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Research progress on the role of CC and CXC chemokines in regulating di-
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[Abstract] Influenza is an acute respiratory infectious disease caused by influenza virus infection. After influenza
virus invades the human body through the respiratory tract, the epithelial cells of the respiratory tract react first and
produce a variety of cytokines to induce immune responses of human body. CC chemokines and CXC chemokines
regulate a variety of immune cells in the process of influenza virus infection, and play important roles in the control
of inflammatory response and maintenance of homeostasis in human body at the early stage of influenza virus infec-
tion. Analyzing the role of chemokines in regulating immune cells in host’s body during the process of influenza vi-
rus infection can provide new strategies for treating against influenza. In this paper, the regulatory effects on vari-
ous types of immune cells by CC and CXC chemokines as well as their related receptors during influenza virus infec-
tion are reviewed.
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Ui 2 B R T IE B WO B B (Orthomyxoviri-
dae) . EE SR M 2 P T YR H o AL I R
7F (influenza A virus, IAV) X 0] P14y £ Fp 5,
A B BT i R A S B T B IR 4 B i R
AT TR TR TR R A A Sh )
IR RO Y g S 1 0 N s S Sk A
T A9 £ 1 K %E 2R 2 (hemagglutinin, HA) 5 01F 0% i8
B 20 i 3 T A PR R PR A2 AR A 25 5 A T R R 0 AR
AT B . 55 Ah, I B UKL AL AT D)3 i
i A A P T B A T A N TE AR AR R . i R
I B AE T b B2 20 B L PN B2 A R 3 W A Y Cal-
veolarmacrophage, AM) Hfil| 3 411 9% 21 i R - 1) 43
W, HE T M3 & (type I interferon, IFN-I),
AFLL B 22 Fh P2 OR R D (ISGs) g k. T+
PR BEHG - 1SGs &5 223K 3 30 T I 50 5 . A
11175 35051 K A 92 A i 4n 1 K 1% 43 400 M (natural kil-
ler cell, NK) 44 Z&4k 40 g (dendritic cells, DC) ,E
W 240 . A 240 L R LA 200 i 7 A A 40 L PR
G ZMEH T RN B AR T
200 TR AN S 2 [T A U A 0 . Cle2) i BT A A
A5 DT M5 U 2% 200 I EA) 7 o 8 44355 Bk o 7 L L 2R
A0S 2 SR

2 b fo 5 L 2 A [ i) AL R 1 5 1 78 2
S/ SRR 7 N R A A DN St OO R e v 1 o 2o
PR S R HEAE . [, DC 20 T ) ik & 45 1T
1 SR S e T 40 R A 48 A T A U 1
IR TR YRR R R R A LR IGE L R E
S5 A A A ] 5 JR e 5 Oy I 0 B AR R R
1 S HILR T 5 0 922 200 M 55 4 OF R e 40 M I 1 O i
St 55 B0 AR 5 S N AR 1 5 A 8 SN Y ik AT
e U AS J T B P2 S A 25 2R A Mo O 4 i PR 1
JRGER RN 5| R T3 T ™ T il 4 2R TE AR A

A LR R B TE S i SO R AR, AN )
PO - B 32 AR 2 55 BILAK S 9 200 il 55 4 B 1k S A
IR AP S PR AL AR DT A T i B S e BT B
2% 5 451 03 3 AR HT R T RS
1 BUEF BEUEFZEERRRSELEPNER

Ak R - (chemokines) J& — 28 By 2 Ff 5 538 41 il
SRUA o TR BN AR T EUE S L REE E
Ta] ¥ Ak PN 5 4R e e AN . U HOR R LA . H R,
AR E K 2 50 F kR 5 A 40 G 40 2 i
(N ) 2 B & R (cysteine, C) 7% i K i Ath 52 JE R

(X E7) S 7 20, 1T 53 4 DEHERD : CC (che-
mokine CC subfamily) ,CXC (chemokine CXC sub-
family) ,CX3C (chemokine CX3C subfamily) #1 XC
(chemokine XC subfamily), KZ#&kH T8 T
CC AR AN CXC AE, ATH N i 5 2 A HH <06 B0 bt
RIRFREE J5# N i 2 A2 b 2 R R Ak 1) B 1 > %
JERRAEHE . A 2000 458 K BT AR T 2K R
gt @A A e SO AL IR 7 A (Ligand, L) A
VR B T i 2 A E 595 456 g
X, XEE O S G 5 %082 & FR
Ak IR T 52 A AR HL AR Ok K 48 AR W 2 SO
M AL H 7~ Zh BE Rl 23 e R AL 5 i 25 1k
A (RNt R ) . A R & R 75 42 2
BCR 7P HE IR BN S 5 SAE N » A LATE S8 2 3o e
% T % AR G A0 M R R AL i CXCL —
8.CCL2, CCL3, CCL4, CCL5, CCL11, CXCL10 %
2 5 G SO A5 ] 5 Aot A Ak TR DU A 5 S 3
20 L0 B A RN Ay . S E AR,
CCL14, CCL19, CCL20, CCL21, CCL25, CCL27,
CXCL12 f1 CXCL13 %,

R BTG Z R SREBLHE TG %2
TRAH O AFTE W] 3R A% 1 52 (A S MR T A BF 9 &2
ZAe . BREaCE AL A et e D i B A
FE WA L 0 B AR R i CXCL1 . CXCL2,CCL5
CXCL8.CXCLY9,CXCL10 A1 CXCL11 4, X sb3#4 1k
R ENLAAR A & 2ok B2 vb A H5 4R T 5 B AT 30 B 0T
AT B LA 37 26 ) o 5 |5 40 i 32E A 4 20 40 i /)
BN A3 AL B B RS 2 5 5

#FAL R 7 3% & (chemokine receptor) & % 2 H
A RA R G B AEIRZ KR, T2l G &
H¥ESES A BAR T REDRE. ANENRTE
456 1AL 2R BURT 7y Sy MR A R 52 AR TR
(canonical chemokine receptors, CKRs) Fil 3f it %
FAL A T 3% (& W B Catypical chemokine receptors,
ACKRs), CKRs 15 CC #1kH 745 4 ) CCR,
5 CXC A 74541 CXCR, 5i— CX3C &b
THAK CX3CRT, KU PIA~ XC #Efe H - (XCL1
Al XCL2) 25 4519 XCR1 U Al B> fk 7
ZARRY N s e T RS G e .G
I AH B 2 R AL R 7 32 A C oty Btk A IR 1 2 AR BT
fik 75 2 B PN 22 A5 5 I B 0 9K Bl 0 A A b B
FER S RS . ACKRs A S G & [ it
TR AL A5 T sk Z L iE 1 .

Ui SR T R 5 | 7S B ML A R RE S H 22 o A
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A B G 5 20 P R 42 L AR B ) R M 4 S AL A
DAL T 18T IO P A L R 1 3 e R T R
MASCAE A S A8 2w W T8 5 B B e 01 |)
W B AT SZ A48 I 3E Uk WX (bronchoalveolar la-
vage fluid, BALF) A 5 11 41 10 35 28 1045 52 bt s
AL F B s m, A3 45 CCL2, CCL3., CCL20, CX-
CL1,CXCL3,CXCL8 #i1 CXCL10 %, #mis S i1
fk# 3k CCR2,CCR5,CXCR3 fil CXCR6 % 37 & 1y
T A . AR e AN M PR Ao R R S
Yo 5 AN I S 23 AR 1 4 92 A i 7 AR B 2 ) A IR
R AR HE PR T o R TR i — AR S A R BIL R AT 325 K
LRSI .

Ui B L S B R 2 5 S B B A AL R
P AL T £ R CC itk H -+ Al CXC
AL F . WngE B A HINT 3 J800 5 B e /3 i
W H . CCL2,CCL3,CXCL10,CXCLY %#fk I 7+&
5 T s AR EE R E P, CCL2 i CXCLY 1 3%
KT A P A 20 R R A SR
E 5475 2 BE 55 ML N A B 7k K 4 DDA G
BR T E ST 2P0 0 A i SE AR A X W 25 4L A
TS 540 A0 M B 7 I 4%, 1% X 4% B 38 SO T
R o X6 F ML 96 A AR B A TR B R

2 CCEHMRATFR CXCELRATFESM%EEHEM
BEEH

2.1 CCHMALHEFEmmbn®a AL M
FEU R R 2 5 PR R A R R % 2 4
U5 F R AR B R R IR B & R E ., CC
B CCL2 J2& 3 i 5A% 40 i #a £k [ -, CCL2
Z Ak CCR2 fil CCR4, 7E it 80 2 R YL 40,
% 40 i 3% 1 75 1k K CCR2L B S &tk 7 CCL2
V55 DB B A A% B R Y B A, B B A A
W A% 40 i 41 CCR2 7E DC 20 g F1 NK 41 i 45 %
T A 12 323k, K BR S 28 20 M A Rk e 3 A6 1) 5 4
F R i CCR2 Fp 5t M4 & CCL2 sZHlt™

TR T R e o A b L CCR2 i Bk 2 23 AL 2R
A AR AL ZUR RE . R g S, O
B IG5 A LN U B, CCR2 3 R B3l g /s B
BE AR Z8 IR A A% A0 MR S . S Ah R
20 T S ST I ZH 2R 5E B0 42 T 4 i (tissue-resident
memory T, TRM) W BT GBI/ . 1% T 40 i\ 8%
RE % K 31 B T 7 7 Tk B &5 . CCR2 36 [R5 I3 11
ZIN B o BRCAZE AT 6 i) i £ 20 17 5 A A7 B 40 o] 1 S 3K

TRM V. B 1 %t 2 3 980 0= . L4k, CCL2/
CCR2 i ] 8 45 B0 A% 40 i 1m) 4% 5 1R 40 g 73 4k 8
Tk VTR S HR A0 L R R TL-12 B RE T . R R
il bt T 20 M e AL 0 FBY R T 400 1 (Type 1T
helper, Th1), N9 15 J5 22 Tht 40 g/ 19 S 3%
R

75 A W9 B 5 BELIBT T 3L 4 K A2 1A (inter-
feron alpha/beta receptor 1, IFNAR1) fit & i) {5 =
B nl B CCR2 BCAR 1Y 2235 i/ CCR2 &
3K BE P P B A0 L 3T A M TR 47 B 24 ) W TR L
=5 7T 2 BE AR IENARY R 33K, #F 10 40 ] CCR2
FCR 22k il /N 4+ CCR2 45 5 7 ok BH
BARZ 20 M T B B bk L 4t n] A Dhy 0 5 O R v R RN
PALEECE S O R
2.2 CC.CXC A A5 4L B F 2 A 78 B oK 20 2 %9 %5 7@

il 3, 200 T 0 A A Ml T 5T N B A A

3 AT A o A U2 7 SR 0% 40 1) 2 3 oAk O 5 R A
U8 T A0 Y O R A . I RO B R S I I L
AN RE RS 4 W K R CCL5, CCL5 5 CCR5 454,
AR L A I P 0 5 R T R 5% 4R B A
JH0 i il 4H 2R A A9 AR . 55— 7 i, CCLS RS
& 2 L 0 4 17 i g P DA R R PL R VE T . M2
AR HAE I 7 AN [R) AT 43 g e 6 1 M1 2 g 24 i
TR M2 BY w40 . M1 LR M2 B g 40 it
- R AETH IR 1 G 8 . CCL5 BEfE {2 i B Wi 41
L2 AN M1 B ALy M2 B, S B0 2 Fil e 28 40 i
B F B /b £ B %% 4k A= K Bl F-B (transforming
growth factor-B, TGF-R) A HEFIML 4% — 10 (inter-
leukin-10. TL-10) & 31 % 40 g R F Y 5= 4= . CCL5/
CCRS 3 2ok 8] 455 fii 360 5 ik 200 Jd AR 2 4% 452 473 2H 2R 1Y
B2 CCL3 Rk B W4l i % 1 8 1 1-a(mac-
rophage inflammatory protein 1o, MIP-1a), CCR5 3,
A5 CCL3 455 BB RIEE. WK G K
P CCL3 #2238 3. mT LS5 4R I 240 M0 L B 4% 4
JHE e 40 Y R I TR 1 A A i S5 A M AN i SR AR A
JE LA o AT 0 21 4 AR RE T SO

CXC A 1 2 Ff A0 A 1t m] 38 4 15 003 240 i
i an CXCLA7 A Sy F 5 1k PR AL 7E I W 38
L ik, HrdRaE  CXCL17 A #a fk 7
i CXCL8,CXCL10, 7 Z= 47 Pk i % A/H3N2 Jii
SRR N W IR b R A b SRR B HAE A/
H5N1 #1 A/H7NO Jig 8 J8%Ge 1) 40 g Hh 3% 35 i A0 X
BAR. TR, CXCLA7 L — il i 22 A 5 W5 20 M
PR 02 I IR R SRR S AT 7 R 1 W 4 A e
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Gy FEis , CXCLA7 BE % i 35 B AIK B W5 41 i 32 Bt I
G B RN CXCL7 4b B IS Y 0k 40 g 28 LPS
UG TL-6 1 TNF-o S42 2 40 I 1 1 7K - B
FEAIL. CXCL17 XREIS 5 2 Fh e 8 40 B (9 52 48, XA
R AN E R A 40 5 e 1 A R A R Ak T
% CXCLA17 4. Corry 255 58 33 % 7 [7] H5N1 Jg& 4
TR JRE T e A5 ) i 2 R R A7 B SR A I L 45 R R
CXCL10,CXCL13 4§k H 7 76 B e 5 W 35 T i s
TRk L A R 5 ™ N R A I 3 I A TR RO
CCR2 [H 1 2 35 19 3% 1k 18] 5T B W 40 fe (CCR2 +
IMS) 9 52 45 55 fili 21 27 1o o) 375 25 Jk e .
2.3 CCHAWLREF . CXC AR T NK 2816 %
e NK 20 M B8 8% 2 5 2% R0 0 2 AE S BR T
308 2o HC Ay 7 AL TR T3 2 L 3R RN SR i R B I e A i
PLAN 34 RE % 38 o B i T 40 3R L iR PR AR IR 1 45 4 i
PRI 52 M) 2 F G S 20 L .t 2o B e /N B 3 d S
HARP CXCR3 F1 CCR5 Z M ) NK 20 Jifg 78 i . <
TE R 5 Ak EL A5 P BLR DY, CCR5 S EZE A4 3
NK i i il 59 52 O 25 76 10 78596 B0 H 9 ik EL 40 it 5
% 3 L 5t A bk T AT A — i 2B BV Bl Z AR RS
B 545 NK 4l ] RAEFF AL SE 5 . CCR5 YL
K45 CCL3,CCL4.,CCL5,CCL7 %, x> 3284
Ui B B Y S AT 3 S i CCL2, CCL3, CCL5
S i NK 20 53 46 i A R 7 o . 7 i i B¢
T /N BB R A, CCRS 2 23 W 35 0 2 NK 4
7 il 2 0 S A R SRR g R ek g N B
JRIEFR

NK 4 ffg 7T LA 63k CXC Btk 7 % 4 CX-
CR3 F1 CXCR6 , 3X P F 52 1A AT 4 S NK 20 i 1) il )5
HAER. W5 R U R 5 CXCR3 #
KHER CXCLY,CXCL10,CXCL11, A f% CXCR6 #
REAR CXCLAG6 &% 5Kk 7 33 I 3538 in 5 308 Tl
HEVEW (BALF)  CXCR3,CXCR6 FH 12351 NK
4 H L A1) d 25 3 22, it A6 A I o CXCR3,CXCR6 [H
PRI NK 21 L) 5825 A1

R AT N 24 L ) 4 B 5 M 2 I B AR 4% 4t At 1A 5
8 3 06 T k5 it 2 2R R RE B A . A CXCL10/CX-
CR3 i F1 CXCL16/CXCR6 i Ky ¥ A A8 #2 NK
9 M S5 4R L T AR SRy DR AR R AT KGO K E 1Y
AT WS . a0 CXCR3 # #il 71) AMG487., fig
BH BT CXCLY,CXCL10 5% CXCL11 /51 NK 41 jig
T,
2.4 CXCAWEF P mieeHon N
BB B A5 175 5 7 AR v MR 20 i L 41 B BIF (neuatro-

phil extracellular trap, NET) FRBE i 40 i b 2H 8
9K By il 2 2055 BN H P R AT A il 2 2P O
WM BAENE LM AN RIEMREERNEZ —.
PRI 8 42 e R 20 i 1 35 A 2 4 T L 0 4 1
B RS | CXCL1 -8 #il CXCL12 4 CXC #1k A
T PR T PRI AN 5 AR I R O R A BRI RE Y
LT,

WF7E7 2 W, 0O U fik & NET Bk =
FPAE % A G, 7T % 5 CXCR1, CXCR2, CXCR3 FI
CXCR4 % a1k N+ 32 1k 3£ 35 FiG b, Hrfr CXCR2
R B 1R VI R v e 2 i e O 5 8 1Y) B T Y
T Z &, AT 5 CXCL2,CXCL3,CXCLS #] &
YRR s CXCLS J& 32 22 1) o b 40 i i Ak 70 22—, T
Bl CXCR2 AR A0 B 0k 76 . Rk . CXCR2 7]
ViR A v 40 i 5 NET 5 5 R AE 91 405 19 o
TEIG YT 0 5, BT CXCR2 A] 78 7 5% W 44 14 5 745 1
I3 11 () B 9 2 A D B T BRI A R RE . T —
AT 5 HF PR 200 Bt T 2 0 A R 9 Bl Al 4 922 4
JfL o CXCLA2) , AT K i 8% 5 45 5 CDS + T 4
DR 2P 37 VAR

CXCL10 A TR B FHEE - 10(P-10),
2B R A R R 4 4y W 2R 5K L & CXCR3 1
itz — it CXC WRE T 5 — b A+, wFses”
KB O FE RS B ARDS B S R Y CX-
CL10 FIKR7KF- Bt Fh im o i 350 4 i 15290 7y o 1
N i RE A2 3 of T4 Z TIR 45 by 30 f 4% 25 13 (TIR-
domain-containing adapter-inducing IFN-o, TRIF)
{55 & 7S CXCR3 ik . CXCR3 ks CX-
CLYO 4101 BE 2 A 250 B4 AL U J% v 5 J% e J il 38 42
Hp R A0 R

A, 46 5E W i) CXCL12/CXCR4 i/ S v
L 20 1) 2 RE FB A 554 AT A B T AL SN A AR S
B4, [alif CXCL12/CXCR4 il if 7] A 5 v 4 bz 248 ffd
W AT N RAEH SUT B R E A B &
B, S e RN RO 7 14 d L A G TR AR LN R
.z CXCR4 /N 8Ll & i 4 ™ E . 5
AWFFE R B R A0 A 336 1) A B A B T4
ZURAE 194 B . CXCR4/CXCL12 5 5 [ {4 §
b L 2 2 A AU U TR 7 A O 0 405 1 0
BITHA
2.5 CCHAMLETF.CXCAILE T T HeEmine
Hra LN TR AR AN R T A A A
T AT R AR IR R R R A SRR S B R A
P05 W F DL N AS TR T 40 B S B B 28 1 A
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P2E FOAE N M G s A ad A, ARYE T 4032 4k (T cell
receptor, TCR) 2 i K% (9 AS 5], T 20 Ji I 4 53 Ky
BT 4HAE AN vOT 41AE . vo'T 40 M 7E [543 Ha 3% h & %
HEAEM 2 T MR E A R F2 T 41
BE L AL AL 56— T8 g B B L 38 2o 43 WA I 4% 240 it 1K)
T IL-17A A G sie R

CXCR3 2 F 2Rk T T Ik 40 i 35 1 19
BT Z IR Z — FER iR R 2 5 P E
14 [ S 8 B . R AR R T, R R
PRS ¥k L /N UG » CXCR3 i f& CXCLY9/10 ik
BFEF .5 CXCR3 454 5 4% voT 4 il iy 3= 1
B [T, yOT 40 i ik BE 48 E — 25 (2 0 T U S g
2 7 B e 0 NK 4 ] A3 R e B4k
AN ER BRI R L vo T AN CC W #a 1k
7 CCL3,CCL4 il CCL5 552 {& CCR5 45 & 12
HAE YA A ZEAE Y S TS 5 A vOT 4
S MR [ A G 38 R I 7 M B 2 (A 20,

P T 4 M (regulatory cells, Tregs) F 3%
% CXC b 1 R2m , Tregs 43 0 [ A 5% 1 B
SRUE S T 48 M (natural regulatory T cells,
n-Tregs) FlJ5 K G2 0 3E W M 9815 T 40 M Cadap-
tive regulatory T cell, a-Tregs),n-Tregs [f] %4 %E &P
A7 15 3B AR T CXCR3 12635 FI4fE 5l , CXCL9,
CXCL10 F1 CXCL11 2 ¥ 7E CXCR3 By % B AR
A W5 b U R I T T CRE 8% 5] R 2K I i
JEYL 7 O AR 0N B e B L 2 B il S RN
AP JE K E ZH 4L CXCR3 ™ Tregs B L] 58 25 T &
ELIi B 40 148 9 CXCR3* Tregs B B B B 55 T
SR JE L 3 — 2 5iF 5] CXCR3 A {2 #F Tregs [ iti 2
U kYIRS

T PRS0 B B a- Tregs MR 4 45 Bt IR AR 7 X
(AR 43 CD4™ Tregs (2 5 AN TR G s, s
TCR H5#tJ5-MHC I 285> 7 E GW M55 F1 CD8”
Tregs (Z 5 4 I8 1 Bt 5 52 2%, s TCR 5 4t Ji-
MHC [ (472 E5WH 4 E), CXCR3 it i CX-
CL10 J2fE i CD8™ Tregs [n]J& e H007 55 4L 1) £ 2
B ¥, CXCL10 fE 2 — B 42 % 1 & 1k W+, CX-
CL10/CXCR3 fili sk B 1% BR A I s LR 41 20 4 i
B T OFIGE TR A i i 6 B A A, 38 0 %R #
CD8" Tregs 20 a4y CXCL10, S B 7 37 J8 5 75 J%
Y1l CXCL10 9 RABUE H STakE Bz CX-
CR3 1 /)N BB A AL/ BROGE 5 E 1 HIE T ) a2
UHIT P AR W 5 E I SR LR DY 3 P e Al
W PE R IER B2 Ol a-Tregs W, Bk, CXCR3

FEHUH AT AR Sy ik 8t B 3R T 1Y OB HE AL R SR CX-
CL10/CXCR3 %3 B 17 SR Jon = AR il 483 45 .

2.6 CXC#ALEF* Bhemineg%n  Hiikd
P20 T Ui SR R g 1) B A O T B R A s
LB AR 43 W 7 AR B X B AR R A PR R g
012 B 4 i (resident memory B, BRM) 7E id i P
o b R EEAE T BRM 32 43 A6 T i 2 41 vp O
FR LN FZ AR CXCR3 . Y ML U R G i 75 51
LW S N RN =N i B s YR (T SR A |
T CXCLY I CXCL10, 618 5 CXCR3 454 #1175
S BRM #afk , BRM i3 531k o B 43 Wb 47 44 1 5 40
JiEL 3 3 38 R S A e R R I %o s R e

CXCR4 "7z 235 T 2 F0 B 41 M W #f . CXCL12
A5 CXCR4 Z5 &5 B 4 iy &K & & fsrfk
AR, CXCR4 /519 B 40 fo 58 S 75 B2 A
F B 4 i E 1 PL R (B cell antigen receptor, BCR),
{34 IgM-BCR HI IgD-BCR W f', BF 525 & 9,
CXCL12 fEif 36 = 1gD-BCR 19 B 4i i 15 1k o 7
Haz BB . H CXCR4 F 515 5 19 18 sh &84 T
IgD-BCR,

S M 2R M OC kB 4] 4 (induced bron-
chus-associated lymphoid tissue, iBALT) & i ¥
JIG 1) 5 M S 57 90 T A 25 Ay o it 90 L 3005 5 AR 4 T Uk
Jemp iIBALT AJ 30 B0 9 H 35 07 225 A 12 240 s R
il s T e 1) A HE R AE 0T, CXCLS 3[R il Bk
/N ERLH AR P 400 LR AR 2D L BB 4 L A it 4 2 K
it R IE B OA B A R T 20 iBALT fIE Al .
R A DR I 2l J) 308 il 20 2 ) B 93 S5 I HIRTL 9 s B
&I, CXCLS5 iz /) B 21 2L CXCL13 /KF &
HTHE I B oA o3 A B 4G 22, B H 2
WA MRS B m Y . CXCL5 44 B F B 45 A
PR [ A e i O M B 5, 1 CXCLS i i AL
A3 7 e B 5 o I A T i o R e B At T
BB 5 1]

FREd B G 8™ A ) R A2 58 R LA % ol L
{7 1A 6 52 0 D B RE JC 2 5 B 4 B ROE RN M 4141
03 A R R H AR BIF ST DL g PR A
G N A 240 i TR X 2 » BT R 24 3 e R 3
JERCR . HRTET A IR 2 136 T HEms 22 S 4
TR A KA S i S R 2 R
CNAD 10l 770 i1 M2 5 53 3 BEL i 79 o 491 4 5 1) 97
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T 254 (NA AIHD B R Wl b+ . ©4f il
X BRI T 251 TAV BERR X SERERR 5 A NA %
A7 BERS AR NA IR 25 A8 k. R0
T ERBER IR AR 55 b — R RIS 8 5
[E N DO RS R e NNV i O SO i = e R R
R 7 A T 24

AL IR 7 B A2 PRI i 28 8 2 7 I 77 X
e B X 28 AL 7 X LR fie R A BT R 1Y Bl 2
-k ) EARE . CXC Bk 7. CC b7
A5 1 I P B Wk A0 A9 08 15 9 5 NK 4 P ik
LA L fia) 98 AE AL 55 4R+ L KN S AE B AL 19 B2 [l 3T
Mo s T A AN S T 20 1 19 23 A 55 37 A6 AL 1 B2 %oF
TR TR . TR T R A S SRR
P AT B — A PR 1 A0 9 0 ) 0 3 R A
RE TE 0 G2 Mk Yo 8 28 B8 10 3 JEE BN M 5 {22 Fof
PR 7 P FIGE AR 5852 PR35 050 LA 3 4% S 4 136 I
BHOR

FBFR ITREEZEAFARGEFZF R,

(& £ x #]
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