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LERR R RGBT ( Mycobacterium tuberculosis, MTB ) 52 A& HLHESR,
REFEASAN =K Z —, T, 2RA 13 ARG SEFTE, S4FY
A 200 JT SR BATET 1E 2014 AEG5AZHRAET: 160 T A( 110 3 imaePIdER 40 J7
SugimrEbatE ) o R DAEHZ (WHO ) MHIRE 2016 08T LG NECH 90 77,
WFEPRE (220 J7) MEPEESEVEIE (100 J7 ) Wifi/EEEkeE =1, MELSEIRHILIKRE R
M= ERAT, GRS . ZWnNaT 23 ZEN.

C HIB S5 A% 1) 2 AE 5 R SHUR SRR K A 26 . G5Me A BAT BRTZE A 00 B W4 e 4 47
B, PUAKIELL T i £, ZF4IMEF ( cytokine, CK) PS5 B SR N & .
MBSEEM G, SRR —Fh 5 e SN 25 UTFR G i) S AL e . LAk, FEE 7
TR, XA RS AR R A T M E AT T2 TIRA ST, K3
T ZRh G555 B AE 6 (K — e 41 i P 740 1L-2 . -4 IL-6., IL-10. IL-12 IL-18 . TNF-a.,
IFN-y %, HAHREZEM R [FN-y, TNF-0, JfHEFS5EZROXLRC A YSENIME
BRI AN FRERREN, ZHHEE. A Y E FAEX P EA% BT
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GRR R G RUBS R AR . SRR AN X ST, H
ERRAUNE, T IERATEALRE .

G R — MBI R M, AR 4~8 . b 80% & AAENHE, AL
fr (SpREL . MR, AR, R, BOfik. B#f) thrfdksomge. NS5 AZ[E M IFSGE %2
ARt R E2 . RBERHAERIN S EE . AR RACER LR, 4%
AR R ETY . BRI, SRR X R EEER. WARR. Zh%
EEREARFIGZI W5 1ML I R AR

—. MR EE

fili%5#% ( pulmonary tuberculosis ) 2458 (tuberculosis, TB) H&H WA—MEH:
ML ELSR, S8R M 80%., #% 2013 4F WHO #iil, 2012 FE28KYA 1/3 HALOZ
PR HERRY,, H 10%RA KRBT, BiAE SR ABCH 860 T A, FET- A¥uk
130 TN, B ERRH kSR T, 28R 22 G500 R 13E E 5 b3 E & ABOUKR T
EIEESISS 2 A, b 80% M ETEARK, 75%M B AT HAE, S5R0R R METAA fil
A X PR . BRI BN Z —. SR E ROy 2ttt R XENERA
DA A0, REZXA A WEXEGIYN. Fik, M4SEmitiaBaEE
FIBLSEE Lo

=, BHmEZREIA

LERARFTFIE ( Mycobacterium tuberculosis, MTB ) AN, B 78l L5 40
5 440 ey 2 40 7 e ( A T PE IR G5 A% T TR BB E B R e Y SR, EEEARE L4 )
AR R 5 A0 b PREE AL B DR S A 4 R T Rk, ITTOE T WkEL 4. T CD4™ T
EARMA CD8" T e 4 AL RIS E i, S T eI —ie, {Rirsiet
RZFMIERL, Hrb OB AT E, MEISZT AR SRR M S T
T A 4% FEAEAT

=\ BHREIR LR

PUA SRR Gk s R R AN SRR . TERIA R, ERARER ENSHER
R E AN, T T M ELAIMR A S R R B E A, (B, SRR R
SNR—RREERE “TIGN" ARV IE 2 AT OB AR KGR BAT I, AT A
K ARSI . 3R T A0 . EEAMN SR E A P E— 3R A AR R
18, #H SR G RIE TR, 15 RG5O & AR S S e A AR R R 2
REMFAPHEERENAA.,
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W, A, @R EL MR T

SERR R A S P B . AT (cytokine, CK ) S48 i1 1% b 502 41 uk
SR R i A A A Y RE VR T AN AR BRI BE . S RIER N . B 5N A A 4B
555 Z T RN R AN 2K, El‘?ﬁ'ﬂfﬂ%[’:’i*ﬂ%ﬁKZ%B’Jl — A
BIET o B AT LK 20 M R TR b 43 V4R R (interleukin, IL ). T-4£% (interferon,
IFN )., 2% ## A F ( colony stimulating-factor, CSF ). g SRFEH T ( tumor necrosis factor,
TNF ) Ffi4HKHF (growth-factor, CF) FL A, TR, MH T REFMIERE, G
H P FAE SR S i P YE R EETT T 2 MR ARG, &I T 2R 58540 % V1A
Ky —Be M 40 IL-2, IL-4, IL-6, IL-10, IL-12, IL-18. TNF-a. IFN-y %, Hrhf
FEMR IFN-y, TNF-o'%, Z0MH T 588 H% R C BN Y4 E N AMEE KRS
MM FREREERN . ZHTHEMN ., EVHEARKRET, ENEMEREAHER,
I+ HRE AR Z R R . A e A 12X Pr A% s A BB i s i, A R BN
BPmE E, AR TsHHUAAET . RY. LW T WRARMR T HVE X T4 200 & mblL
HIHERMBIPG SRR EN, I H o 2Wriay 7 emi it ke,

4L, BEEmleahE BT, a@ienN£-32 548485

I JUAESR , 1R A BAFI AR 98 A Gt —20 % B, 5 g4 4% 040 i P 7 ( macrophage
migratory inhibitory factor, MIF ) FlH M/ % -32 (interlukin-32, IL-32) S&5%% V41
Ko FHI, HEXBHNRMEE TSR ERBREABWES.

MIF FE B, b T O, P, AR 24, B #RE 4
Mo, PYERIANNG ., PERRYEGM . FRRGEM . rEmR A AR AT LIERIK MIF, MIF () F2AY)
AEON P AR R i, (R R W A S SRR SRR L B L A L TR B
— BRI 7 ( 41 IL-1, TNF-a, IL-2, IL-6., IL-8, IFN-y % ) , Bjik NO, %% COX-2,
TE R FEGEE N BEM I, I A AE A5,

WAHNSERAIER , A MIF 7] L3030 PS5 BT R 78 B i 4 i 9 i 58, 37 MIF
FEPE B PR T ERMEM . DroctRll, MIF BFE 311794 {5 CATT EEFF
SR DVBE AR P A RS, CATT # I MIF RS )16 v B A JaiEE
H, B0 E, R FistEsss, MIF RislRE . SU0RRH, S5&REE N MIF
BEFE, MIF 3 E 37 X455 A BRIE 2 451 5 854 0% 5 B UM 5%, $2/R MIF
FEHUA ST GEAAT B 0 S RE N8 b R A BT,

IL-32 f& 2005 Sk — R R MU 7, A 6 FhBy AR iR, FE/EAE
#5F TNF-o., IL-1B. IL-6 Fi#afbAF 8=, 25 T EAEREN E R E ., 1L-32 &
— PR F R, PIURME IL-32 920 F RN 27kDa, AT L BAAZ/E AN . T #RES40
B, _E R A R A AR A U A SRR 8 25 A BT T B A B B A A S R ot 2
HA4IML (PBMC ) P4 Rk EE 1L-32, AR ZHEEEHIE PBMC ™4 —E &1 1L-32, HAth
A N4 B A ERE R BRI 1L-32 i1 A RNAL HORTERFFE A B 8RR 40
ML Z THP-1 & B, F RNAL BRI K] IL-32 §75 4 , 7T LA 40 e o8 45 4 4R g i ™)
WATHBNA I, 5w BE ED 1IL-3 WEEBETE", AR IR A AL B
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“E BRI FT N R FH AN I P AL Rk 284347 ( weighted gene coexpression network analysis,
WGCNA B ARIHEERR A | R G540 B R S S5 B AT R ATiACH : IL-32
VE RS R R E W — M EDREY), BT WA AR R ORE, Bk
HitRFESNRESBEEH, SRER IL-32 2—NEFEN DT st 2 o bRk
/I

2 % X i
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A A4 (WHO ) 2016 4E4eit, Silpiie 445 HA bl —BUmE S| & M5
TRERMERZ —, RESZREARASIOR TEEE, fEHRE AL, SEmBIaIE
#t- o3RI GEBIR TRAT SRR SRR A S T A BT R A BBkiR, 51% T AT
HPF 5 #G , EAE o &K B IRSE A F-a ( tumour necrosis factor-alpha, TNF-o) 7E45
B AL rh e E EE A, EIEgIIgE . . T R R RIES—
F 3\ A RN SN G AR B R B AR . AR SUEE TNF-o 585800 1026 R it
frefi,

— . TNF-a &) 44 F 45

(— ) TNF-a B3RIFR 4

TNF-o U712, MFZRTREAM ( EEAFEE NN . AR, AR 20
B E 4N, CD4 40, R4 . E RN RR A0 ) FZSEHAnH ( REF 44 i |
B AR R MR LA ) PR Al B LA e g B A A A AT PR AR KR TNF-a, (HJRTE
FELAETE A E M e A Z MR E AW MRE T, il S8 TNF-o HREE
W, WA, E—REFIRTRAMMEE T, f1F TNF-oA< & (33 T 757 5 TNF-o BRI,
Bl . AR XT TNF-o #0725 FUBEHBOY T AL T 15 U8 A 2 AL, niiges A &
T T

TNF-a J& —Fh /- 522 1) 1 48 i S0 G384 S BT FO M R, i 157 N SEMREE A,
TR N 17kDa BHERERILE N, TNF-a 784 TNF iR hREEEH, KR T2k
KRR, B —RI S5 KM XK, A TNF-a ZEH KR 2.76kb, H 4 M55
T 3ANE TR, 5 MHC F£ P RER ) 8l , 72T A 6 W talki i 6p>-6Q"
B, E A A 44 R ( human leucocyte antigen, HLA ) BRI rp5EIT HLA-A, TNF-q
TEAARPY LA B i ( transmembrane TNF-a, TM-TNF-o ) F1433 5 ( secreted TNF-a., S-TNF-a )
BFTE R EHEMER . TNF-o HEGETIARES, 55N AE A B e MR b,
K EATEM N TM-TNF-a, 2 FHifH 26kDa (26X 10°), [ 233 & IR IR EE A N .
TM-TNF-a /& S-TNF-a FRIA, 7E—%4544 1, TM-TNF-o Lt S-TNF-a £ T i 76 M8
MRk I A A {S 5k, 4 TNF ##:8§ ( TNF-converting enzyme; TACE or ADAM 17) 1]
FAEE AR S-TNF-a, 4+ FFE R 17kDa( 17X 10%), f 157 4% 5/ 5% 5 20 i . TNF-«
R R B HJZ. Baeyens MBI X LA NTSHEIARKL . S-TNF-a LIFIFE =%
IR TR, BB AR =REH, ARG P B Ir& M A RF
1 B, AN BITEE SRR, AT B BREHUKYE, MHELSSTERRER =%
. BAfRE HREARIX R TNF-a 54 ZMEHIER, HE TNF-o =RER& =458,
BE5 =S EUE Z IR LS &, BETE A 22 IS YR = A
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(— ) TNF-a 34K

TNF-o {4428 B At 54576 1 BISZ4K ( TNFR1, p5S or CD120a) I I1 #1324k
(TNFR2, p75 or CD120b) £5& M=k T HMEREAFAEMFIAR[R A TNF Z{& ( TNF
receptor, TNFR ) , B TNFR1 fll TNFR2, 2#£:4: KT ( nerve growth factor, NGF )/TNF
AR F IR BT o X PP SZAKT] LAZRIA T 2 FP 40 2 f , TNFR 1 O & #5744, T TNFR2
H—EMNF RSN, ZAN (5 BRI T . TNFRI ] 265 FX TNF-o 403 /E
I, SR, TNFR2 HIFFATIHIM T, BIKE AR, W2 AEAEMH
Xt T B A B R 55X 10° F1 75X 10°, Bk PSSR TNFR1 )H1 P7SR( TNFR2 ), TNFR1
il TNFR2 r50 854 455 #1461 LR, TNFR1 # TNFR2 550K, Musbebitant, ¥
DK K il N 25 A 5, 4 TR AR, MUSMX AR &2 R R BRI %5445 ( Cys rich domain, CRD )
MAFIFE. TNFR1 N X &H —BAET- 454938 ( death domain DD ) , HATRIE 4l 1
TR, ZEA X8 4 M - EZE/E A TNFR2 i XA & DD, TNFR1 Fl TNFR2
I MIANERIRA 28% AR, MU XA R, ERMEN SHRARE SERRE.
FAEZESAFKNEARER, MEFRNESERRE. INFo 5ZAYGEE, F5%
AGHM R, it %% #FE T (nuclear transcription factor ) NF-xB 5(iG4bE I (AP ) -1 5L
B HIIEE. TACE HEEW M S-TNF-a MIFMX, JEATE 1 TNF-a 521K (soluble TNF-a
receptors, STNFR ) , sSTNFR 7EAEHANAE N TNF-a BFRSRMHIF, 7T B 5 =2F TNF-a
HaWE4a, A EE#S., B sTNFR 7EEWEREN 5 TNF-o E3Z{A3E 4 TNF-a,
Al TNF-a WA HIIR, M TTEEs AR R,

( =) TNF-a 9054

TNF-ou A2 A4 P 40 0 BRI 1815 099 8% 4 0 oo R AL R -, R I8 Bh AR BE S B A GBI 2R
B AR A AE N B S MR ShARE AV 1 3, AR MR AE i ad ) 2 4 IL- 1. IL-2,
IL-4, IFN-y, TGF-B %5 Hi & 41l #7051,

TNF-a 4EYI2ETEYES TNFR SR B AT 40, TNF-a R4 S5IHEAAM 2 A5G
G A REAIFEAEYF R . TNF-a BB 2R DT MR AP E IR T . TNF-o 205
2~3 N MFRTE ARG A A RS AR B T, AR AV AR YISOV . Tdriss S5
UHAN TNF-o {U5 TNFR2 45& AN, W05 TNFR1 £546 74 68 shHA: P2 ohiE.
TNFR1 fEf£3% TNF FTA EAIMTE SIS S, TNF-o SHZEMEET 5| RARAESETF
fIiEAE, SRR A S D EZREY, ARk, ok, M. Wk, ATREAFRNE
AR T, T4 R4 F Ik TNFR 7E7E 245, #1718 TNF-o XH4-Fh 40 VE AR,
R DGR 2R, — ok, ZEBEBERE S ZE] TNF-o W#Hi0, 25,
TNFRI/TNFR2 ) HCBIPSE T 4152 TNF-a RIFE R ASE R

IE# AKA M TNF-o #1 TNFR 2P/, 24 TNF-o il TNFR WHIARERS, 74
] (A B BRI S, ,  NSE4 R TNF-o 2 SBOREEEYY, 1 TNF-o &, &S
WHER A . YEB TNF-o BANEER, — AT RZohfe . et B gefbidyess
FREEEAER,; B A LRFERR ST AR, K5, EWRESWRERN, [
it TNF-a Ali—#9%% IL-6, IL-8, IL-10 4R Fa/=4, XeefE RMUEARE 725
R EMERN . 5 1EBIIRBERSE, AT P B 4 R A T S Bl A M A ZH 2K
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Bbo T, RAE4ER TNF-w/TNFR ARGV, ABECRFFIURRIE R A HICH, Hit, Xt
TNF-a (4= Y115 YE A PEAT DA BRI R AT 20T -

=. TNF-a 54&#Z6 X A&

TNF-a f8—{EII6, FEG5B R R T DRGUBRG e fE R, ] B R 245
i o G5 R 1) K e R SR AN I AU T 45 B A B ( Mycobacterium tuberculosis, MTB )
FIFCR AN S, AR KRR B E R T AR ) e T e

(—) TNF-o {BHEBMEIEZRE

MTB &I E, FEFEEEWAMPT, ErEgSRG MTB J5 T &4 1 ROV &
74 TNF-o, Barnes' 5% 81, 4rBI4 52859 MTB 40 IBEZE [ K 2852 &4 BT RL(F i
P55 G5 R M R R PP B A T 3R, AT B R A RARBIPE ) TNF-a BE, Tsaol%5:4R
1, A% i E S TNF-o (2R EE, IM¥E TNF-o & T 150 .

TNF-a X} MTB B {1 i & CBMEEA, ERIG AR ) B P EE A4
M F. —HH, TNF-o BOEHAGME T IL-18, IL-1B, SEERBR, R5| RAEL
JREE TP, FAHEAFM TR, BnFA S 5 R0 aIZ50, S8l
T 4B TFN-y 3 — 28805 E Wi, Ing&st MTB A GS, B— i, TNF-o @il H
BBOEE VA, PR RN TN MTB S TE G MA K, s, TNF-o iR fERE S HIR
P E WA AE T, AR TR S T MTB ZEA A AR K, BOA AR Y
R PERLH . Champsi 2% PSIHSCIRUESS, SMRHERY TNF-a Al SHUNEXT MTB YL
P68 S HF4E 3% . Tania Botha Z5U7%F H37Rv MTB &Y TNF HE /N BT &
B, TNF = f/NRRA S 25 MTB &4, REX LR/ T2E1RIT B MTB 34
BARIEED, [HE TNF SEEHLN B A BEVR NN A EALACR I PE R i 2, PRI A T
PE TNF QRS R A= A R R I Tz 11 .

( Z ) TNF-o {BHEZATF IO

TNF-o RGN ZFE I AERF S8 LB, A ZF M SR R BRAE PO, DA I
FA K, EARRK B, G AR TR 2R, AT A RS T
BB BBV RN, TEASRAT s R A GRS Th 8 KR A S v 4
B, A 0 £ A A R A A R S S, P R R AR A . WUAESS R
FROART, B AR Rt Rre i) 07 AT, 930 TNF-a 203, TNF-o
SIAE BRI IFN-y FAEUNEVE A, 08 BRI, B WA R S5 AT B R /N T
MRKBE, @it MHC- [ 285324 CD8'M T MEAIM, RZFIAMEN: T MHE L
K (CTL) AaFns e & wb e E g4 2 8 ALV SR RS R 20, B PRGL A 7m
kb, PGS RRERTYER . TNF-o FETE AR YEGS L P 25 O TR AT DR
B BT XA AT v 1 7 s T TR P A 5 A B AT 0 1) AR TNF -0 SR s 4
CSTBLI16 /NS BB E BAT 1, WA BEIE R RS 11 SRITTAEHERD TR A B 1
HE[R R P, IASMIE TNF-o f5 REEEAE M BERIE, T PIZFRR BN, TR /N
SPALERFI R ZER, PERABE AR, DL E DL TNF-o RRIEIESS AL A SO TE AR, XA
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AP B R LA TR L,
( =) TNF-a KFESEZBHEER

PR PLE R A9 TNF-o SHHUATURSA — & RPE R, T2kt 20 i Som 5B,
Ribeiro ZE UGBt E54% B M 45 TNF-a. IL-8 KB A8, W RE 54540
HITESPERIR . Law USSR BN, IS M eSS Mt EvE W ( BALF) # TNF-a.
IL-1B. IL-6 7KV 1F 5 X R4 BE 8 T, ELAES 4% 3% 3% BBt BALF # TNF-a., IL-1B,
IL-6 K-k 7 BB R . Kupeli 25U %1 454% i BALF #* TNF-a fl IFN -y 7K Fi#t4T
e, ZIAEZS I ATE bR B8 T2 4, RATES B A P TNF-o i3 5 7] 5 [ RA LR,
ZSRIE . $E/RATEER R T P TNF-o YR EE S04 (07 AR B B IEAR G, WAIIAm 454
M H TNF-o ¥ BE T H S5 Bt AR, MG RS W AR YT SR ALK

=. TNF-a #FHRH 5 & L0 K

TNF-a FH054 B TR 4 R egcmt ), HAT, Ead EmEa 2 E i
(FDA ) fit#, HFIEKRE TNF-o f5507] EEAFEDT TNF i APk (infliximab, XA
HLRFE ). S-TNFR- Il -IgG Fc #x A% 1 ( etanercept, I CAFRMATEE ) A BHALHT TNF
Pl (adalimumab, H3CAFRBTAARSY] ), FEHTHEXIELHT R (rheumatoid arthritis,
RA )., MEHHEH % (ankylosing spondylitis, AS ), 5&% BJ% ( Crohn’s disease ) ZFHIHIT,
3 ik AR 330 S ) TNF-a 7K L) B 720 11,

B TNF-o FEHRIRNATT R BRI e E €™, EHfFE— SRR, Hb
TNF-o $#55URGST 5| RGN E RN R CiEZH], EFEEE, P, i,
AR R E%, RS B RA BEA SE5RERR B AR 4 £5°Y, A TNF
FEHURATT A E M RA G582 B in®| 7 12~20 455, @45 B b & 3, infliximab
AT SN BOE R VRS R B GG, AT T BE S | R HR BME O 25w ™), Sk B Fe S R UL
FAS TNF U HOCS A S RAETERIT TR IEAA, HERZFLEP. HH¥
FXf TNF-o $550575 | K45 0 SCRRPEORHE 19 . B infliximab ¥6Y7 ) RA S5 A
R — M ABERY 50.3~90.1 %, W JH infliximab BY etanercept 1557 i RA 458 &0k K2
AHIZHEZYNAIT RA 1 4.0~19.9 1%, FSNGSB BB IESE & A REH T,

TNF-a #5507 5B Z AR R B HE S, TNF-o 55075 | R85 EZR R
WA MESE %Y (latent tuberlulosis infection, LTBI) & 4: & ¥k, Mohan Y48 1iF B 88 5
BEHi TNF PUALEHT LTBI f/h R, 451 SN EMR. Tumer®4HIESLAE LTBI
FI/NEAR RIS, TNF F5500 685 RSB MR

FIH TNF-a $550HI4T RA . AS FFEMBIRITH, BEEAN TNF-o KR, —I7mE*
BITEERSC A 25, BRS — XS LTBI HEHEA BB NELKEE, SWHEFHA,
FRAWT I, F—, ABYE TNF-o RAERFEZBRBRK BN E), TNF-o fE5HH
BN, FTRENUAR e 4, Bl AR LTBI RS, T HBEEE. %=, TNF-u
BEAR I GEAZAT VA J8 BBl A ZE R BT i, TNF-a F5 BT TNF-o 76 PESZ IS, AT REEE AP ZF I
JENAE, skE AR, (HEARER K LTBI ST HE. %=, TNF-o A]
i 7 I 0 R K5 FF I A BE ) 0% S e M 2 AR R T, #F TNF-o F5 505018 R 30
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T AR R L A A T, RS S AT B AR R R PSRN . BRI
iR )R T, TNF-o F5P0R) Al SEBOSETAT R ACIAMER) CD4™ T WS40
BRI AT, BEARAUAR GEAZAT B R S s 2

BHRYL, RA X AS BEASRAENREC AAZAL, fEMEH TNF-o f550REINE
THUAGRIP P BET BB Z IR, S BN T, S MR SO EE AT T
WIS BRI T 400, EEMRSERRINEFEAT, BEREMELEIET . Keane
#CUIRIE 53 infliximab 3357 RA BE S &/ 12 IFET-BE D 4 Gl G4 B
LR SRR, PRSI BRIE , LTBI AGERE R N5 R B
R, RARERE ARERL ARG AR, X T8 RR s A A, Fir LA TR XU A
W, X LTBIAATHA . KT HEIG T, SEhit , X 447 f60 38 A G A ) fe e LA
HAE X

A AN 5T F AKX TNF-o 54580 A THIFIT , T 450 To s A ImtL i B AH O
A F AL, ZB TNF-o SN ELE .. ZREVIFG, BINAEN TNF-o KF,
X WSS IR 1 « T UG AR B . BT & B TNF-o 455077 © 726 I RS B i
F7RL, {HE TNF-o #5500 4 N 5 G5 B 2 (8] 0 56 R LA et — 25T, LHE
FE TNF-o F550 70060 A anfal i A2 AL B LTBI B (Al N o 8= 40— 0 ShniE, BT 6lE
A HEH TNF-o FEHUR N HAER . MRS 5 F Mo FA Y4 R ERE, AT
RS BB VR T BT IS AR
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AR, HEE MR T RBE AR, EANSMEEX IFNy SEBRINERA T
ZIRARIPII, W RERZFIH . IUAS Y | SRR S 24w 7,

—. IFN-y 8 F AR T 2 A W FiEH

IFN-y —F A E N, EEMPURA Z20 3355 /LK CD4" Thl, CD8'T
YA S NK A=A BRATRTR A L b IFN-y P2 4iffish, NKT 4000 . B 2R 4nie
(DC) FIEMELHML (MO ), B 4R EA =4 IFN-y [RE S, IFN-y it 5 AR IFN-y &
RE5E, FIEREDURE . s, BUE B R 8 S SIS . IFN-y Xk
RS RTIE, YRR REBA BTSN, fe 2l 2R
IR MHC- I 2K8PUR, RGN A MR B, & SV =4 2R 7, 12k
T. B 4ifes- b MmenpaasE T 410 (CTL) @, Rk B 40k, BO% A%/ E e
i, RAUREHERREIIEE . 1 BRI R FAR A AT B i A

=. IFN«y 5 &6 X &

(—) IFN-y FEREE R RR FRIVER

MTB AetE AN FF A T8, HLART T MTB R G SN £ BRI S . T ks
240 AU 5 M R PO T G 2R BRI ) ERR AN o TFN-y FEBT MTB JERG S [ 7 Hh ke 4 %
BAEAT, el et T AUAAEEE AL, BOE BRI, 255500 1 P 2F I fe s S
ESE 277 T A AFAE L e B

(=) IFN-y {23 T HIBATIEIEFNS 1L

T YHMITE LSRR s PR A PO ER . T MAEESE AR TR, Hip cD4A'T
HMAE/NERA AU B P AE A R B M0IESE . CD4™ T 4ififg4rk Thl F1 Th2 4Ri,
PRI EIME T UMM A R AR T, fE S SO AR 2R [R) OFE R . Thl 405
IFN-y, IL-2 FIIL-12 4% Thl ZBY4HME T, BE{RHE CTL BAGIER, B S/ 5 g 4ute,
HSR HARK MTB (1936 11, MIfIAE MTB B R (g i e B B EH . Th2 Z40 i e+
N IL-4, IL-5. IL-10 SFNH0%] Thl RUSHALF40 IFN-y f7=4, BRRE M40 R K MTB
HIBET, AT I S5 45 PR 7 P S I 2 o

IFN-y AT LA¥%S ThO 4Hffi[s Thl 4Afflsr4k, 584k Thl UM N% . £ (BCG)
/N A TR PE TFN-y ZEREHT IFN-y SsgEhiikp fS, /ANREA S HERN T
Y= A BE S IR, BCG 4R A IFN-y 509 T 40MO04 25 . eoh, TFN-y AJ{2 ik
CD8" CTL HIFLIEIF, X T CTL AR5 X MTB B4R S et o AR ] ), TFN-y
W ATIEE S IL-12, IL-18 MM E A SRR T UM NK g4I K. TFN=y £ CD4™ T
MIF CD8" CTL B THGASH AL, Fraihl MTB By 5w B, 1G4 T 408 ( 3

.10.



B=E y-TIRSSER -1

FHE CDA'T 4l ) AB4HI IFN-y B EWELNMT, (6455 MEAH N i MTB B8R Kk K%
4|, 1 CD8'CTL Rl d B S FL AU i, H 320 MTB &9 MTB RSy ¥E 40
J™ o IFN-y —FiiE5 T 40HE K AR 3 IFN-y (3 57 A= 00 1E RUBER 5 B 7, TS IFN-y—T
HI—IFN-y JEu R YDA, 3003850 B B B s N &R EAER . IFN-y 35K
H T B BR BB b LAST MTB RIBE S, Al MHC- [ . [IEHFEMEE, M
i HI% CD4” Th 4 CD8" CTL MR SIFIHEE MTB e A .

( =) IFN-y B E B4

MTB FEHF4ETEWAMA, Bt eEn B8, dwaREeH
R ESTEAAM . EMAIREEILE A X MTB A& AR IEMER, HILE R
MR BRI R B R IEE LR B . IFN-y f2& 5%/ B MY A 98 505 7]
2 L Wk A4 B A% e AL L BT 0 75 £

IFN-y & F 8 1 E WA S I ( MAF ), TFN-y BECAS IR (B B A SR A% 40 MU AT 4443
160 A AL A, ek E AN TE AL, PR A NO, [RRERHA N pH, it
MR M EHA BT, IFN-y ATE L E A E i i MHC- [ 2680 1125008 . thials)
#5r1 CD80/86 %41 Tk, RiFASFAI—EILAAR (INOS 2 NOS-2 ) =4, ¥
15 B A i ) E RO P A BRI E R B RS, (FE AR R KN AF A EEE S,
R R Rt — sk, I K RBER . Boh, IFN-y BB INE Mgl i
&M ICAM- [ RIAKTF-, MRS FRE SRS T MM EEH. [FN-y
AT NG T MTB ) E 4TS P A4 (ROL) FNEHER P (RND) BF=EkR
Vi, AT, REFELLE B PE IFNy ESAREA—EEN SR L. NO £
MHEAFE-F AR S R LEERN LNERKN™Y), EAEN SERMK
HIWEIR 48 % PR, ARPE MTB. 7E IFN-y fil TNF-a %S F, ERAMAESE K
A BT ek, (R THE HAFmETE #, TFN-y iR BERS IS 32 Fe 34K (FeyR ) 7E
PAZANN . B AR IR T Ak, (R REX A 2 5 B A i 40 a3 S P kb TFN-y,
HLAX MTB A 54E FAUESS o Flgnn ZECIBFSE % B IFN-y 304740 R RESR /N R e
BEFEA IR R R, ARERRE MTB R4k, 530 ELE/ B Hox 2/ B R B R R 1Y)
HBURSE, A& REBIUM SR A BT, SRR E ] LUl A FAMNREEYS
IFN-y 397 T 4F5% .

(F9) IFN-y S 582 RARF I RR R

IFN-y TEGAZ P R ZEPIE B G VE |, 76 R 2R s X K28 MTB B K 1F
PRI REVE R . MUY MTB 5, R B ., I TR SHRE, SIL T 41,
I 2 P 9 O 0 M R SR A A IR R SR 3R, TR RRR 2R A . RIARI A ZERoKE MTB JR BRAE
R, B ML MR R, AR MTB FIE W4T R — 1 sh AR A, 72
TEAC T HAORERCAY IFN-y SRR FERT , ES4NiETG{k, ¥ MTB i R/ T IiKEL,
ik MHC- 1 2677 THR245 CD8'HY T 4, Gk CTL A A0 Fvaff & v 1Y E v 4u i
KA BALIE AR PSR PR, SR E S, BT, IFNsy TEIG S
%5 ¥ 8 E TP e WG, S ihba A A ZE R i H A ZURSE ™ E . IFN-y S
B/ANRESBEBIERI BCG f& , HAHAEEEm, 4 HBkr . Ro4EH | AREFE INOS



