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The Role of Mucosal-Associated Invariant T Cells in Infectious Diseases
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Abstract Mucosal-associated invariant T cells are innate-like lymphocytes and abundant in humans, ex-
pressing a semi-invariant T cell receptor repertoire. MAIT cells can be activated either by intermediates in the syn-
thesis pathway of riboflavin by microorganisms, such as 5-OE-RU and 5-OP-RU, or by cytokines or superantigens.
Once activated, MAIT cells can execute effector functions by producing type 1 and type 17 cytokines and cytotoxic
molecules. MAIT cells affect many diseases and the absence of MAIT cells may lead to impaired immune function.
Herein, this review describes the basic characteristics of MAIT cells, their activation pathways and their role in in-
fectious diseases, to provide predictive indicators and therapeutic targets for severe infectious diseases.
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FEAETh1 B 41 B [ F(TNFa. IFN-y. IL-2). Th17%
YHAR PR T (IL-17A IL-22) 4R 251 2 1 CBUki BB «
ZEALE)I ORI A — A i A s R (GM-
CSF)&&, Ry, B S thin . . A
PRI A R FEVE L, MATTAN AR 25 5 S EBLA
T B DI RS2 47 e AR T EL IR T MAITH
P FEAKE S BOE 7 TS AR — MR G
E G VR, DA 71 B U G 1t 5 o 42 AL T
EiEL VS IEERE Y=

1 MAITHERIERYFS
MAIT4H A =2 — Fh e B A5 e 2 S ol B 1 4

P R BT A R S 4H B, 5 v T4 . NKTZH M
L JE T AR e T4 M, o ML B s R 2 &
15 CD161 AR A H 2 1) TCR apff, £ ANZHH
Va7.2-Ja33/12/20(TRAV1-2-TRAJ33/12/20) 5 H R
1VB2/13(TRBV20/6)4H &, /N F MAIT4H i TCR HH
Vo19-Ja33(TRAVI-TRAJ33) 5 VB6/S(TRBV19/13)4H,
BT AR MATTEH A 35 R, A0 0108 4%
FE TCR Va7.2'CD161" K & A8 i 54 21
I MAITAN A S o 37 4 RABF K 1 MR 15 3800 24 o A4
5-OP-RUZH &1 DU S Ak itk — 2D 4 s 7 MAIT4H Ao
TP VR Tff 1T

FR Y541 il 22 35 CD4/CDS81E I, MAITZH il ] 4y
N CD4 CD8*(70%~90%)+ CD4 CD8 (10%~20%)+
CD4°CD8 (/> &), MAITYH ik % ik 22 b 41 ffy
A ¥ 34K IL-7R. IL-12R. IL-15R. IL-18Ra. IL-
23RVOFI 1L [H] 7 52 & CCR5. CCR6. CCRY.
CXCROZE M1 3 et v 5 MATTH L i % X6 20 A [A]
FAE R ) SORE AL AL B B T — B BRI 2 A1,
MAITYH LA R A 5 Th1 B4 IR 777 A2 A 5 11 T-
BT RIS A T-(T-box expressed in T cell, T-bet).
55 Th 1788 448 jfa BR] 5~ 72 A2 AH G B R B R 532 A4 A DG AT
24K yt(retinoic acid receptor-related orphan receptor
yt, RORyt) &5 35 6 7 19, S MATTYH A D E 22 9%
I,

Jf L 2H 23 Fp B AT AS I 2] MATT 40 a1 4546 i
B, AR JE MATTA A & =03 £ | 1M 605 J5
T U MATTHE M & A A A0 & I T2 i)
1%~10%, 75 RFHE A AT =0k 50%, 75 B i, A, 7
RS EEE, REASF SRR, MR
MAITHHA & &R, 295 A0 L TANAR0.5% 77 A7),

SFAE /N B HEAT I MATTZH M AH SCRIF 7048 2 MR
%,

MAITZH AL i P9 LA MR AR Fr 204836 4
Wi, RERER T ANEVEDUR B e SRS RS D Re 1,
5 if 5 i Ji A ) MATT A g £ 240D, 2 naive R AY
(CD45RA'CCR7'CD62L"°")!'", {H ELA5 R M ThRE , #1]
PR ful e S BD AT A R . MATTYH A2t N 2h
FE Ml S AR RS AL 4 il (CCR7 CD45RA™
CD45ROCD95"e"CD62L)! 1%k 4h s 47 Ji AE H 5 it
IR o MATTAH I — R s BB 08 17 422 [ 5 a7t
FIIE R B g, AE [ G2 AN 2 DAHEH I 3 B PE
325 1y A A 2880 1 B T T P A 280 7 s S5 AR N A

g5 TR, MATT L B8 %o i i A4 PR A Hh
B BAT R KPR GLRE I IR R - (1) MAIT
YIMLTERAIR ., i, M & EEE, Mo
[ )t 2 SR R A RS, DRI AT DA 25— I T [
IR JFARNIR; (2) mRIB & FEWE T, MAITA M
W0 5 AT DURGE I A BB US4 (3) RIAE R K
B, (4) BIHICIZAN R, YRR
I BT SRGH SN2 (5) MATTZH = A (0 Th1 L 40 i A
F(TNFo. IFN-y. IL-2)f& 405 55 75 M N &= 1, 3%
T BN M A AT i EE T, (2t PR e &, IFN-y
T Fi 1Y 5 A PR %) 7% RS R % Thi 7 8L 448 i B
T (IL-17A. 1L-22)P6e S8 ok 40 i 21 B LB A7,
TR FHIE R ; 4HM 1 7 (ORI B ZEFLE)RE
LA SEHE A0 A B2, GM-CSF R 55 48 1k 24 4% 40 g
Ak, (R HEAL G0 CDA TN A A0 35 A0 A ) JE G5 A7 3
F&122 ml ILMATTAH M B8 % B 52 3% 0 52 13 e 11 4 A B
PRI AT 3G I G928 4T M 1 0 AN R AR AR T
F B

2 MAITZHAERYHE
2.1 MRUK#HHIAR

ARTEEZENAE N FEHAL MBS
£ %) (major histocompatibility complex, MHC), MR1
M ESIES A MHC™, 7RI A shd) 4 &
PRAT 2@ AFAE T P4 R L B R K 22 B
W BRI A RO AR A 4 (4 5-OE-
RUF15-OP-RU%E ), HLAAHE IX LEff A v de 5, iy
W41 5-OE-RUFI 5-OP-RUZEFLARHE N APCIHI Py Jii
W, SMR B S S T MR 1-BUiA S 54,
SR AR BIAEEE L, 5 MAITI SR H TCR
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Vot Tyr-957 BB, BHEMATTAH M52, 7= A5 4
JIPE 7. MAITEHE TCRFI MR (¥ & & AR <7 PR A 4
TR 245 W B2 T R ME S 1) TR % MATTZ0 36t 1 %
THEA

2.2 MRI1FERERI S

22.1 YN TFi&4E  USSHERZEPUE YGIESKIL-
12+IL-18A¢ LL3E TCR-MR VK #7720 MATTZH
Hl, 3X— RIS MATTH M 3R T 15 208 2 Fh i [R5
AR, BRIz Ak, IL-7. IL-15. IFNZEEH AT L
R P TS ER . X —BEMRIL, KK T
AT MAITZH RN, B = 1% 3 A ORI
YN (AN ZEMHERE) 5 AREG M (i E &
PEMEBENT AR ) 535G 1T BeaE I R APC R A TL-
12, IL-18%5:4H g A 7 KIMIEMAITAN i, M TR 3% 3K
T EOR R o (H 240 i DX 1 I AR 05 I MATTZH
il 3 EERIETFN-y, 8D 8 LA RIEIL-17AP
2.2.2 MHCII-TCR VBi&f% A e P A R TR AN
EEEEENI17 ¢ Skt 'l N &5 RS E i d 3
FEEK B ORI MAIT4H I, 811 EMGARDS: A1
SHALER% PRI 7T A 3N, , A4 Jie M ik TR ] AR <65 3 £
G ERTA P2 A2 I BT (superantigen, SAg)(WIAEE 2
AN 2 ) AT LB MHCII-TCR VB 7 S
MAIT4H g

SAgTE MHCIR#iI1E , T2 APCHN LRI ] H.4%
ZZHE APCH MHCIEZR 73 T-3E 2 A5 X AMUFT MAITZH
(1) TCR VB, HIH . =y 80E =ik 20% (1 T4 &), 5
BRIERFHE. MRS BEEBE. MAIT
AU N — R R B TAH, BA R e . FodFEm)
TCR VP», &im i & Bk b itk e di = -1,
e MEBEBR TR SpeC Spel 7] LL#L [ 454 TCR VB2, 4=
T {075 %] BK 1 17 5 % B(staphylococcal enterotoxin
B, SEB)#l [ 454 TCR VB13.28%3 My af DL it
MHCII-TCR VB 77 RO EBEMAITZH A -

BIR FREeE 7 A R AR MAITAR L, (2
TCR-MR 1A 5 [ 305 Gl B8 A= 5 F 4 g IR 7
11 i IR T3 AR A 5 P SO 08 L7 AR [ 40 P R
FA /DB, FESEBRB YRR, 2 MATTAH (12041
Oy A~ AR AR S R TR . A TCR
RIREST APCHIME BT SRR 2 5 m, ok s 77 =
P E = AR O AE R S B KA R 5 (5 h)
A I MR 1 77 =080E MATT4HE, J5 1 (20 h)
Al LB MR, IL-12+I1-183% [ 34 B i 48 5%

ERTA V53 I TCRAS TR 55, DAL X MATTEH il ) 9%
I e LA T L 2R 7 2R O AR R 7 B0, e
WA oS 7 2 AR B 5 3 I TR AR A
REJEARNU] . A [F e 5 2 e i A7 1 22 7
(1 Jir AL 25 ) U 75 2k — IR AT o

3 MAITZABEE R MR HIER
3.1 MAIT#RRAE—RR R M R R A

MAITHH M AE i Fb 054503 JEL AR & 0 NAR B AL
B, A BT RN g, B, S
B SR G RTT % H J7 Th B B . MRIT(BP sk
Z MAITZHHL ) /I 5RJER G A8 7Y (1) 241 B 70 A (I ¢ 5 o
TAFFBE . A WEZE [ )AL T 3R 1 i 20340, 44X
SRIFPENT % (community acquired pneumonia, CAP)
S A1 I MATTAH o508 2080, K& MAITZ
M E SRR SR I HE Y (bronchoalveolar
lavage fluid, BALF)H, iIX—Hl 55 MAITAI I 1.
P A1 JE I3 8 21 98 FE AL il MATTZH i J5 4 38
VA RUT, FAN, ANE IIMAITY 5 550 TR 2
FH % £ 40421 HARTMANNZE B3 T MAIT
1 TS A 2 T 23 A R R I I /N 23, TR R 2 i 4
BREA P AN T K08 B g, thm] DLl i
FCMRI1-FLAAE 590, BiE MAITZ4HM. CHUASE ™
EYMRIT/NRFEFRAE G, I TS R AE S
(YOR) Bl 55, it P 20 TR 674 v, R A (30R%) S MR /)N
BRTC BH 5 22 50 o X 3R B MATT 40 A i 75 5 g iR
T8 S A R AR B G, A BT RN E R e R 5
SR BT R S .

MAITZH A 22 P il 08 256 G P 5 Hh = e R
PR, 18 B AT FIL-17A7 Hod 5948 i i 6 — 3
e, BEAERFFURIH, BLZIFN-y. FFLERA/NRLE
SRRl 9% BEBR TR 5 41 TR P BRE 0 T 98 R AR AN
FET- B IN, HANNAWAY 2592 J1, CAPE &
A MAITH M = 5 i ™ AR AR Kk
G, 5 ARIFNRIE K | Hr R 40 s e .
WANG 0] K HE 4 [ B (M P ) il 8 e e A ) T
FL R I, MAITZH K& O8R4 At T IFN-y. GM-
CSF, 1 FIL-17A. TNF-a. 7 fL &%, LUZMHE
— SRR, 558 E IMMAITAI g AR EL, JLECAP
BEWBALF MAITAA ™ AEIL-17A R BE /)3 58, 1L-
17AK - 5CAP™ B2 FEA 0%, Ji K v GEA2IL-17A
S VO L 2 i B JCTNF o TL-1B. TL-8%54E 4 1
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DR, I Al B 457 . MATTH a7 R 7R 37 8oms 75
(influenza A virus, IAV) 5| 2 Ffiti 4 sl R 7EH, {H
IL-17AFB AT TIAVIE G 51 2 45 55 10 SO RE P 18
T MU, SR, HASSANEZEMR 3, TL-7RE 2 3F
MAITZH. ydTAH S AR T4 AEIL-17A, 5
B PR A 5 A, A DN BB Y i 9% 1 BK A
B 4 {5 FHIL-7RE A N & T IL-17A, 3 5818 1) 5
HAPUTE RE 7, T 25 B A 305 200 B 57 i 10 41 8 456 R
o S, IRYLIEAY | B GL R SR [H] | P B 2 At
o AR 2 A O T T A 1) R S5 R R R MAAT T4
72 B G P IR B — E RS, TL-17 AR B AR AE
B 2 208, DR i R AT H AR 48 A [] 47 ok A
T n 5 B8 RN TL-17 AE FH DA Y6 7 308

HINK SZ5 WV T MAITZ A BT HAUESE
e, TE/N BRI ZE A B 2 e B L A R], MATT4H
5 BUE T A I BN (W1 TNF. CSF2. HIFIA.
VEGFB.PTGES2.PDGFB.TGFBI)%3ik /K -4 1.
NI/ B MATT A0 I8 3500 J5 0 35 3208 TL-6 K e 4l
JfL B 1 s S ok R, mT R b R 40 B e 52 45
3, (e dEH 4 B A FE S I 75 B R MR R R0, 1Y
JINZ80 R o B 1 e B B0 {H MATTAH L (1) Th1 A1 Th17
MR T IhRE. A EEtEIE . HSUS R IR TR
Ui R A I RIG « AF /NS v ot AU .

MAITHH B B b i . HEUEBAER Ah,
R E BRI S . SAKAIZE BUE B 5% 5
TR BRI G F1, MATTH e i 44 2F A PR (trans-
forming growth factor-B, TGF-B)BH S CD4 T4 i1 )5
2, T /B f B E et A S P e A4 ) B MAT T4 2 TCR
fEIHF=AIL-17A, BE PRI ifr . 7346, MAIT4H
P EE A 3 e | TRRAT B A DG 1B R Ik, BEAE P L
Y. EWEANAE. BSORANNE . g b 4N i S5 N
H O R R

Zx B FTR, MAITPE it 28 SEBREA il 98 v 75 A AT
W TAVEESEICAP T BA R ER, felsH N
o) A 7 A 4 i R U, A LI
I 0, VEE T V25 3 ) MAT T 48 B 550 % 48 B R 77K
PRI A — 2 TN 5 & . {2 MATT4H M)
HHLUE STAE F B 7= A IR I 98 140 i IR 7 A R T AL
HH 2R E AR, 38 T IR 70K [ B 51 EXMATTZH
LA [i) 2 S 7 ) AR D A o
3.2 MAITZHfR7E ERERR L FRER
32.1 MAIT@fe b 4% &% #3K A @ oz %

T T BRI B0 R E Ak, 5 MAITA A 2 Fh
PER 7. TR 4 3 (R 2 3R 1R 1Y) APCRESE MAIT
2 i 2% T B0 A B (CD69) £ iA il >1004% 297,
SHALER% B4 ik A J5 Ak /)N B 5236 R BS54 48 T4
M. INKTAHM . ySTAMIAHEL, AN MAITAH X}
SAgE UK, UISEBAZE . JOHANSSONZE ST
Xof U B 2 I P AR BH 1 1 4o 007880 26 BR T A R T A
Jitl_I 37 W (cell-free supernatant, CFS)Xt MAIT4H ffd ]
WSO, UE W 40 0] %) BR B A MAT T i 75 2
SAglIZ 5.

G v (00 ) BR B A 22 PO MATTZH I 7] fg
Jie WIATATIA, SAgh BLEIIMHCII-TCR VBHI 77
BOE —#7> B € TCR VRHIMAITZHM . A1
IL-125, e 2 PH 4 1) 46 0 (08 A BR 1 CFSEL SEA
O (4 MATTZH = 2E TEN -y Ik /b 531 777 o 498 Ff 25 42
DR 7 FH B SURE G B S 52 1 91, B0 TL- 1278 4 3% (]
I ER B HOE MAITA 22— 2 /EH . SHALER
S DOHE— B SR B, SAgifid MHCII-TCR ViRt
HUEAL APCL A& G TA A — 357> MAIT4H L, 7~
A= RHE R T K, o R TL-12+10- 18 BG4
HMAITAHL, D4 £ 280 [ . B SAgid it IL-
12+1L-18(E §4F 1 )A MHCII-TCR VB[#)J5 R AL [F
BOE MAITAH . EMGARDZ: BI5C T i E B BR B
KR SA TR MATTAH AL A 70 tHAIESE 171X — ¥
iGN SR COOPER%E B L R I, 43 (07 &)
BRI 7E 5] (12 h)iliif TCR-MR &2 0% MAITZH
Ja, TEN-yRISURL E BERk K380, B J5 1 IL- 1298
TEIERAR A B . B4 B8 03] 47 BR T WUE MAIT4H
i EAK RS T TCR-MR1, J& 1 i IL-1283F— 5458
EASIEE I Z , COOPERE: BIEH [ TCR ELRH W MR 1
FEAE I RO AR, RSN MRIZ S T
MAITZH 1 f)380% , MHCII-TCR VB A 7] GEAE I
EF—EEM .

MAITAH B T8 AL 5 B S B RS
55 THH M FESE A0 S [ 3 £ 52 4k (LAG-3. TIM-3)
W, I KT il 98 v R AR AT BR 45 T ROBE Y
KAeI G, FHWTLAG-37 AR MATTZ X 41 1 1)
SLRE T o AENTEAG/IN BRUAA A V5 SEB AR g Ao il )
MATTZH i 35 11 30 1) 14 52 AR (10 R0k B, Bk B
PGB, BRIk Ah, MATTYH XS 4 3 (0% %) BR 18
FEAE [ 4085 5 Leukocidin ED s BERRURR, 78I 4 B
B Leukocidin EDVIH R i, R I 4 B 600,56 %) BK B 7
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R RN T G e b IR L 00, X e g AR,
MAITZH i FE &AL G ke B Leukocidin EDZLf,
HOATMAITH g JC 7% 4k 22 Rk PR, B8R T DLIg R
RNE R X, (X P e RS RT3 718 &
MUY e e 71, 33 4 08 0] ) BR A Fp
g5 B RTIR, MAITZH M 75 4 3% 68 %) BR B8 5 i
{10 7% Bk L o g ELAAAE FH AN B A . MATTAH B B
SAg S Fo 7= A I S 0E R KU B F B, O AR
KEIFN-y. TNF-o***3 {H JLFA 2 AEIL-17AP, X
S 20 i R 7 4 o) 4 9 €0 ) BR B UK e 1) [ ) 3
Bz WA ZRORN B B R A T, 51k Y I R
FA, MAITZH = A R B0RL B . 27 L 3 8 41 iy
BRI FH BB 10 M PN 4 3 €0 6 BR T 4030, i
& B0 ) R TR B L S, — e AR A T
ettt . WiAhEE R AR DR S T AR A Y
KEE R FE IR BRI R ER . 75 )5 220 5t
S T 00 A BR T IOE MATT AN ) LAk 5 X . MAIT
S B 7 A K 4 R DR R A E DR X ) TR SR
Z~ MAITHH A 2 BE 1 LE A5 A0 2 ) (8] 45 () @47 A
it —
322 MAIT@leh EA#HA ERmEm X B
Y SELPR P 1 M 98 A DA PR VRGE 1Y) v AR R
EE R, W ECSEPIR B A AR, 2 E DRk
9 5507, MAITN A AE L 2L AT AN AT /)N 90 400 i 25
PER . B AL e IR B B E MAI TN B S1L-184 K6,
HCAPE & — 2, Wi & 3 e Wit 7 &, 4h
JE MATTAH f 7 205 5 3 Bt 30 8 325 02>, i g
BN CRE R SR IR TR MATTHN
THE 25 38 ne™s8 - H 4 & i MATTAH a1k R 7
CXCR3F L KFEAR, 1Ml iR 7 & Rk, /5
UIEBH 7 40 IIMAITH s> 5 e o0, 5
G 0L 2 BR A I R SR MATT A0 i 5 k2 1 28 0 [A]
T PR I F) R i 92 4 ) R AL, MATT4H f 5 3ot 3 38
T BORZL 0 980 I B, 2 I R e 0 EE A B g
EEORIER . PR 5 HEA B4 Rt r
ORI, o B HIMAITA & % 46 (CD697
HLA-DRP 5y 1K) DA J 72 A2 K & Jki BigBPY, iX 5
P9 P B R AR e, T MATTZH M B ARt 2 3 e i
WP TE HIL-17 AR H 2R PP, (HIL-17AK - 5%
93 7 B R FE TE A B o RO, BRIk Ab, CHENGZ5!
W FE 2, B e 1 0 R B B A 5 SAg e FEAH

A E T, B8 5TCR VBRESER 1456, X —4¢tEn]
fie 55 =AY T ok il A% S %) 20 R KGR A O, (R
To I T A& 17 BE I I SAg I L 77 R BUEMAITA
WL IE 75 3 — 2
323 MAIT@fE ikEE  IREPIEBH RS X
L, T AR TR R B v R R 0 2 R 8 I R, HL &
S B T2 A R0 R ) S O WA A LR 1 e ) T B2,
DAT b [ A7 i 72 AR [ A7 256 3 24 o) 1 Ik 250 S8 3 1)
T ERE A BEE . Hd, MAITZH S 2 0E ) B
FRE A B e 0 55 R &

MR PR EFIE /) B0 1 G s FIE T 28 355 58 o,
9 R 1 Rk b7, SRR R v R
FREXGE HEAH b, 7™ Bl 25 0E AR B 25 14 K e B 3 A0 R I
MAITHH v+ 207 R 1 R) B T %, T HAR R
GETEH M B nyS TZ0 . NKZH i 78 75 41 2 3 b
12 22 00, HLMATTEH 455 22 s/ (15 ) I S 5
Gy 4k RIS 1] L, MAITANAE 2 5 B EHE DU
ik 78, ARSI/ A0 TR 17 AT S 4k R IR e KUK, PRI AT
o,

ik B2 5 AP IMATTAH i 5 90 & Ak
IIRERERS A4S 55 . TRIVEDIZEUIT R 1 96 T R i 42
PREGIEG . RSV, . IG5 S IR 5| AT 1 ik
FAE R FE G RTIETETT R R, BERH SR
A JE IMMATTZH i 35 & 2 7= AR TFN-yRe /) B R B%,
BOERR EY(CD69. CD38. CDI137)& % i, TIM-
3. LAG-3t0 i, 1Pk S A R) Bk & 2 I
XTREIKY- o DNy b R R O R I ) R AL S
BLXT b, COAKLEY SV i1 128 Ik B0 fR 5 (42
N), YA IRFEAE B (30N, fi BExd B30 N
MAITZH A S AR T Bk R 7RIS T O, K
TR e B B O IbR T B S R AN ). B
THEMAITAIML . ySTHIM . NKAIM AL ST
Pyl o B R b, (FUR G R MAT TS 3=
FLRIATh1 RGN R F(T-beti= R 1K), 1M B iE B3
MAITH I T-bet - i[5 . RORyti 2 N . Al A,
JHe T 9 £ 2 A0 A I MATTZH i B8 082, ) AMAIT
A ) AN N P R e ol S

gE LRTIA, B ICAE . EREM 2% . R ERE SE A
ST FIMATTZH B4 5 20, J0s R Fe v br E4)
B B, ThE S . 75 S o 08 4 3K B 1 I
R EE Y AR EDPR S 2 M 28 TR, MATTAH i B AR I8 I A
T RAE R LA G LR B T IS BRI R AR s



2032

. HEMERSEAE, (HIAS BEROE S 8™ &
I PE R, 51K RAER T W o FERKERIE HMAIT
AR 2 B ORI R I, (H BT KRR 3 BIMAIT
N ShRERRAS, 4R T 2R D, B R R
M. ELMELHARAE J1 T R, AN I 1 B SRR 4
AR, R EMATTAH it 2t 1 708 1Y) %
e, (5 H AT 5 TMATTYH M5 ik 5508 1 0T 7T 520,
MATTHH S A 75 i 2 M 0 (1 42 B i ORE RS 3
B BN K B AL 5 A R AR TT . B2,
A1 IMMAITH L T K. RO R 7 Fr e, e
SR A7 R TE 1 DUAR AT R RE A TN R e e FE A L
DREEY 3 IRV L

4 g

— MR e M 0, MATT R i 5ok 55 48 31 %
GL AT I A 20 W DR 1 R A R 8 G 5 IR, T R JE
T 37 B e AR SR R ORI, AR R B AR T R B
WAE o P EE 0T, MATTZH Mo A2 2 — & B4 97 1
FH, AE FH T 2 A B A5 A0 7 2 114 G 32 400 ) £ AN g 52
A RIEARYE T, 1 SEMAIT M D BEA AT fe (i 2
o (E4 TR (VR A BRI AE A e R 55 5| R E
i B WL G 2 95 O T, MAATT 20 it ok 3 i
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