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[(HE]

L LA FE (myocardial infarction, MD) | &R 3l ik BH Z€ 5] 42 , 2 40 BR 32 B EAE ML R . B 220k 40

Ji (dendritic cells, DCs)#E MI J& B 44 [ i FLGBEE S g 2 /E . AR LRIREF AT T DCs £E MI A (1% 98 5 4L
il L T DCs fiT A= I A& (DC-derived exosomes, DEX) L M ffif % 14 DCs (tolerogenic dendritic cells, tDCs)

TE MIIBIT H v A N F A5
[ER]  OUUVEEE W R 41 3897 5 &8 38 SCiik
[RESFES] R542.22 [XmktrEW] A

D HLAESE (myocardial infarction, MI) J&—F ™
O L, e El IR B k) BEL ZE T B0 LB
I AR B 2| O WL LR AL, S Bk E EE R At
T2 R 22—t MI AN ™ 5 5% 0 F8 35 1) A 06 T 6
AT R BOO ) B MR e O R, R
ARBE FH AR FNRIT T BIRAG T 8% 3 8  H MI
J R0 LA 52 T L)Y T i 5 22 PR . SR B2 VR 9T HF
) 2 ) P A 28 4K 40 g (dendritic cells, DCs) B9 5% B ,
S UE AR TR AL A . DCs E S SC 8 10 i
P SR 20 A VAT SR IO 2 | AR B S A R R R
JiE SR B AR . MRS R B, DCs 7 M
O g 2 5 S0 RN I I T, S RO LB S N
MI % 4 5 o AL AR R T4 A 4 DG 7B =R B
PURE DCs, DCs 753X — i 7 v 28 I AR 36 7 4
T, LAIE I A 5K T B AR 1t 1 A BR i R BT L A
T A AT XS s 2, X O A DCs 1397 MI
P TR SRS L AR R O U B RE O I O I A
M, HIL A DCs 78 MI o #2 i 4E H ik 17
ZRiA , HE AU IR DCs 78 2 4E [ 0> % 8 A8 121 4
P ER A 41 7 2 AT T DCs IR 97 SR s, L
91 A R G TR AE 5 4 Ak R S
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1 DCs 45 HEFnIh 88

DCs & i A R P J 32 5 40 i 2 — il i ek
mr E AN HAEMNEE S Y (major
histocompatibility complex, MHC) 43 F, % #i Ji #f
AR AR AR B OF Bk 2 T A0, A ROBOTE R
SPEREENIZE . DCs 1Y HT I 5 088 880 &, B T
G AR S e T A0 MBS DRI RS Syl it i
AN, DCs B # B 847 W D) B8 BE 9% 15 BR IR
BT Bl S R T A, e Ah B AT A S W A0 L PR
FEAG A -, 8] 42 8 55 522 S, 3 B3 At f 782 4
Z 5P, X SRR T DCs 7E G s T
FPEIR VA 7 T 1 T |l 7 L A B 5 TR TS RN IR T
rh ELAT A R AT R O S IR T R Y T B
P IRSE ERA

DCs 43 2 2 L B 58 R 4l iE ( conventional
dendritic cells,cDCs) 3¢ 40 ffd # DCs (plasmacytoid
DCs, pDCs) B4 4l Ha 477 A= 4 2K 21 Bl Cmonocyte-
derived DCs, MoDCs) .51 B8 75 3R K2 1% B3 5307 240 i
(langerhans cells, L.Cs) , DA B B 5 4 #4 58 IR 41 i
(myeloid DCs, mDCs)", Hio ¢DCs F AL 5 1
A cDC(cDCHFI 2 £ DC(cDC2), WL 1,



| S AN S S PR T S « 31 -
&1 DCs M5 EFIEE
DCs Y e sk AT REIREY FE IR
cDC
cDC1 Bk E R P AE R SN F ATF #2 0fE#% (cluster of differentiation, [ CD8 T 4 ffg &2 3 b U5 P 40 f,
M1 3 (basic leucine zipper ATF- CD)8a.CD103.X AL B T 5244 7 3o 2 F0 e I 987 6 8 B
like  transcription  factor 3, 1(X-C motif chemokine Receptor
BATF3), F #t £ # % B F 1.XCRD.C BEHEREZ K A
(interferon regulatory factor,IRF)  (C-type lectin domain family 9
8.DNA %5 & # il [N F 2(inhibitor member A, CLEC9A) . B 55k 41
of DNA binding 2.1D2) BB 711 MUFE S 4% 240 1 i) % B 20 1 3 4 42
40 M A~ F 3 (nuclear factor, Ji# & % (dendritic cell-specific
interleukin 3 regulated, NFIL3), intercellular adhesion molecule-3-
BEFE I BTB 3 46 (zinc finger and  grabbing non-integrin, DEC-205) |
BTB domain containing 46, ANZEH 408 )8 DR ( human
Zbtb46) leukocyte antigen-DR, HLA-DR)
cDC2 IRF4, Notch A J§ 3 Bl 2 (notch  CD11b, CD172a, CDlc, CD209, [ CD4 T 4 Jfg 5 nl ¥ 1 40 st
homolog 2, Notch2) | Purine & £ CD86,HLA-DR,CD40 I AR M SR | BT AR O 3
# 1(purine-rich box 1,PU.1),v- JE 5| B 1) 6 5 2 N
rel IR P B2 905 74 B0 & R I
B (v-rel reticuloendotheliosis viral
oncogene homolog B,RelB) ,1D2
pDCs E2-2 5% [ F (E2-2 transcription  CD123, Ifil 7 # 2 IR 41 8 ¥t J& fsir=d REr 1 BT, #5
factor,E2-2) \IRF7.IRF8.Spi-B #% (blood dendritic cell antigen , WG T s R R AR
A F (spi-B transcription factor,  BDCA)-2,BDCA-4.,CD4
Spi-B) . Runt # X #% 5t A + 2
(runt-related transcription factor
2,Runx2)
MoDCs IRF4,IRF8.PU.1 # 5t K ¥ (PU.1  CD1lc,HLA-DR,.CD80,CD86 fie 39 48 i 2 i
transcription factor, PU. 1), #%
F kB (nuclear factor kappa-light-
chain-enhancer of activated B
cells, NF-«kB)
LCs PU.1. % & M #: 8 F 4 (Krippel-  CDla, CD207. b J% 5 % & A 879 RAE SN, 455 % IR 19 4 9% 7
like factor 4, KLF4),IRF4,Notch  (epithelial cadherin, e-cadherin) ., £ F [} ) 3 fig
f& % @ ¥ ( Notch Signaling CD11c,CD86.MHC II
Pathway, Notch)
mDCs PU.1.IRF4,IRF8, 4R 4 & 11l CD1lc, CD11b, MHC [T, CD40,  fi Jidia | i 16 8 47 60 58 o 25

% B (reticuloendothelial leukemia
B,RelB) .Zbth46

CD80,CD86,CD83,C-C Zitafk
T %K (C-C chemokine receptor .
CCR)7

2 DCs 7 M| By 4> F F0ifE 5

{10 IE . DCs FEEAFAE T E S kb, If e
HEANE I Z P r &R . ML G FA DCs W REAR &7
Tl SRR M 2] B R 89 mDCs 2
ERAL . X ATRE S B SN E I DCs 19 Al 24
A A OC, R ECE AT M B0 bk ok A Ak BE B AR
PWMEHAL T IEIN, X LT DCs WM 7 T
T EEL 40 L, S ST B e 28 R R S A e 9% KN g
FFAER Pk L 20 Zrp R E T W 4 T 9k B4 400 Bl 1 33
T I T EAE R R TR R DR A B R
oL ERK 25 1 & % (alpha-myosin heavy chain, a-
MyHO) 1 AT 52 P2 2, AT RE 22 S BUL IE B B I
i VE T 4 A A 238 hn . AT FE M Ji5 .00 J0E B8 25

S A B R BE . 7 MY s 98 5 AL
W DCs 11 38005 A A AE O I B G338 52 0 o 43 3
HXCHAE, FETE MG, O IF DCs 1 505 14
T o-MyHC Fy 5238 i, ARIZEAY) DCs 78 G e
BEHEEEANFMEMN. #ERET, « MyHC # it
cDC1 70 Ik 51 9 20 B 3k L 25 (mediastinal lymph
nodes, mLN) F 2 33, fE #EF¢ 5 CD4" T 40 ffd i
BB I K oA A PR T 4 (regulatory cells,
Tregs)™, Tregs i i+ F I DCs A9 3t H] #% 4> 7
CD80 F1 CD86 KM il & iE . MI J5, #iE B <DCs
EOMER RS, B T CCR7 fil CD40 B E3K.BS
CD86 FKiIkF CD4™ T 4 L34 58 , I FEBE AR % I+ 1
P £ v Cinterferon-y, IFN-y) Hl [ 40 2 /v &
(interleukin,IL)-17 Wy7r=4, HEEENE,. HA
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cDCs IEHF mLN, A BE 75 2 g b A 4 5¢ il oy BRAT:
Mo B, MIidE i DCs /Y 5 ME B 30 A 5 %
PPE T 400 TR £ M R S e i e L A B k3 0
HEDRES o SR, S MU DCs M8 it 5 A2 0 % 1)
RE PR A AH O, fH K BR AL L8 DCs W AF L AT B 2 2R R
OALEMSY . KT DCs £ MIJE /E M JEHZH
S HATA F ST A A7 7E 0 HARBLE S B
Wi, ARG DCs £ MI i1 1 FIBL KA 3 T I
IR IT R TS

3 DCs ¥ MI OB R & E BT HLE

3.0 RAERNL  AE MI ikt B b, 98 8E IR w40
R AR R, B R O E A 2R S5 R R T gt
fE MI i & rf, DCs B 380G MR BIXT T 0 ILE &
TG R NP A Z 18] 1 Tk 10 F- 5 e e T Hg
HEMRAE S, MG 1 K, DCs 2 2.0 AL
AT A, Hrp R R WAL DCs, F 51 238 CD209
ORI 1 1 1 R i R 2B i VA
A ISF [B] R HE RS 9% S I % 97 1) 468 52 B BE ok U, st
#ik CCR7 19 DCs it i CD80.i% T T 41 /i
% ¥ 4 7 B /K Cinducible T-cell costimulator
ligand,IcosD 8% CD274 4§73 1 1Y R ik A T 25
B R BT 48 TR 7 4 TL-10 A B R AR AR K IR T 1
5 T RN X B T AR AT AR L DA
B MI gl r O UG

MI 375 5 1Y 48 0 S of 38 1 Bl 5 L 05 248 M 1)
M1 ZRA AL, LA K T 40 0 i 3806 . 76X A i 72
o, DCs 38 3 8 5 B W 20 A R B T 48 B S g, A
T 40 ) R RE IV . 7E MI AL v % B, DCs 1Y #E 3
SEUE R M Ly6Cr Bk 40 g 1 M1 B v 41 it 1Y
FENE G, 4 HE Thl &R, G LB T L i
DCs AFTEA F TP R Ly6Cl A% 40 i 1 M2 7Y
0 200 Jf E A A DX B S 4R L AR iE MIT RS Tregs
RGBS UCE D) 0@ G O R A0 = IR T
s, MIJa @A o fR A R ERT . 720
BRL /O UL 495 1) S 360 85 78 v, DCs 38 38 28 U 2 A 56
Fric# il an X-C 37 8 W 7 2Z 1k 1 (X-C motif
chemokine receptor 1, XCR1) il C Bl ¥ 4E & 21K 9a
(K ST X 2 DCs K HLH MHC T A7 3235 L
R T EATAE B2 PR 38 BE ) b T BE A T 4
SR FERALLEE R Bh bk ke i A E SR T AR R 4 1
SRR R R Gk XCR1T cDCL 20 i 7 1
(P, XCR1' cDC1 4l Jifd () #E 3 fE 9% 0 ] Thi
20 0 % ST S T R AP0 IE 3R ) AR e A2 i — 0 il
T XL AR RO AR 4 R A8 A A R

T DC W 1Y 2 02 F D) e nl A %5 2 G E B9 1E
. RS & B, CD4 W ic4Z T 4015 DCs
2Z (6] A RE B 3 R R T e 3R S R
(stimulator of interferon genes, STING)-NF-«B i
7 T DCs Y NF-«B {5 5, S 5 &5 W 1
IL-18 M1 1L-6 1Y %% 5% 5 5 A1 D) 68 7= 2k w09,
STING 2 AN 5 M T 545 40 B 7 19 7= A L
AT RERZ I T B Y O A A A S RO L X R T M
R RAE T A RBE B OCHE, XER
STING-NF-«B {5 & 4l 7] fig A G 97 MI G & 4E 1
TWRTEH A

ZE B FTR . DCs 78 M1 J5 B 2 E ] % 1 %

KEAEN . BN S5 505 0y 4 28 2, ik w]
fE3E i 55 E WA AR T 20 B A% AR ELAE L YT S
ZE I B R R B L A ML R B W AR 3R T 0 4R
HE TR A .
3.2 DEEM S 0 WEE R MI 0 IE
ity Re A i 2 2= it A8, DCs 76 .0 I 5 98 i
P B XCEZEWRPEN . DR ERY]LTE DCs 2K 1Y
N BB w0 JUE T 5K N, 20 T AR AR o
T DCs iy EZHY , /N2 ML LA, DCs
3 o O O R R S PR BB RO P CD4T T 4, X
O Ty 8 1 i S B OCHEVE Y. Feng S0 I
SEF L LER 0 E T CCR2T ¢DC2 ik iy CClL17
% GM-CSF {55 145, CCI7 MYk B T
Ze O WA DIRE , I T A2 0 5K L0 LA M AT
ORET 4 A0 55 0 JIE J 58 1) DG B RRAE . ARTHT . DCs 1Y
YERDFE R A 85 1., 7ER ST . DCs 19 g
B 1 W] g 5 4 A 1 43 LA G il CD73 Bk [
) DCs DI RERE T T B8 5 XSk AHE P32 B9 A% K7 B
A 56, X AT g 52 g e M 0 JILEE 44 rh i 3
EREY,

O LT 4L 72 P DCs BT RS L R 3 & fig
TG EISE R BESE KB A AR O WL 2 iR
MPE CD209 " DC 1 CD11c" DC B8R 5 27 4E 1k 1Y
R 5L W 3 TEAH OG0 R S RV FE DCs BB i) L
TG AL RS , W5 B 21 A0 AR B (el 2D L 0 ke 4 T
Re A B el X R 45 R 4R R . DCs 1 9 5 ]
REXT O ME£F i Ak A TRITE 1. i — 2L i HLHI A 52
FW], DCs 343 I8 5 4 ML K40 TL-23 (3R 3K, 7T g
AT 20 A 3% T RN 9 S N o 2F T 9 0 B 2T 4
LRy RE R, BB DCs B Hr P hr 40 At I it
HH 2 1 85 25 14 AT 5% 0o WIE £ 4 40 AR A 5 SR R
iE PR R D AR 1 B 3 I, DA AR 2 G0 BE 2 4
e Tkeda 55700 (4 AF 50 3 5 i FH o2 L W fi 22
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ik i ( a-galactosylceramide-pulsed dendritic cells,
«GCDCs) #3# DCs, KB «GCDCs 1A 7 E 5 i 16 AS
AR A T 20 SE A 5k A0 L /s B
A JR B Ak A2 0 B LA B R B, T Y
I+ «GCDCs 7 #1700 JEE 18] Jo 2T 4k A 19 %2 e L
3 F AL AL 5 4 ] 7% 4k A2 K B B (transforming
growth factor-B, TGF-8) {5 7 i % M H N i 47 4 b
B R GA, U R B A R ]
(angiopoietin 1, Angpt1) i 32 152 #F 52 61 1. 5 19 1%
5, WA IFN-y il i) TGF-B #5553/ smad K
TG BA 2/3 45538 %, B AR 10 M BT 24 40 i b £
AeAL BRIk IR E AR P B E S S
SR IE N 1 34 BT Angptl BYFRIK,

ZE BTk . DCs 780 WE LT 4L B E R 2 07
8, EAIAMUZ 5 T 0 IR 4e 4 B 42 i, a) DL
Tk A S ) TR A Ay A A JUE T 4 A 1) 2800 A
L . DCs AJ 58 Ji A 190 Bl FI6 7 0 I 21 4 16 19 T TE

HLAR . RGBT 5T 5 22— 22 B W] DCs A L JIE 2F
AL 19 HARAVE TP HF SR R AL ) DCs B9 97 3K
L DLk M .0 IR B 2 T I RE

4 ET DCs HIBFRB&

B 2 %F M g AL il A B R A AT T B
INE A% RE X — B i E . BHIF AN B IE
FERURTT BT 00 G B2 97 30 1B A 3 2 8T 98 S
Fedh 3t MI BIIGIF 450 . DCs . AE A 58 2 17 1 3 1
HLOEAME ML 2B kS 2 XEENE.
FEF X — N, LU DCs by HE 85 19 o 8 1R J7 5K I 1E 3%
B LV A E R M . AN 259 % DCs 1)
AE (5% ) S AR M AT o (9 g & — > 4 32 R
58 B0t L LR 2, X BB IF ST R HE T X% MIT 4
P 2 SR A B L R T ROB TR T T BRI T AT
RE A S L T DCs 1Y 36 PRk B3 MI Il R 36
74

F 2 DCsERFT M FHIHMHAR

ELy Byl X DCs I £E B 25 MI & 97 v i i 7EAE EPEN
T2 25 B/ RNA (microRNAs,  #1] DCs B2 BEAR T DCs #0364 MI A & 28 & 8 7= A= 3 ikl 4 [27]
miRNAs) lethal 7¢ 78 A CD83* T 40 M iy fig
CD86% DCs H iy ik
1B PO T 4086 53 1k 8 F8 & M1 Thl  FRAK DCs B9 G e F e s HoAe i/ 980 410 i i 3=, X M JF 1Y [28]
2 5 Th17 40 iy WERE PR MR YR OIERY BB ERCR
5 F 3Rk
g T P45 Th1/Th17 F1 Th2 4 f 53 1€ ] DCs A BLAE DC 47 Wi MIJE 1 58 5 I, X0 JIE £ [28]
A i P EEH
LAY I NF-«B AHUSE R E-1 58 MH DCs 19 AR RS 855 T8 X MIJG I RIE &N 50 i g 2 [28]
B% . BH B wE i A R B, o AR R AR E T ABAE FRER
CD4* T 40Mu43 4k} Thl #1 Th17 THIRE S
41 A 11 3L 72
AL R WA M wIER T DCs PR 75 R T M 40 AR B T 5k A0 A A Tl REXT M J5 A9 .0 JUF 58 8 F 16 & i [28]
IR A 5
i W JAE AN IR T B A R UE T S DCs P T, W H B T FRAT MI S 4858 41 i 3= 19 [28]
A B 1] The % 4k 1 431k 4N i e h g
I %k FER  WH CD1lc™ DCs M SR B & kR 9 0E B W M1 J5 1 498 RE B X6 O JUE £ [29]
Ak it 491 441 551 bnrai P EEA
ALY EEIA  REUZER 4y Bl 5E @ BH W AL IR B Ml DCs LA XFMI J 0 I FR 4 HL A Ve AR [30]
WA EIE R  IREAFE R DCs M

& o BB

4.1 DCs fit 4 19 5 W #& (DC-derived exosomes,
DEXDfJ7 ML 20 Jitd 1 48 30 2 40 i B Tk 19 58 45 4
NI S AR AT TR /IN R 5 AT 43 Ry AR A AR L AR 3L LA
FAR TS AN AR JE 40~160 nm /NI 445K
MM AR, TR A N AR AR TR 2kl S Al
if0 BB Gl 5 TR TS I 240 L A1, 85 0 A 1 BT AR A R A R
EYT. 25 MM RGE R Y . eTHAEY
FHASPEFIRR 8 P o Ry AR 1Y) 245 ) it 1 ) o 484

DEX H A ol ¢ 19 2% 180 4> 1, £ 4% 2 68 P 1Y
MHC I \MHC IT #3535 537 G898 30 ¢ 57 1 1Y

CD4 F1 CDS T 40 fifs., DEX & i ] 5 WL . n 4 &
DCs AR FL 77, LLBORE S0 WA 7K 3 25 9 in T 52 3
F MHC 4y T b, 8 A R0 3807 bt R4 S T
Mo, 7 M1 )5, 0 DEX(MI-DEX) A] DL B 4% ¥ 7%
PEH R CD4™ T 48, JF i a1 Bid, &
B £ DEX s i 78 Fi 55 5 2 MUNE b, BFSEIESE
i S MI-DEX 3836 1 CD4" T 4, #a b 4+
IFN-y F1 PR IR 7 TNF A9 2 2558 i, 11 40 i 4
FIE 58 A 240 Jf S B30 2 o B BB X T 8 e it JE ot 72
LY ik RGN R DEX BTG 19 CD4 ™ T 41 i
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HA g MI 5 OREDIRERVE R . 3E—25 5T
878 T MI-DEX (94§ & 4r 7, 1 CCR7 #y it %
3K BE A% 1 9 A WA ) JBLINE 7 3T RS BE 1L IR CD4
T 400 5 F PR MM IA T 114 A1 1L-10 BRI,
Uk A% A B JEE BRI AT 4 Ak R L DA T O I T
BV, BF7E & B MI-DEX ' miRNAs [y %3k i
B0, SR miR-494-3p. A5 M 1 F R O ME £ M0
A7 N B AL T 8 ot A8 P R AR R R AR AL B B0 L
() A8 T IR I A 26 8, R0 I ) R A o 3 S 1) OC B
YRS kSR P DEX 78 G 3% 1 775 R i T &
W B A VLR AN

SR DEX AR S JC 40 L7 125 1Y 1 FH A7 7E — 26 JR)
FRPE S G B I e = B o] e L A0 B B TR] AT
JUFE VI DR A g2 A o R R 22 A IR, R, T R
— BT Y 7 1 ok ] A B ) T4 R e A g
idlfe 7119 DEX HA H 2 & X, 3T I, Zhang
SN LT — Rt DEXs 15 i R 3k K B IR 45
(DEXs with alginate hydrogel, DEXs-Gel) [ 57 £l
5k R G L DEXs 1Y 35 21 B 4E K B8
FEI A X R GERY I & MY I T Treg 40 g #1
M2 5 IG5 240 Jf 1 352 10 I 3 A% 30 4 B8 i % XS, 00
T Treg 4, F 42 HF T F W40 i 1) 45 &2 1% M2 T
EeAn gE ek T MI 0 IEDh . 4R i
DEX #3825 M1 2459 n LL$ =5 36 77 20 I kD
G SWIR T T BN RSO R #E R SO . DEX iR
IR RO AR M AL 58 25 YRI5 1Y — o 21 95
Ja T
4.2 3552 PR SR 4 (tolerogenic dendritic
cells,tDCs) R JT MI 4R W F 58 & #L, DCs 1E
PE O M A AR Py R A A, RE R
tDCs 38 i {2 i Treg Y 3G 58 A0 ) 500 T 46 1 Y
T 1 X6 A 45 A 2 A 28 R 3t 0 i B 9 HLA B AR
M. BFRRERW] (DCs G898 R AR AL 48 7 19 77 A=, [F)
I HG mp BF 1L-10 (9 7K F, T A B 70 I 5
R EGEDY . 7 MR aDCs MM HE & B
7 I g B e/ B MR R e O IR R S
tDCs BN A #1135 T Tregs, X AHFE /N RO BE TR
e T B R, AN DCs 3B BRI T H B R
PE CD8 T 4t i 47 3 . 35 £ 240 Jf 76 O L 193 )5 7T g
RO AR A B 4G ., tDCs TG fLid T30 T ke
I PR T B A0 A O I H 2P 1 0 A )
A AT Bl T ST G s A BER B L AT Y B MT &
5. AN DCs G 97 I Re % 8 15 B 40 H 0 A% v
FEAR MI 55 3 K M1 Y B 40 L br 2 9 1) & 55

FEAESS 5 KA M2 B 5 40 AR iC W) 1 Kk L X
T2 7 500 28 7 0 A A 4 DA O

A, T-box ¥4 5% [ F 1 (T-box transcription
factor 1, Tbhx1).miR-223.1L-38 Z&4£i% % tDCs -
REHEE BN, Thxl K, i —Ffl T-box ¥
S, & «DCs T RE Y G B &L LI L,
Thx1 355 199k B P 52 20 15 £k 58 1% 98 15 51 4% 4E X
B, = A I T C-C R FELAR 21 (C-C motif
ligand 21,CCI2D) FIZRIK A R 4l M ] 26 B 40+ 1.
IO WLN tDCs 1 Treg B, A By T 0
B IE B A & R iR . miR-223 W) 58 i 50 i
1L-1 Z AR A 3 1 A1 NF-«B {5 53 %, fit 9 DC
] tDCs A HAEE™ . [RIEE L TL-38 1 S — Rl 4 41 i
HF, e il DCs i BBIFR iF «DCs 19 TE 5L, X
MI JiF O Ik 5 98 ELAT P4 PR FE S

Zi b ik, DCs 76 0 Ik 5 88 rp i /B R ALBR F
HE B Y e T YD RE L S L HE 4T miR-223 A
11L-38 4 3 F L iy 8 #5243 2k o i 1
DCs. Treg 4l it 1 5 Wi 40 i = 18] 46 B 1E F ) &2 4%
PE LA EATTHE O BB 58 i 2w s VR .
I S TR L 3K 4 240 i 28 78 R { 5 3 I ) EL AR
BLR] S X FIF & X MI A B 836 )7 R s 2 O d %L,
AR MBS T 3 — SRR W A ] DCs 1Y 98 755
T A7, LA B S Al e gt R s S I K A Ak o0 i
HIIRIT 45

5 [ 2

FIAI 8 A0 M AR S e 3 e 1X, S % 40 it
FE MT X SR A RE 35 B . 0353 28 1 1 52 1 0 S 232 M 42
SR MI & 2B R AE B, DCs 23 2 10 IE A 40, 3 3
MBI B BE R . AE ML IR MR
e, DCs W B 1 2 Bt IEOR 3745 T L 52 ma 2 A
[l BE o 36 o A S L AR 2 I AR A s SRR
ZUEE KA b iE R, DCs B3 38 10 % 5 A I
BEARAS BT KURS: . BB %) DCs 782 M5O IiEE 2
HPE T B TR B i B B 22 B BF O OE B TR
DCs BTl ARG T » L & BRI 08 136 97 5K
W A RE 0F 5T 3l R S B9 8% 4k, DCs 19 %2
PEVH T T RE N0 JUEAE SR PR B 2 T RE TR YA
B o IR R R AT 5 B0 A W 2 R L 30 f i — 20 TR A X
DCs 7E MI 3 7 H 8 7 i PR L 10 0 AR 9 0 IF &
B AA RLRE T T BUR A I S B B2 R
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