIdi N — N8 = otk 3
) i PRl 3 77 ¥, Miyazaki 26 ™ My it T AIM JE [
PR /N (AIM N ) BFFTRIL : S HRAL AIM
INERAHTEL,  AIM ™ /) 550 400 5 2 A, L
1 CD4"/CD8™ XU IH 1 41 A 1) 25 H AN 2156 LA 1) —
e, il CD4/CD8 XU 14 s (CD4CD8) FlH fH
41 Jifg (CD4"/CDS8 1k CD4/CD8") )% H W5 40 7] e
WS 22 5 5 AR FEKAA By B 45515 S R T () 441
HIBCR, AIM ™" /N BU IR Bz 5 CD4'/CD8” XURH
40 M TR . R AN R AR S 3R AIM TN R,
CD4'/CD8" MU B PE4n e, T4l AIM AbHE, wf LAY
AP A RNEOE Sl R TR, i HIX R
T HIE AR AE R ON O R RV AIM
T AN LRI AR T, (Hi T AIM ™ /SR AIM
/I R i A g G At 9 T AF OC R 1 (4 CD95/Fas.
TCR. Sek-1. Bel-x %) IR E WA W B2 5%, K
M4 R Ao« 1 00 40 ™ A= (%) AIML 1] LA
BN R CD47/CDS8” XU VEAH it 8 T, AT
SR I IR 8 B 2 W7 IR A7

Kuwata 25 “V {F 5% K DL S /N B IR AT 1 (Cory-
nebacterium parvum) 7155175 5 I UE A 25 )i 98 0E I
JH T AIML (1) 263 B 2 36 0 s SR A% A8 55 56 R IR,
AIM 2 BIFE (R 28 I DX 3ahh 75 FC 40 f i 28 e 4
ik, SR AIM T ONEAIEE, AIM TN RE
SR /AN RS, T TR J 11 PR 28 i B KB %2,
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I HWRCAEIR 5 AT IL-12 [RIAH 0, 1fi i IL-12
(& W T 5 IR, AIM 7 /N R S /A
RHFFER 7 d 5, FEAE T 40 fn B4R T 4 (NKT
cells) [ TR BH 0. RSN AR 7 R /R
FT B RO I S AZ 4110 (MNCs), 4] AIM &
[ 4k B AT DL S5 ) T 40 i F1 NKT 40 fe i 98 1.
IRBFITEE R KW . AIM B AT T 48 0 A1 NKT
MM TR T Re, AR T AR N R HE SCREE B
A PR B e 9 (R4

Yusa 45 U E A EE T AIM AE Y P 40
HE5E o AE FH BIF TR B s ARG AR E PR T B (TGE-B)
ErFEVER R, AIM X g 2 555 5 10 B itk 241 i
W BATHEIE R . BRI, AEWH TGF-B f74E
DL T, AIM FEAS R I H 6 B ik B 40 1 38 54 11
HIHIER, X BE S TGF-p i (5 5l ik s, 1
97 Bk B0 ATM AR R RRORR T, DL K
TGF-BH4 11 T AIM 5 Bk L4 (4 45 45 g a1 s
BAURIT T 7 VE AT R T ATIM SF T 99k U2 40 o 386 3 1)
FIHAER -
2.2 Api6/AIM/Spaxt E BE4HRE A AT 1E A

Haruta 25 ) SR 194596 5 B AT 1 (Propionibacterium
acnes) A LPS F i (1 ik ar 1 % R R 11
SR . BFSURIL - RAERIBCR, AIM 7EF RS
7 B M R A i K R IA TR BT . S
f T A B C5TBL/6 /N A LL, T R IE AIM (1) 4%
BEDR /I B 7R 2 R 2 S B0 B 2 o i 5 R 22 (1)
AN . AR Ah S0 45 AR B, AIM B AT
BN T E R . WFSE RN R BL, AIM B HAT
Bl g M A e VE R . BRI, SORERIEC T,
JHFBIE 6 400 e AIML 1) 3608 1, AIML B 43 W4 17
77 SR BN B I A7 3G, (R o L A W
715 MNTTAT )T 98 453405 307 I1 B0 41 B R0 2P Rl
(R B o

JH X K% 52 Ak (LXR) J& A% 52 44 505 i 03 2 —
PV R EE L A A I AR R R T
MAPER s T4k, A% LXR 7EHLAA A f b i
VE I th 73 2] 73 A0 58 P Joseph 25 M A1) ]
LXR K DA i B /s BUBIE 90 & B« LXR DR g Bk
JUH 2 LXR (9 o W R B i bk e, DR A S %
1) P K e B —— A A M R TR T (Listeria
monocytogenes) [WIEGL . Bt — D IRERLE oA R I«
AIM 3 ME— BE B4 F A% 3 A o 2= R o S 5
Az, XREAE LXR/RXR Wl b B2 f5 221k 14 I, [+
IR e P 1 52 LXRo 3%, 1A 52 LXRP 45 (15

Rl AIM FER S 5h 1 X 8 -5 404 47 S AE7F LXR [
RN TG, J& LXRo (RHEFER . — . BN G
LXRo 7] BRI S AIM ik, S0 2O AL B
Wk 00 PR PRI T, T i oy 5k 4 R 53 0 it T ) g
J1. B, LXRo % AIM i35 A RS & LXRo £ 5
BUAHCHTAH P26 4% 1) [ S IR BN L 2 —

Valledo 25 " i 52 7 AIM 7F LXR/RXR 3}
TR 1 40 P 5 5 1) e 0 R T Ok R SR A
o LXR/RXR ) 751 A7 LLIE i 35 hn T4 1 57
(AR ERE AIM) [ERIE, RIS B TR 7 (o
b2 R K 1 CaSPasel, 4/11. 7 F112) &k,
T 22 P il 1R (45 RIEAT 1] Bacillus anthracis
K W ¥ W Escherichia coli F1 58 155 € b ] G AT
Salmonella typhimurium) 75 5 [ FOGE G0 MO8 7246 H .
K siRNA TR 7 3 B AIM [13R1L,  w] DA
34 LXR/RXR S A Peis T AE /.

Sarrias 25 " F| F§ A\ HE 20 Spo 25 140 B 45
SRR I« Spo A — R E N 2 A4, aT DL
S0 AR Sy TR, BRI 2E R R M R R AR £
Bl (LPS) A 2% [ BH 1 B 35 100 TG B 2 (LTA) 4 4
[F] BF 4 ) LPS 2 LTA 5305 A A0 J il 522 40 ffa o
JEIRBEIN F a(TNFa) B3Rk . PRk, Spa A AT LA
S M E RIS 7> 745G, JF Bl Lol px
IR S N o IR IT S Rk B UESE T Api6/
AIM/Spa & WU [ A7 592 22 48 1) PR A S 4

3 Api6/AIM/Spo7ERE B X 518 K % Tw P RY
ER

W IEAARTRYE MR T (lysosomal acid lipase, LAL)
2 A1 BV T A P I AR L [ T2 R 11 OB g . 2005 42,
Lian % UV R ] LAL JEIR B /N B (LAL™ /N ) BF
TR« LAL FERIERE 5, /NEUER T HEIE. kA7
ESEH IR B RN, I4LgUs LT 55 1 g i
E BRI M 90 ) MV o SERRLS B R g5 s « 5
WA LAL™ NEAHEL, LAL™ /NEURTZLZE Api6 (1)
Fik B TIE 70 1%, RERKIEREIEFRZ —
ZAF I LG RPN Api6 nT REAE 41 L (1 B JSA R &
FE—EMER

VEN 252 6 LXR [FJ#EIEDE,  Api6/AIM/Spa. 1t
Fi A A AR 2 73— 5T . Arai 25 U
SR, AIM 7E/NERSITK R FEALAY, (atherosclerosis,
AS) FLABE L BRIk, AIM BB A
A0, IR PR AR P LA I b ok Lk
AS KRR, EWEA M B U ALIR T (41 oxLDL) JE
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B A OGN B (el RE A, R = R R A S 1
(oxysterols), Sk S BEAE R LXR [FRSRELAA, ] LA
LB AIM [RIE. T AS KA
HH R B AT EAR SR AAAE S, AH BB LR
& AE AS TSR AR B, A M TR A
FIVER . AIM G 4] AS F 3955 24 v i k40 B
WAl M W T, e HE T AS R R R HE . AIM Y
LDLR ™" RIERI R/ RS BER A R FE L AIM ™
LDLR ™" /)N U AR FE W S B4 . {HL AIML X I
0 L 1 9 A R S B RS M R AR, i
B ST

A, AIM 7T IR 7 198 A5 R0 I e a0k g v 1 4
S T AT, Kurokawa 28 U (15 K
I = ARWAAZ T g an =2 ) AIM, - ] LLYE i
KAk CD36 I3 FNEIENR T4 i, KA —
SE R RRRVE T, ATk /IN Jig 7 40 PR R /S, ek
i 5 B W TR R o b o KRR A AR P R
T AIM $ i T B 05 B2 A A B (fatty acid synthase,
FAS) [ PEATE. AIM mlgEil it 5 FAS B 10—
SE S PE T BE AT (TR BERE K. BRI R 4
R RARTEE MR AL ) &5, Amiidd A7 BAEHT,
5 FAS (35 PE. Sxt AL AIM 7 NRMIEE, [
P M B TR (0 AIM ™" /)N BT8R 107 400 98 R A 2
WK . BTN B R B 2
Dk, AIM SRS /E T AR D 4 e, 6 et
JERAE T EEME .

4 Api6/AIM/Spas H i Th st

Haruta %5 U DL T 41 g 52 44 3% M i B /D W
(T CRa™" /N, ) VE Rt dz I 45 W 98 (ulcerative colitis)
(fy s 06 B, WFST R I Xt AL TCRa " /AIM ™"
/NEAIEL, TCRa™JAIM ™ /N BI507 1 45 98 (1 2 5
R bR e AR IR R AR AT . BRI,
AIM 1] BEFE Y AT TCRa™ /N BRI /A b
YT EEMER .

Qu 25 T ) e B AN M (LS RSN . R
PERLAN . B8 ORI ) R 5 PR ik Api6 ANY
A DL SR A S A SRR T, g Hnr L
TEALBUE A 50 B (40 Stat3 Erk1/2 Hl p38 55 ),
R RN O SR <l AP s v S S - N
HE 4 JE B A O B (i MMP2, 7. 8. 9,
12) (1) 235 K B LR 0 T B (2 Apaf-1,
Bax, Bcl-2, Bid, Casp3. 7. 9, CideA Fll FasL) & ik
pA S O T K N il 2 4 i 72 9 11 N =9 A E

ORI I 2 b R 4 e (1) i A2 BT
LRI, Api6/AIM/Spo KA K- i Al
R R B AR I R A8 TN T B 2T AL
A TP ORE 1 I 7 HE HE B A R 4R B g AR )T Ui
(Kawasaki disease, KD) 2 Wil 76 1 AE M bric iy U522

5 Z5EfRE

VE MU T B 1, Api6/AIM/Spa % £ Fift 47
P2 A TR C A5 3 T AT A
P, AR A PR AR ML 5 2 RN S

H 2% 5 U S A, Wi e R
PRI I I S5 5 R0 20y ok 048 A A 25t — g ok
RIEPETRG o AF h i 18 T 52 AR 559 i i ——Api6/
AIM/Spo B AR 7E G328 Yo 45 FAR o AR b #0822
(RIFE R, A L AE AR s 26 Hh i EL A F ML
Wl T — T R SR RA TR E .
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