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Research progress of tumor necrosis factor-alpha in tuberculosis
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[Abstract] Tuberculosis is a chronic infectious disease caused by Mycobacterium tuberculosis (Mth) and a major
global public health threat. Tumor necrosis factor-alpha (TNF-a) is a class of proinflammatory cytokines involved in vari-
ous cellular functions such as phagocytosis, apoptosis, proliferation, and mitochondrial dynamics. During Mtb infection,
TNF-a not only plays a protective immune role in the pathological process of tuberculosis through three mechanisms:
granuloma formation, macrophage response and programmed cell death, but also causes immune damage through exces-
sive production of mitochondrial reactive oxygen species, late apoptosis and necroptosis. Therefore, the expression and
regulatory mechanism of TNF-« in tuberculosis are of great research significance, and it can be used as a potential target
to help the prediction, diagnosis and evaluation of tuberculosis. Therefore, this article focuses on the expression and re-
lated mechanism of TNF-a in tuberculosis, in order to provide theoretical basis for the diagnosis and treatment of tubercu-
losis.
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factor*alpha,'I‘NF*Q);EIL:—*4 (RS I L SR 2% AN

255 22 0 A0 L Dy R AR G R AR R A M IR . AE Mih IR R
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9 3% 4K (Pattern recognition receptor, PRR) , # ifij %l i #% K 7
kB(Nuclear factor kappa-B, NF-«B) , i i 40 g N {5 5 % 00 1%
FPHE TNF-a, 380,75 M & YL WAL, 38 B 3 2 42 4 5 8 A Il
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L H S TNF- (3R 8l o B G 558 48 55 4 20Uk g 358 07, 38 T i
R ML . B4, TNF-o 36 REE 1 5 H 2R 45 4 ok 8 3l
2 B0 A 2 IR A S A E L Sk L U8 TR AL ) A AE AR BT T
L AR TNF-o 19 7= 242 %5 T 4E 1 Meb 198 72 i
e 75 R0 R0 T8 97 97 B 8 () Bk AR i T A A 4 R B L AT R
o ARTCHE TNF-o 78 45 4% P ) 22 3519 10 A1 AH 5C7F F B
HEAT R A5 T IA , DL A S5 A% 12 TR SR A S AR R

1 TNF-a B7E

FLAE 1975 4F, Carswell 255 2 0F 57 P9 3 2 7= A 09 M “ HH
PR IRAE 7L % B0 9 34 2 A0 B Y R A 1 R /DN BRI 3 b T
AR 19 L I 200 B R AR 5 — Rl L OF ELIX R RS S N R
I 00 R 3R BE S5 Ok 3k R A T BE A 44 O TNFY. T E #
1985 4E, Aggarwal 2050 4 1 ¥ M Bh % B N & % iR ( Phoborol
myristic acid, PMA) I A 5 &k 48 L 1 1 955 48 il 60 (Hu-
man promyelocytic leukemia cells, HL60) B JG IfiL 1§ 4H 21 5% 3% I
WL A AR TNF, TNF 355 i35 1k 60 %0 28 40 i 7= A
53 45 1 05 240 e 0 B A A0 B 5 L 3 i pl 3 A 1 I S g 4 AR e 2
811 G0 P 2 0 L L T A 200 R U A O UL AN R R TR M U5 A
Ji iy 5 26 T 8 S50 TNE 2 B 26 M1 G 40 i I F TNF-o il
TNF-B MG FR., TNF-o A £ Fh A 4 2% D1 6E, W51 ks 41
U H ISR FE YU B A HE A0 Y 9 A L A0 Ak AR FE ARE L S
SR A 25 o B A B g R b Al AR AR B R R AR,
TNF-8 /& i i1k T 4 7= 4: ) TNF-o 2804, 2 B AT E 34
Wi A E T,

TNF-a J& H1— R 5 2 [ J50 RGBT A 5 04 3R 15 BIL 11 4
AW . W], TNF-o #% 813% y 26 kDa 45 & JE 20 (Trans-
membrane TNF-a, TmTNF-o) . Heif N 355 40 g 4 1B I 2L K C
i 20 23 g Sl 0 A A 45 A 1 ) R = SR AR, I A 24 A
B Z MBI, BEF . TmTNF-o i3 TNF-o 56554 )8 %
[ ( TNF-a converting enzyme, TACE) ¥ & 4 it 51 45 ¥4 358, . %+
TmTNF-o 4k} 17-kDa 7] % £ TNF-a(Soluble TNF-«, sT-
NF-a) . 34 8 4 1 i FKs sTNEF-o [R5 = 38 A B e 3 4
WA R EE 3 B J& TNF-o I f8 R 5 7% 5 7 45 Bl A B0R0
FRERET P T AT BRAh AR XA TNF-o #8855 94
P E Y TNF-a 3 & (Tumor necrosis factor-alpha receptor, TN-
FR)TNFR1 Hl TNFR2 % & % % # E Fl. TmTNF-« J& TN-
FR2 WA Sk, EZ R e iukik. b —JrH. TNFR] £
K2 %040 28 10 vh 3% 5K K B L IR BT LX) TmTNF-o Al
sTNF-a # & W, Horh TNF-o /i 5 11 40 i 56 T FE 48 40
WK F 77 A 32 B TNERL {5 5 % 5, i TNFR2 /9 8 U 45
FHH RIS A M. TNF-o 5 TNFRI (945 4 B 13 20 Jf 79
E5m1IMINEEZANME5HE., 2601 ARMESHAR
FETG AR Y A, O3 i 28 M NF-«B il 22 2L 5035 16 48 1 3 i
(Mitogen activated protein kinase, MAPK) i& 72 7= 4= 12 45 4 Jfd
BT, M AR TR s 2 42 3 B e M 40 8 48 1= (Pro-
grammed cell death, PCD) ., 5 41 L 98 T- A IRFEHE T -0 X Fh
WH G 55 S E T MK TNF-o #5834 TNF-o 78
N TR 14 240 i PR 5 e B A 280 4 4 AR AR A IR B T P E 5l
% S AT i TNFR2 B #0E B B f2 3F TNFR1 A 5% 41 i

FETAR 5% 5 OF HACHATE LT o 3 74 3E 20 A7 16 L 48 49 A
AR, 5 TNFRL M H, TNFR2 it 2 38 1 %5 #5 38 ( Death
domain,DD) , & EUH TG ¥ B % 5 TNFR1 #] 5 B DD (TNF-«
receptor associated death domain, TRADD) & 4 4E H . {H & fE
T8 5 Jib 98 YR BE IR F A2 4R A1 5 R F (Tumor necrosis factor recep-
tor associated factor, TRAF)Z5 &3 )F B iS5 TRAF2 454 . M\
MR EZEE B TRAF2 MOCH M, W TRAFL 40 98 v 41 )
#H F 1/2(Cellular inhibitor of apoptosis protein 1/2,cIAP1/2)
MLtz £ 54 % 2 & 9 (Linear ubiquitin chain assembly
complex. LUBAC) . i fift 55 45 B {2 2 3R A 3 1 4 11 Jo ¢ fi
AT A 2. 548, TNF-« 5 TNFR2 45 4 i A 1t
Wik NF-«B P55 W8RG , 3 — 25 W00E 2 R 02 3F 40 J 34 40 10 15 5
W, £ 5 B IR mE UL BE 3 MRS/ 1 R B 3l H (Phos-
phoinositide 3 kinase/protein kinase B.PI3K/Akt) #8115 5
RS 1 (Apoptosis signal regulating kinasel s ASK1) 415 f c-
Jun KW (cJun N terminal kinase, JNK) i i 13k 2
#i NF-«B i
2 TNF-o EEZRBBERPHIER

B KRG R S5 45 R TNF-a 9576 Meb By
W R0 gk I S I R S 56 F O W, e A
23 I TNF-a K1 09 3905 L 3% 7T B 5 A0 25 100 il e 9 J52 72 )8
JEET 5 AT — R 3 R A2 R I — O 3R A4 A A0 I AR L AE B
) 25 A% A 2 I 4 Jef e 118y S =0 I 06 4 i O 45 B B 0 K P 1
TNF-a, Mo %5 BF5E & B, 4518 P i VA M 45 100 B 3 A 1L,
12 W O 5 R YR8 A A TR I B A% 40 b G B 2 Y TNF-
a/KFHEE., XuF W RH, 5L TRWEREZ BHANLKG
PE B [ 95 7% (Human immunodeficiency virus, HIV) B e H 3 4H
PE L HIV A G 45 1 1 il I 48 B 19 TNT-a RSP TH . 78 Wed
SEDOTHEAT WA AT b X Ok B Meb BT R A N AN JE il SR A% A
i (Peripheral blood mononuclear cell, PBMC) # 17 T & 8 &
RNA W, % B TNF {5 5 3 B% 9 83 5 5 X 5 45O % 1)
M. BLAh,EMEER TNF 78 TNF {5 558 ¥ 1A % 17 (In-
terleukin-17, TL-17) {5 5 38 B . 5% 20 BR 5 5 7 3 70 5% %
i A F (Janus kinase-signal transducer and activator of tran-
scription, JAK-STAT) {5 5 1 # . 240 M 741 g X+ %2 1R A1 |
PEFIFT NF-«B {5 %5 38 34 % 315, HAE Meb 09T 5001 CF 3 3%
B BiE, thAh, Manabe S50 AN HEAT T — 0B AL I AR IR 5
XFok H 10 DAY E Z ) 850 4 HIV B #EAT 26 Fhifl 3 £ 9
PR W B PEAL K I TNF-o W] A 50 B0 25 #0055 19 & 2B 7T HE T
U K Az 5 4% o UG doe i 198 . I AT BIF 9k B 5 8 3 25 W0
TRITIE  BE ML P TNF-a K23 B 5 18 97 19 3547 A0 95 1
B S T R AR 1T o DL R B ST 45 R AR /R TNF-a 75 45 07 iR
F PR R AA A B T W0 32 W AT AL S5 A% TR D 45 R T
TR YIRS
3 TINF-ao EZEZFEPHRPEREER

TESE A T i Mub [ i S S (R P P e I i 3 5
50 W58 0 E0 07 7 A 1 2 5 40 R PR ¥ A O, DG 2 TNF-o A I
HFRAMMIE T TNF-a 1P 25 B T2 1 TNF-o F1H 1 2
ML AL TNF-a Al PCD 3% = A4~ J7 T 1 AH SE AL, & 78 42 i
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BFXF TNF-o B 415 08 57 8 45 4206 1 T00RK il R % 1 00 0F ¢

3.1 TNF-a« MAZEMTEK  TNF-o X T KM T AL A
PRZE RS R Y iR e BB, PR 2 b Al oA A AN L I 40 i
R A R 2 A N T A LA 3 T AN 3 i A A
AR R TR] A, Ay 200 B A 004 A S T 3 BT, TR 2 b R B
W RE I K TR BE , H A A1 B8 14 A7 05 R A% 5 o ke SC B L IR
25 52 WA 1Y 7 T RR RN R R, FE Mieh KRR IR )R .
W A M 2> - WE Meb s 73 W TNF-o,. 355 T3 & y(Interferon-7v.,
IFEN-v) 7= Az o I S0 W 40 M Mieb 45 22 25 CDS™ T itk 2 41
JH o f 2% P I AR B A0 I M T 9k B 48 M (Cytotoxic T lympho-
cytes, CTL) A% 405 FA Mt 25 T4 A4 15 s 200 it K% ) Bl 4 20, 9 At 285 #%
PR i o BT g i A . L S50 ) Mk 8 TNF JiE A Bl
B9 C57BL/6 /I UG » 22 BAIHK 4 200 1 il o il 427 FE) el X sk B R
R REFE Meb B 07 5 42 M B W 400 i I 3, b R BE T B 4 21
PR ZEM . Olleros %2 ¢ TNF 2 [H Ht 5 /N P i A TmT-
NF-o 3 5 . & 3R A B (Bacillus calmette - guerin, BCG) J&
e ity TmTNF-a 3 B /N BUAE 2 B A 9 K B i 40 il Fn 2 4%
MR S A R 2R, AT X R R Rk 5 2 Y /DN Rt
A TE BB MP6-XT22 kW fl TNF-o J5 . & BiZ /N RE Jo ik
AR5 PR ZE i O R AR DL R AR B T 2R Y &
A FIYEFE S FEAKIS T TNF-o,

3.2 TNF-o F1E WELN MR 15 I 400 R 2% 51 5K 19 40 174 77 2k 4l
M AFETEASFEEHL P, Mep &Y S5, AN B W41 8E 2 )8 3
I A PN S K B A B 3l L OF HLE AT L Y 45 Fl PRR Al R
5 40 L 2% v A B I I O AR R S5 R P Y s D A A S
7 T (Pathogen associated molecular pattern, PAMP)? |
i3 PRR, 40 i Al 3 38 500 Meb 38 1T 9 2 90 4 56 o
#5220 (Microbe associated molecular patterns, MAMP) , 3 ¥ H:
I 380 5 g A v R AT VG B L S 9 4 6 A T 2 RN ) B S 5 1 DA
Je Foa] SRR AR A B T BR ) Meb AL FEY , Mo RS T B
O R i B S I R R A S o % s A 1 I
TNF-a IL-18.11L-6 , 11.-23 717 20 B -5 W5 20 ff 48 7% i) 34 X 7
( Granulocyte-macrophage factor, GM-
CSEY b Ah, B W 20 B AR Hi L350 Rz 4 F 7T 4325 M1 AT M2
B H b M1 E BB AR RERAE . 7E Meb SR S5, Toll A%
Z K (Toll-like receptors, TLR) Bt & IFN-y, TNF-o I GM-CSF
SO M1 B WE AN T, = AR S 8 — &M A A 8 (Inducible
nitric oxide synthase,iNOS),IFN-y, T-# % 4 21 (T-Box Pro-
tein 21, TBX21).C-C & 1k Bl ¥ % {& 7 (Chemokine C-C-motif
receptor 7,CCR7) YT A& 19 #0121 L K 3t 1 BK DL & ¥ 2% B 4E
P J3 A6 TNF-o 38 6815 508 Meb B (1 5V A M 06 1=, 2
MM T Mo 9 Al Moo it ARIRAR B0, 55 —J5 i,
Mih Jg% G 340 R 3 5 i AR SRR AR 5 N T BE Lt 3 5 e 5 40
G2 AR - AT 5% 0 i 55T B BT AR A9 G AL . Mahla 2557 BT
KUY BCG iy M1 E 40 i vl % 5 7= 2k TNF-o Al 1L-18,3F
VR SRR A . FLIR AR R T SEOBE R A 09 2 L iR SR A i
HELRL A A L 4 R N WE AN T Meb 1 3 BR % 38 RE X Meb
SR 1N L W 20 I T 43 0 TNF-o F1 TL-18 P2 AR 3V A L 2%
O e 5 9 B R ELA BRI R T AN . DR RS Mieb B A

colony-stimulating

it M1 E W 4 i 207 IF A TNF-a Rl 008 BE e 0y 198, (3
FLIR WE R B 1 3 BE (1 4 A 5207 SR 1 A o 4 T 1 AR 4500
3.3 TNF-a fil PCD PCD J& A4 fir & 75 1% 4 3E Ak i 72 vp = A=
S O Ay VI IR RN 3 5 B i N7 8 8T L O
Ao R U A A I AR A MY 1 R A AR L X Mo 1) B
HE WAL B AR A L LRI B R — A R R Y B
TE 2, AT 2Bk S 8 B RORL IR, I 155 = A AR 4% 4l i Il F TNF-«a
R TL-6 . LA Sl A0 MU RS A0 . e dh , £6 78 E% Mab 9 By 480
TR, A WL AR A O TR B2 Mo 000 b J i S
ARG W, T 3 B0 TNF-o 09 7= 245, 48 3 IL-18 1 7™
AT, T L Meb 7 A S0 b B SE A R R O i 4R
BB, B, Meb () PE6 (Rv0335¢) 2 [ 1] 42 3F 1 L 3l 9 7 i
B Z 15 9 (Mammalian target of rapamycin, mTOR) {5 5 #: 5
FEAM R A W B | [5) BE I TT O 28 MY NF-«B {5 538 i, DL i
& TLRA 55 RAM TNF-a B/ AR, — 2 [ 1N 5 F 30
AT 755 TNF-a 897 A2, 5 1005 BR A0 N B9 Moo, SRPETT 2
— L A I Y 3R PR IO ) L T TNF-o 23 31 A
WaECotT o ST, ABE L e 5 A it A e 1R 2k i 11 AL =7 B DL ) i
W O SRR WK R AR AN NN Y M. B8 2L AT ) p62/
SQSTMI AV RE .2 hak /b 955 B4 E LA B2 & AL I 5 Al TNF-o 19 R
KT 5 E W A0 T S T R A IR & 5 R R E
TNF-a R8I it 5 H 32 R85 & filk R 52 0k = T A A0 R8T 42 28 11 1
5£4E (TNF-a receptor-associated death domain protein/Fas-as-
sociated death domain protein, TRADD/FADD) , I £ il 5 5K 34
B =TI N - G R w1 U A N D= S A =W s - E
(caspase)-8 B I » J& 8 — R 5 W, T B 43 F caspase-
3.caspase 6 Fll caspase-7 B¢ IE . NI FE MM =, LIS,
IL-183 GE3E 3L 3 TNF-o 19433 A1 TNFR1 (1) 2 75 ok 14 o8 E
i TNF-o (155 1% S, JE B caspase-3, 1L-18 /% 1Y
130 6 B 5 R U 7 2R B TNE-o AHSE &, 48 2 40 M P9 Mo 7
K1Y caspase R PERR AL . Mo BB 15 5 sTNFR Bk
P A TNF-o AT M, JETTRE 8 TNF-o /0 RO T TL-
10 B3 WM il 7 TNF-o BY 7 A, [ B 36 3% T sTNFR By B
W T TNF-o 2R 35, H A5 3 — 5 0F 58 TNF-o = 42
B3 T IR LR IF 0T GBI Ak T A 32 AR A 1 A BE T IR T
T7 30 LA i S e B AR
4 TNF-o EEZBPFHIGRHEREER

TNF-o 75 45 # 5 Hh BoA WCE AR A BRRE RS 3h P 57 S 25 LU i
Meb &, RE 8 i 28 k7 7 75 M 44 (Mitochondrial reactive oxy-
gen species, mitoROS) (133 B 7™ A= | i 1 40 i 98 1= F1 3K 38 14 4
TR R ARG . W IK M TNF-o B8 3 52 A0 746 4 B
W 1-32 MR BV DA R 3R S R IR A M R B
( Receptor-interacting protein kinase 1-Receptor-interacting
protein kinase 3-Mixed Lineage Kinase Domain-like protein,
RIPK1-RIPK3-MLKL) i i 12 5 5 i Jak 4 i L ik 46 e 43
mitoROS, & Meb &G i] , — I 46 ROS fiE W 25 $1 i 4% 1 i
I3 ARS8 T IR BE A 4 T R A= 43 AR TR 2% BB ) 4 i
ShAEE X, 540 Ml RIPK3 3 MLKL 253 TNF-o i %
IR BEAEJR T 5% 48 3R K M RIPK T ARBPEAn I g8 =07 . Bk
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Meb T8 Bk 23175 5 40 B0 1, T 245 0 B R D00 2% 4 3 40 B 0 2 1] 3R
FEPEW TG AL AR BE R R ARG HE . AT RIS E £
TNF-o 8774, 3F LB T BAI ML 2 EA MBS
caspase-8 I F A4 43005, A AN ML IR TR £ B Meb 2 g
F LR B HIL L AR R BT A0 MR TR S AN B AL AR G . PR RGE . A0
JHo BE H 56 2K (1 E Rv3090 158 Meb (98 71 K1, BEVE 5 15w 4
JIEL L FEF 40 R A 200 6 ) B 300 0 T 3 TNF-o B9 20 00 38 BB A2
b M A7 35 , 36 00 A 2F Meb 19 1% 35 T 3 80 15 . Bk, 1
Meb YA, b B TNF-o (9 7= A 202 3E 058, 5 3032 g 2
24 figt , Meb BEHCRN R Bl AL 2L #0145 . 1 35 19 sTNF-« fig il
S SRR SR IR E D ORI M W I T T = A Y 2 I Ok i &
WHAEPE -7 BAh, TNF-o figili i RIPK1/3 A ME &
R 1Y i A 4% 38 03 mitoROS 197 A= L i 852 YL B g 40
MR PR BR SEH . TNF-a if Al 8 i35 S 45 22 BE M A9 45 B,
P B FABR (B /K SF- , 32 1 3K Bl 2 1) L Y 4% 338 R mitoROS Y
A, T SUIK (Dimethylbiguanide, DMBG) & — i i) & &
YW TRPIOREIRIB Y . #F Meb B e 1Y 15 05 40 i A BE T £ A5 A4
o, DMBG ] i Z M il TNF-a 35 % f5 mitoROS 7= 4= Fil [ 1 40
JEERBE , B DMBG %t 45 40 HA 16 7 i 1t .

5 ZBmMH TNF-o 7%

TNF-a JE—F 2t M N 7, Rk R GRS bR £
EHL, S RAEM A Gtk ma X, B Keaoc
TESE T 40 TNF-a J7 30 2 Fh 95 R A B 5 92 PR 5995 14 3R 97 AR
FH AL 45 26 KGR A 56 35 4 (Rheumatoid arthritis, RA) 4R J& 75
R SR 9% 7 2R 55 ( Alzheimer disease, AD) H1 2 %& 1 5 Ak 5E (Mul-
tiple sclerosis, MS) 121 | Y& 4y 1k, B 4K 15 W 4 36 1 4k vfiE 19
TNF-o $5HUHVA 5 F AL FE I F R E BT A A ST BT K R
BT FE B BT ARBTG5 . R A B —Fh i A L
BEHT TNF-o Bi, B A TgGl F B 45 5 (Fo) X F /)N B A) 728
IXC o T 5 ) A B4 R B 3 A BT 5 4 A B TNF-o B 58 i Bt
. FEZIRAPIR—FRZ B AW AL Fab A B 83 TNF-«
PR, RAFTE & — A A TNFR Fe il & & 1, 4%
TNFR2/p75 1 fd 4 BC 4K 45 & 45 89 80 1 A 1gG1 19 Fe 45
F g,

REWFIE KL LEMH TNFo B REIT I G, MBS S
AR RAE . FERAE BT 1998 4E B K MEH T I KA
J7 AR E] 2001 AFEC LR T 70 HI 45 B e ) 0y
WL 12 GRFIE TS, UGB TE M S SRR IR T S R
A BBV RERE KL T 2 mYY . Harris 108075 KB,
= TNF-o $5H0 7] 5% 5 1) E B4 L BT 35 AR B2 45 R AR R 74 38 3
X IFN-y %5109 PMA &b 35 (9 A\ &4 5005 40 1 1 il 99 40 i
(Tohoku Hospital Pediatrics-1, THP-1) 41 i (4 75 W A i 24 A2
B TANHIMER L TNF-o b E A5 B 5 BT T a4
BCG 5 Mtb H37Rv T W R R . Mezouar %7 HF 58 & #H .
MR VG 36 97 A o ) ML A b 5 R s A IL-10 (915 S
G3U S FE N G A% DR 2 B B R SIS AY v OB IR T PR 2 i Y B
BRI IR T 2o A% B A0 A 7 A L BT IR K B BT T G o 4
PE R 2 i v 22 A% B 40 R O] B, 0115 5 B I A8 DA 1L (RS TL-
10 43 AN i B 5% M. Uk A, 38 A L SBIG BR BF 95 2 W, 4

TNF-o 15470 70 55 V8 DR 20 A2 0 PR % 1 XU, 394 o A7 267 . O
H 5 sTNF-a Z A CANERIRTE ) 36 97 1Y 25 A H iR 1
55 K9 PRI TE 1 32 PP e B BT IR Cn 3 5 R BT BT S K B
Pra A AR BB W7 B B AR LT X e 22 S T RE
B A1 REL T T 3 1 R A DG 19 TNF-o 2 # % o (lympho-
toxin-alpha, LT-a) 5 22 5 1 5 40 ML SE T2 B0 AR X AR 00 . PRI,
TP TNF-a 3607 768 5 G282 9 1 7 B iR SC UL f A B
TR T S5 19 52 L L A 25008 B0 465 4% T UK It 1Y

6 BE

1 Meb B B b TNF-o J2 400 71 81, B At il i P 25 il
BT B B W4 R LA PCD 3 = Fh HL il 76 25 4% Js 95 B2 2
o R AR S AR L A BE T 1E mitoROS 3 B 7= A | i )
0RO T AN IR BT R T R A i S . b s TNF-o 1 2R T 3R
SRBEELR I R I AR, ®KFE A TNF-a & S B4
05 R R AE 5 LA B 5 45 4% 058 AH 5C I e 3 22 0, 4038 T 1% M 3R 3K
05005 B B . T TN - 4 BEL BT B B =2 240 5 9k 4R 5 A Uk
Y 14 PS8 R HOME 0 1 B SR R AT 56T, R TNF-«a
FE S5 A2 I 2R DR HL I B EE PR B IR
S T BN AL P TNF-o 3547 05 2 F0 0 2 T8 1 0F 5% .
HETL I BIG T HERIT R G SR Y, B A IR E2E
B IFARE DL T 2 B R 0 AR A I R IR T W R T B Kk
WO, B AT E— B BFSY TNF-o 764 B BEf 42 pL )
VL3 SR DR P e g 9 BIL T L DL BB % FF & HHEE X TNF-o B9
RLAE A T TS M A PE T oS3 40 DA B BALHI Y TNF-«
G E I 245 1) Ty RE ZRAF K5 A6 B T IR B8 14 24 4§08 SO 28
WIT TR . B R R N N T ST R 2K T TNF-o 1915 B
AL FNHE [ Meb Pk TNEF-o £ S A9 5088 HLE L 3 0 30 45 #%
WA RS, I, TNF-o /50 M8 A B T 45 0% 1
T 32 WA PEAY A B TR S AT R RO

(&% k]
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