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The murine acquired immunodeficiency syndrome (MAIDS) produces immunodeficiency
with abnormal Iymphoproliferation and hypergammaglobulinemia. Elevated mRNA
expression for IFN- y and IL-10 was observed during the course of MAIDS. The mice that
had been passively administered anti-IFN- v mAb showed the delayed development of
MAIDS. IFN-y-dependent pathway may be involved in the development of MAIDS.
4-1. WFgi B

¥ U A BREREASIERIFMAIDS it LP-BMS< 7 AEMLIK 7 4 IV A (LP-
BM5MuLV) BEEC & oo AFHE SN A REREET, FWL ) VA BEE &
MHE &2 o— o BMlEELEE Y. Th T TOWFEICL > TLP-BMS
MuLVOZ BN COMGHTHNE, Bl <2 077 -V Tho Z LhHES
T 547, MAIDSSSIE I 13 CD4fEMETHIR & BAIRE O FIJF DFAEDUIATH B C
ENFWE PIL SN TV B, MADSIEBWTRY A b A ¥ DREERE OFFLN
ShTEH, ¥4 b A & I3 5CDAEMETHINE & BAUKE O IV A*MAIDS 5§
FECBO TEREGREEZ R LTI TRESFTRIAT VS, FIfR TR
MAIDSICFRD b NBRBFAEDFIEIED LI LY A b I A Y BHET E00%
BT B LR HIGE LT, LP-BMS-MuLVIERY 2 AW B 44 A VL
ERFEOFER LR A T oA 2§ 5 bl LR S OMAIDSEE I
Bz § w7z,
4-2. BIEREEM B £ UR
1) LP-BM5MuLV &~ 7 2 0§ B} B10-2, -3, -4, -5, -6, -10, IFN- ¥, TNF-a,
-B, TGF- BOmMRNADZEH % RT-PCRIEIC THAD &, 7 A b AREHIRICIL-2, -4, -6,
-10, IFN-y, TNF-q, -B, TGE-BOIEH 2 700 1225, $FICIFN-y L IL- 100 ST AR
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2) LP-BM5 MuLV JEHfRb s i I THITA R o b 7 a— A P A —F —
WU IRATT B LRI A & o CDAMGYETHIE B0 & MR 1R3AE 2 B 5B
o—@tkoigine Bk, 79— X —%—% v CHla% 28 LIFN -y
EIL-10OmRNAD TR % RT-PCRIEIC THIIF T 5 & IFN-yidCDABG M TR % & TF
WCCDSIBHTHI A SEE S hTWwD Z & IL-10HTHI® &% & FTHll L At o
b bELSRE LIRS R, AN B 5 TFN-y, IL-1008 £ % B3
PUREELISA)IC CHliE U 72 2R BT Th o 42 (IPN-v : < 1U/ml | IL-10: <
0.2 ng/ml )o

3) B OUTY Y DET AV YA TORERRELA R FA P IA VT Lo THIR S
RTWE T EMELRTWE, LP-BMS MuLV Rt 7 ADMMFOET AV 54 7
(gE% B OB 2 ELISAIC THIE T % & B, 51gM, 1gG3. IgGl. IgG2b,
1gG2afli O L J-% 580 7295, AN PEREEPITIEN-YIC & ) A M h b
TgG2ald e ic b L i s i CROK1800M5 I T LA Ll PRE R R 050%8
bEESDI, PigAMEifb DT A4V & A 7L Rl ) BRESHEE S & WL LA
T P A

4) IFN-yRIL-104c 34 5 spAIHLA 2 5 L /2= 7 A CLP-BMS MuLV % @3 s ¥ 3
b, PPN Sy A BEE (RatlgG  #5-8E, HA9EEER) L <
=2 ) > RN 7 & TN ConARLPSICIH T A 0B MR T O LR <, iLrh
IpgG2affi ) L DIREE b M D50% BT ¢H o 2o JUIL-10bifRES < 7 2 IZLP-
BMS5-MuLV % i3 & & % & 2 ConA RLPSIZ 34 2 B MEAETT o R0 I 4 e
EDFEEFD LB o f2, I IeG2afli A RTE O 2 5 LA LTz,

b OF RS HLP-BMS-MuLVIEERGE O A4 b 4 YEE BV T, IFNyL
IL-100EE R B D52 L, [FN-yIEMAIDSRIEICEEMICEH L Tw AT &,
IFN-y £ IL- 1013 IgG2a D REA R KB L THRMKERL Twa 2 LIsT &k,
IFN-yid. THINL RN A 5000 S hTilffs, Bl v s u—-77—- V%%
oA RERERIGT 294 b A Y THD IENyD ED &) e
MAIDSREEKEE 2R UERLTOIrAKDL LA TH D, HFE, LP-
BMS MuLV® e 2 7 4V SGEETIEEIC B W B IFNyD o v TEBENI

TN T2 o T b, § ZIENYESHERRIAT 7 X % v TIFN-y 52 AR/
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LB EOMADSREIC S W THFN & D TWAE 2B THE, D WL,
HIVEEH I B W THIFN-YyEIL- 10D EEIR B S h T WD 2 L& s h,
HIVESRE DY A b A4 ¥ OBk GRS 0B EE2Thi (IFN-y. IL-2.
ete) RWHERIEOFEICEE 2Th2M (L4, IL-5, [L-10, ete) O &L &K L4
TERWI LRSI, T4 WP RVIER O RIEFRSERSFEIC B
HIFN-YEIL- 10D S DICRIC b MELEF— sy L2 2 2 el s 5,
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