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MYES  HEORECHT 2 BARESARHORTETH Y, HeroflsEEtTs, 774K
PR OB G Th L) AEH(LPS) 3 Toll BREFE MD2 HEFEEH LTI 07 7 —VRMOMkE
Rk 4. LPSRT7 ¥ T2 A FOZFER~OREIHBEEREOERE L AT v S ThHbH, Sphin-
gomonas B DA 7 4 » THERE(GSL) i, LPSITRHLBESTHY, +F270F75—TNKT) #i
DERVF ¥ ETH A GSL T CDId TS LB T NKT #MRICHR S a, S yonoikuyae 7 HFHE
L7z GSL7 &b EMoH L2880 4 FTH Y, ks TH# T 5. a-galactosylceramide TR LT
6 LPSHIEE T2, NKTHIROERAEYRZIY, ¥ 3v 2EdFEEhG, 33327 ) 7ORET
'3, trehalose dimycolate (TDM) #¥ TLRZ # AL CHENIC~r a7 v — V& EHEL, #EdEYA A A~
FEEAPFET L, ¥ ¥/ —AKE phosphatidylinositol Ta % lipomannan % lipoarabinomannan it~ 12
Ty —VIERALL TLR2 B Thi~r/ —A2HMWICEET 5, Glycopeptidotipid (GPL) kit Mycobac-
teriwn avium complex D MFEFWFRMNR T TH L, 4 M GPLE~ 77—V DEEIRBITA 7y T —
Loy —LA{PLMEXHET L, AR THATEORE M2 ofifa : OfBERICD W TS,

Abstract: Innate immunity against bacterial lipids is the front line of defense mechanisms and
induces activation of various cells. Lipopolysaccharides (LPS), the component of the outer membrane of
gram-negative bacteria, activate macrophages and other cells via the Toll-like receptor 4 (TLR4)/MD2
complex. Binding of different LPS and antagonists to the receptor is the key step for cell activation. Gly-
cosphingolipids (GSL), the membrane component of Sphingomonas bacteria instead of LP'S, are the natu-
ral ligand of natural killer T (NKT) cells that are stimulates by presentation as a complex of GSL and
CD1d molecule. GSL-7, prepared from S. yanoikuyae, is the most potent natural ligand and heightens
ability of defense mechanisms. Treatment with a-galactosylceramide before LPS challenge results in
development of fetal shock through the activation of NKT cells. Among mycobacterial lipids, trehalose
dimycolate (TDM) strongly activates macrophages to induce production of inflammatory cytokines via
TLR2. Lipomannan and lipoarabinomannan, mannose-biding phosphatidylinositol, bind to not only TLR2
but also the mannose receptor expressed on macrophages. Glycopeptidolipids (GPL} are the sero-type
specific component of Mycebacterium avium complex (MAC). Sero-type 4 GPL, but not sero-type 9 G51,
inhibits the phagosome/lysosome (PL}-fusion during phagocytosis of macrophages. Here, interaction of
bacterial lipids with various cells will discuss.

Key words: toll-like receptor (TLR), lipopolysaccharide (LPS), glycosphingolipid {GSL), trehalose

dimycolate (TDM), glycopeptidolipid (GPL)
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1 dUSHIK

BE_EBEMORAEREOAMEIHANETH Y,
A OSREPREE AR BOATRAKETTEL
Tk, VHY FMZFEKEGTL LWLy, OV F
Y/ REASERERUNE T 7 AR LAE, ¥
LR mE I A, —F, MO EE
e DIRECHE SN TEHEY ., ME kOIS HH
ROFERCESTL2IELLMONTVE, L i
i, VY7 LEBEUMRERONBIZHFTET L) EEHE
{lipopolysaccharide, LPS) &, =¥ FFF 3 ¥ (endo-
toxin, W#HFR) £ bMIh, 2707 r—¥, BB,
< A bafiE, BMiKE, TMRICERT A, LPSHH< 0
7=V EOMBEIZRE L 4 Toll-like receptor 4
(TLR4) WEE&L, 1+ VEEOL VL2542
Do LPS IR G4 SO BEHEFOBE L 27 43
WAL 2. BREME O Sphingomonas BAM I 7 7
LEMETHE), HEBEICELPS TER{AT 1>
IS E @ glycosphingolipid (GSL) #%EfET A, b4
S/ 5 L7 e-galactosylceramide {o-GalCer) (57 7%
natural killer T (NKT) Mo 4 FThH 5B, GSL %
o~-GalCer RERMMESEZT (MHC) 75 A1
ML CD15F012THL CDId I2#E L, NKT
MBOZHERCMBEIRR IS, a-GalCer DIIED, S
AT A XL Y ORFHEPEEERICKEEE LT
HIEFHMOENRTEY, GSLTHRBHLRT A,

EHBOERBICE, 3 2L (mycolic acid) &\
APERE I EAE L EEREEAE T T 5, S - VE
AEb Lo — R ZHE L7z trehalose 6.6°-dimycolate
(TDM) WHEBEOHREEEEZICREL Ty 5,
TDMiE TLRZ 2 LT~ 707 r— L ExiEHILS
5, ¥/ TDM it b CD1Ib 3T %4 L T T MKITit
FENRDE, 7 AT CDIY AT 2BIZMIC R L Ty
%7202 TDM A5 T HBICHESR R S, Lo
T, 7 AT TDM RN THRELEFE LT,
HRBERDOBREOFEAEZTIREI L. BERELA
OEIE L EABHRIERT 2L PHLR TS,
FR TR, AR ROBEESSHHIICED LM
BHIEGL, VP LERRETLHILICIDTA NS
1 EEEFEST DL, AP EO LY ICEABMICES
T AP OWTEBT D,

2 LPS [k 2 #faiEH4k

o LEREOMBEODHECFET LI PR
i, OBFREE, 2a7EBBIUVVEFAILLED
N REW (LPS) TH Y., @0 e F A dipid

A EFRERE Y AIREHETHRY, S22V I 2y
FHBEELAVH yH) FoT 3 7K KEE RS
B, 1P E AT ORI ) YEBEAES L-RREER
Lo YIRETHAH (Fig. 1) SHEE Aguifex
pyrophilus @V EF A XY VEEREF T 2oy D LB
B LTBIRAEOVEFALELRLY, VWYFARY
gUT7 oy Pl SICREPUAER CDI4 CHE ST A9,
PR OMBCHIIAB IS Y - TRV FEHLR L5,
TR, MAT ML) Y FA MEFEERE, F
72, BENEA, RKEEEHEEY Y F A OFF5EEE
BEEERARL. F{ORAFTFEERIEFA
PHEBEEER O TR R T/, bivbh b Fh
D& AV TR E R & 25, REERTIES
o0 B (Cl2) I VAFCE (Cl4) Oor ZFHE
WERVY, LI F VB (CI6) W RBEEL KT
b, KBEVEFALYDL CI6H#EEZLS>HLE
FSRVERFAOHEMMENEREZTT I L2 0, HBK
RO RFHRVPHEERRICEE THAZ PG
2, YR AOEERPEE Ta TE IV, £
DE ARG 406 (M7 LV EEELLVENT I LE
(Cl14) #Zirx b2Mbfdl) W~YAowsro 7 r— I
72 A P E LTERT A28, bovwruy r—¥
WET»F T A ELTHERTEY, Zhidwo
v TR MD-2 GFOBENRLL LD TH D, KA,
FH 513 TLR4. MD-2./CD14 % & O IEE SO 9
H, MD-2288ET 41 MD-2 @ &) 33 kAt
VETHY, TLRA FHRERICER T L27:0120 77
ATAMENBETHD I L, X512, MD-2 IR
Tk, #MRRE ED CDI4 5 FIC LPS & L2 %4,
MD-2 @855 7% L2 TLR4-CD14 HE&HRERTHhh,
FOEEETEEMD-2 12 - THEES sz &%
M LAY, BEOL b MD-2 D8 B#ERT» 5, 2
DO [ — MIRENEAEOERIC)S L FTHE
DY RIV, BEOATNED, T¥F#FIALELT
JEFAOSEEGE 7Oy 75 (Fg. 2% DY F AN
TLR4 MD-2 - CDU4 HEEHIZEET 5L TLRADERE
BHREROLENED, TrF¥ IR MIINEAEYS
LI LG E L5 TV S, Rhodobacter sphaeroides
DI FADHEEERRICLTHRAART ¥ T2 b
E5531 A &RE 34172 (Fig. 1) o BEPIRR O S R M8
WahhlE & o 2B EEE S TLRA/MD2 HEEA~O
G, FRICKRL YV NVoR L o F et TiCEE
THAHIEBHOEL LTz, MUTEOERERREAE]
FahTwa,

LPSIH OFREELHE, a7EBBLIOVEFA»SLE
LUREHETHLY, BLrOBEHOEGRPEEEZEL
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Fig. 1 UKZ4E(LPS), AWV EFA, BIE N ABEEO#E

BaéwThsd (Fig. 3). BE2RLPS LR/ pHEO T
ZH-VEFADPLEARDALPS OFHE LT 5 &,
B/ LPS (Re-LPS) Z@wiFH»3#Hoboh, sseE
LPS (S-LPS} OifHREFELL BEVLOTH -7, M
WHhO LPS W LPSES ¥ v % (LBP) iR s,
MlaEEICEH L ER CDI4 23 TEM CDI4
(sCD14) =#8 73 4, LPS/CD14 #& KA TLR4/MD?2
BEEICESTAZEINI b YL ESINE,
TLRA/MD2 3E&EE M L7123 7+ L {ziEid, MyDS3S 4K
TFREEEIFRERBICSTORS (Fig. 4. MyD88 K
TFEKTIE, NF-«BPEREIH, BESERETF
{tumor necrosis factor a, TNF-¢) Z2E 0¥ A4 Mo A >
BEFEI L, MyD88 IMRFREEOHEILIZL D 1 >
F—7xurf (IFN-B) PFEINL, AL ZTA
b MEEEETI T 7 bR S CD14, TLRA WA T
CD11b (CR 3), CD18, CD55 (DAF), CD36, CD21,
CDl6a, CD32, CD62 BT A LML T4,

72, VE R A M TLRY.'MD2 /CD14 BEFIZHET S
L, CDM4RFEMICAIRACN AT a2 L b G0do
72c Kaneko 5137 7K./ 4 F® quercetin & luteolin 7%
T FIMRELET TR LT 7 VERLIPEIT S I & EIR
L2z HEBWLPS 2 VAR Y — LW AATT Y
Oy r—YEEET 54, LPSISMBPICEN AT i,
MyD88 FFKERBO L L EMLT 2 L I B LD
TwAY, #igA O LPS 1k Nod-like receptor (NLR)
WEo THLRBESINLY, NLRIZHEIZ nucieotide-
binding oligomerization domain (NOD} #% & -2#Hary
FUyRIETHY, Nodl 25330 TRTFHF
(MDP) # Nod2ix¥ 73/ ¥ yErsteifiosi®
Y 4. Nodl IIFEMMAMRIIEAL, RERZER
FIRIBT A Nod2 id=w2 07 7 — Uiz 5H
L, MEAOBECR Lo TWS, Nodl # Nod2 i34
HHEIZ B TR eREH LRI TWAICT Ehw
P, TORBERTHEREGEFSHTCE I O—YHST L
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ERMD2/UERF ARSHEO
=R

Ekmb22O =Rk

Fig.2 v FMD2®3ATHE, BLUeFMD2/UE R
IV, #5140 3 ATHE (Ohta &, Science (2007) %
— R E)
(72); v F MD2 BAE®D 3 K& PO B
DECGKELRy v Fh D, ALY ETIHTFE
AKIEES, Rry FOBREICI) AF CEBFESHA
FiLh,
() vk MD2/Y R V. W/WEMRD 3 RITHE -
qﬂ%%lﬂﬁj\m“r y MZ)E R IV, S LT wA,
IBAEME 4 RS ERTICEDAT ATV 5,

A —jou Y] m [Hep [ hep | I.'EEI B
aancharide:
ﬂwwmw-w-mm-"/;':s

A l [0

SR-LPS
{samil-rough]
e
.
n
LR M RLPS -
, {incomplaia)
m R 5 Re

LPS form

Fig.3 ) ASEOMEUNRE - EFRKE Y — » (Huber et
al., Bur. J. Immunol {2006) % -— %L 75)
(A} Smooth B-LPS (5-1L.PS) & f& 4 @) Rough # LPS
(R-LPS) w35, S-LPSIT OB ESHE-07 58-
JENAMSERL, R-LPS THES#EFRLEV O
Re-LFS T#H b, (B): S-LPS OBRIKE/ ¥ — T
i, BHEOESHOBARBRTT ¥ K01y —
el A, WHEMPELGE Y Re-LPS 3R AR 1252
W E4Ls, Huber &3 Re-LPS #° TLR4/MD2 £ 4+ L
Twru?7r— & EHILT 525, S-LPS O{EHIZ
(5 RVR  r A

F-rEHEREFILAZEWRBENRL LA LR -
7=,

LPS & TRBG FOLEARLEEREL, s 0
izl 5 o L CEEHHEE Y EH®LTE. L
L, LPS W REICEREL, 250zt z o bic

LPS T LPB |\£D2

C

\%
MALﬁMyDBB
~n
‘IRAKJ.
|KKE&)|KK}’ TABZM“
IRF3 s TAK1 “ TRAFB
AR g KKy
IKKB“IKKB
o
-xB
NF-x5
L Y
Inf| I¢
Nucleus $ Type | IFs \1 cn gllén;na ary
GoED
MyD88-independen! MyD@&8-gependant
palhway pathway

Fig. 4 TLR4/MD2 % fi- L7 7 ARERE

I-xB, Inhibitor of NF-xB; IKEK, IxB kinase; IRAK,
IL-1 receptor-associated kinase; IRF, {FlN-regulatory
factor; LPB, LPS-hinding protein, MAL, MyD
88-adaptor-like protein; MyD&E, myeloid differentia-
tion primary-respouse gene 88, NF-xB, nuclear fac-
tor-xB; TAB, TAK l-binding protein; TAK,
TGFpB-activated kinase, TBK, TANK (TRAF-fami-
ly-member-associated NF-xB activity)-binding
kinase; TIR, Toll/IL-1 receptor; TLR, Toll-like recep-
tor; TRAF, TNF-receptor-associated factor; TRAM.
TRIF-related adaptor molecule; TRIF, TIR-
domalin-containing adaptor protein induciug IFNS.

Ih, #EED INF-a 25Kl shs ey b
A CEBPEL L, HORLERMTHEOERAFREES L
HE, ZHMICRENFESN, BEELENRE, 2
RIS A3 (SIRS), ZMEESER ey, =&
FRIZEBOEY > a v 7 2 2 B

3 A7 L O8EEHIC & 3 ke EiR{E

WL SEEINBIEER D LT g-galacrosyl-
ceramide (o-GalCer) AMbZFEEW E N7z, a-GalCer i
FF2IAFF—T (NKT) Mifaowmhi 4> FT
Hh, BAEE, TUMY & S REENLRE~DE
AR s Ttwh, NKTHIRZEED THIRE RS
D, Boh7-iEs 2@ 28 RK8EIZETAT
HifeFETh 5, SRMRICER L - T EEREEEET
HEfk (MHC) o2 9 A TICEM L2 CDId #FicHE
8 (e-GalCer) 2587 2. NKT Mg invariant
TCRe $f (=9 ATl Vald-Jal8, b bk Tit Va2s-
Ja18) THEREHE /CDId#EEHEFHRL, L4924 >
T2y (IFN-Y) Ewviofdd by A rkEsk
15, BEOCDL THRIEEDTFA N i A VAN
G, ~oX—THIEE LA (Thl) &~ v— THK?2
B (Th2) 25T 6h b, Thl1 WX IFN-y & &0 4 + #



' <:, SR TRNBOTNF oY

RO PHEE—-2R
(TNF - AR ERTITE)

Fig.5 NKT il {bx fArLFmibsr FI 2
awvyETIN
a-GalCer iZ & = T NKT #Ifg A5 ig (L = v, IFN-y
FCDAOL itk o Tw a7 7 — VR LE LD,
CORETEEIC L TIPS HIME ST L E ST
KED TNF-g AL =N, av P FHEEIHL,
F7:, TNF-a EETEBLEET S,

I-EREFanly

{1 xEEL, Th2 X IL-4 % D41 b hA 2 ESLS
T4, NKT MRS # Y FTH 5 a-GalCer %
FimT s (BA L a-GalCer THIBMENA) &, Thl
ETh2 OB FOH A VAL P2 EETLZILEHNTES,
NKT #Hilamssiz) ¥ F T b a-Galler ®1 7 3 F
LRI RF#HETE L L7 OCH I NKT it = i
BMLELMICIL 4 TEESY L, $9bh, a-GalCer
DET 2 VEBHEORERTZELE LI EICL DM
ROE#HLZFZOBOGENRLLILBH OISR
2o OCHWIL-12EEZMH L, FOERELT
IFN-yBEAE LI E N D, $4b5, OCHIE Th2 ~D
VI MERFETLIENTELOT, RERED Thl
237 b Lzt E L5 A2 RERBOYEICRND
ZENFRTEL, 2, P F DGR bLEZ OR
Tb,élis)a

a-GalCer iZ58 7% NKT #llan ) %> FThh, &5
TLENA VAL AEE SR, REFRMNEHLENA,
L7250 T, a-GalCer$x 5L 0 IFN-yELIHEZ 5
Exruyr—UVHEEESINRDS, —8BIZ M bovis
BCG £, P. acnes SEEI & ETEEES A & IFN-v &
EAEEAR, w07y — Uk ERERMEDIZRE
b2 had, 20k RREIZR 84 LPS 25
TELEERED TNF-a SEE SR, 7THE~2 HUAWE
av I TREST L, WhLZ ¥ FrFiriawsy
PHFEIND, BWESIT ¢-GalCer HH L I H o RIER
BEVEEET A2 ICEHL., w7 A% a-GalCer T
MEFLRNWTAHAZXIF72H (Salmonella
typhimurium aroA) TERETL L, H5VITLPS &
B4 5k TNF-aREHIY a vy 7 B EIRL 2 &
FRML Y, CORKEIHEALOIN-TLEDTE
N2 Bl vwiagy s EFMERLEILATRRIN,

~a
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F#F 15 a-GalCer THIREL LPS S THEI NS
Py VRFLPS 2GS T LN AU~ A ¥ U
EETMETAZI I TOy yTELIETRABL
TwaY, e-GalCer LBT2HKFIEIEIMENTLS
DTEEEI N2,

RELBME CH LD Sphingomonas JBHE O HIf &
77 AREETH LD, MRBER R 598 LPS T
d, 274 v IEIRE (glycosphingolipid, GSL) W&
b T A, Kawahara Sk Sphingomonas Bl
DAT 4 7 TEREIZOWTRENEL TE72, 2006
F, RED 220K V— 7L, Sphingomonas Bl
BHED GSL # NKT MO RKEROYH Y FThHi I L
% Nature 3Rl HFE L7277, bhbhidF4h I v LG
Ao, NNEGEEL7—Fr: 7 BAFARLLEs0
GSL AW THRERICIEHTAZL2RFLTED,
GSL % TLR4 #RB-¢ 25722 T <, NKTHifgoy #
P RTHY, masA, Biod Al e T AWE
THAHZEEERL, HFHEL T, GSL-1 (S
paucimobilis), GSL-6 & GSL-7 (8. varnoikuyae),
GSL-8 & GSL-9 (8. wittichi), GSL-10 & GSL-11 (P.
macrogoltabidus), #LIUVGSL-12 & GSL-13 (S ter-
rae) 0§ BEEHO LML & E YT B 22 GSLA1,
GSL-8, GSL-10, GSL-12 oz 7 v 7 o v g
(GlcAY T&HNH, GSL-7, GSL-9, GSL-11, GSL-13 o
By 7y nr® (GalA) TH5S (Fig 6). A
53 a-GlcACer &l GSL & a-GalACer &l GSL @ NKT
MELOFEMALEM % 8 L, o-GlcACer ¥l GSL @548
EH LBV L E2RLAEY, Yoy v dy
i3 C18:0, C20:1, C2lcyclopropane @ 3 FEETH
D, ZOMAKILIIRBIZINRA LT, S,
yanoikuyae FED GSL-7 (o-GalACer B GSL) D#IH
Wik C18 10 (9.3%), C20:1 (245%), C21cyclo-
propane (662%) T&Ho i, S. terrae HFED GSL-13
(@-GalACer B GSL) o # Lz C18: 0 (not
detectable), C20:1 (74.0%), C 21 cyclopropane
(26.0%) TaHo72s ARHESLI GSL-7 & GSL-13 @if
& g, C21 cyclopropane #7% v+ GSL-7 @ NKT
R, NKMk., #Rfk, vro7y—JiCdT 54
HiZ, C20:1HZEWGSL-130b DL BV LR
L2, ThOORBEIFC20:1 20D C21 cyclo-
propane @ A NKT #IEOEELIZEL THy, Ve
FORA7 4T X OMBEEFERCIIELZZOT
Sphingomonas BAIRADRERICRITTIEAL AL
NELLIENREINT, Kinjyo b C21 cvcelo-
propane % &2 GSL AER T DV THE L7125,

GSL RARZET RO TREROMR EERIE L
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[o] Q
WO Grea Ho \OH Gala
HO 0 0
HO HO
OHQ —r,

OHL g,

GSL-1, 6,8,10,12 GSL-7,9,11, 13

. C.
[ — Ry——y Ry— R
y N\i ); NH %—N\H : —0
Ay
HO 2 HO—\ [ HO Ry HOwne %
‘ )
Il
HC
)
/ 2-OH-
o > C14:0
HC H3C)
C18:0 C20:1 Cllcyclo
D.
Sphiugosine ratio (%)
Origin
18:0 20:1 2cyclo
GSL-1 & pancimobilis 325 7.2 603
GSL-6 S yanoikuyae 7.0 29.7 633
GSL-7T & yanoikuyae @3 24.5 66.2
GSL-8 8. wirtichii 329 227 44.4
GSL-9 8 wittichii 74.0 0 26.0
GSL-10 8. macrogoltabidus 2.3 B85 8.8
GSL-11 S macrognitabidus 87 787 12.6
GSL-12 5. terrae 0 66.2 EER)
GSL-13 8 rerrae 0 740 26.0

Fig. 6 Sphingomonas E#lE Bk GSL DL
(A) BbgtifgE, (BL 73 MR, (C)r 7% f6MEEE,
(D), A7 4 T v #lm

DAY LBEE T T 5 L BLETH S, H L
B, 7ATBEE DDV HEY —AIZGSL-T 2H A
&, NKT MfEoEtE: IFN-y B4 L WRIC LTHEAL
(Fig. 7} pH &5 ® 1,2-dioleoyl-sn-glycero-3-phos-
phatidyl-ethanolamine (DOPE) & 1,2-dioleoyl-
3-trimethylammeoninm-propane (DOTAP) T{EH L /-

z

30

IFN-y (ng/ml)
X
©

0 i
contral GSL PC DQTAP DOTAP

/hol DOPE
Q5L .liposome
B)
*
307 -
E
E 20
Iy
=4
=
1.0

GSL. 100 1000  1codo

e e ——

contred|
liposome ]

Fig.7 pHESMY H V-4 A 74 > TEEEE (GSL) -
&% NKT ffilg gt
(A B n Ay~ L1085 IFN-y LM E,
(B): AEfERE, (O BHER

RV -AE, BETTE Lo L N, £/ DOPE
EOLAFO—LVTHRELAEURY—A L 0FL iGH
AEeZE, VRV — AR GSL M) AT T
5 late endosome TEEE 1, NKT #lf bl
LT B EAURENT, GSL-T b A7 4 g
NEE L NKT MM, NK#R., il < o7y —
PR ofEROMBEEELT S 2 &k D pEgE
FEHAIERTEL, ZThoDRIEEE BI6-F10 #
5 —vEBEOWMETIHTAZI L, vORXFA AKX
Ty AN AR A A ST A ENG, AT 1
COE R bR OB A FHE L THAT A S,
, MO LBEEEE LTHATELLOLELT
Vb

4 HEEEEEEC L a0 EL

MRISLBERTHELE COAPREL Ty 5 B
HETH D, OARTEHHHIIBED BRI L AL SNk
b B/, BCREER R B THBEOREENG W
Sk, TRTOMFEEEIIMEETRT [A—ri—8
Wl AHIRLA-ZE, BCOABK LA THEEIRA
DEEOFRHICH T orh I Ry, w{2nhDH
BEREICENY, EE~ONEIARD SN T D, #
#HH (Myecobacterium tuberculosis) X id5liz, MAC
(Myecobacterium avium-intracellulare complex) &I
ENAHBMEI L LREELDH L, HIVICERET L &
CD4 T #BEAA L, 22T AIDS 2 8BET 5, IV



BEIZ L D CDA THiRAY WAL 2 L, CDA T HEh G
BUEELREHALTRLL TV 2REIIEELRTL %
Lo FOREFAMNEETHY, AIDS BELEIEYO
BEENERTH, 5510, MAC B 4 ®EH K
FlfEo THEETH I L D,

MERIMREIZEOIEE &4, BIZIERMS TR
FTIEDLEERE Db, MR THERE S AR
MRAEEMBECHL, AFOMFH THhIE~ 0
Tr—=YREOBHRIZHDATNAE L, WORALE
B2 (phagosome, P) *|RH{EACHLY V7 —4& (lyso-
some, L) & OFhE (P-L fusion) #8EZ b, 3w - #H1k
EG, FHEHOMERKBICIZY Y - AERED
FHIZEELTWADT, v /) —AEE&L7F i
B ICHE L ABRICENRICRY AT NS S, FHEAR
Bowy /) —AxEEvsO 7 —IVEDOTY ) — A
SEMAESRBL, BEETHRACHRY AL, T2b
5, BT s —VICHRENICE AT H
HMAardoTwdh, FREAMEEEEIIFETLIRT
¥ /< + 3 (lipoarabinomannan, LAM) 7 & O
MEA, vr7uyr—YVOMBETRIL P-LalSs%
HiE§ 2728, SFEREII~ o7 7 — V0K
PoHERT LI A TCERRNOBELLTHE TS,
T2, B o TOBICERE S Ry O CHRERERL
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