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Abstract: As a classical chemokine, C—-C motif chemokine ligand 2 (CCL2) was initially thought to be involved in

immune cell infiltration and inflammatory response. Recently, it has been found to be closely associated with the
pathogenesis of several malignancies. CCL2 and its receptor CCR2 form the CCL2-CCR2 signaling axis, which plays a role
in pathological angiogenesis, cell growth, migratory movement, and immunosuppression of gliomas, thereby promoting the
proliferation, invasion, and recurrence if gliomas. In addition, the expression level of CCL2 is significantly associated with
the prognosis of glioma patients and can thus be used as a potential biomarker for determining the prognosis of glioma in the
future. This article reviews related studies in recent years and summarizes the research advances in the molecular
mechanisms of the involvement of CCL2 in glioma cell growth, invasion, angiogenesis, immunosuppression, and cell
recruitment, as well as the clinical significance of CCL2 in glioma.
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IS8 I 96 2 B N R LB e AL 4 R e e M e
A AR LE R R EA L Fa gl 25 HE
AR LE AL AR 7 A IO IR) > AT, S5 1 e o8
Ik PR 2 i 5% T 176 G 1) 2 2 B 2 A 03 - RSk ke 52 R
(0 AR IR (B R B A 22 4 AR BRI 4 8
Pep A P R AR INIE 5 H 0 O 4S5 AR A
PALHLUWHO)TE R, R TG T8 k228 Ay I 38 i ot
I8 (low—grade gliomas, LGG), ATV Z# A2 & )
Jist JFi 988 (high—grade gliomas, HGG) , EfIHE AR , K%
F R RERES . 25 50% 1Y I TR R B WHO IV 2%
Ji S5 B2 it 988 (Glioblastoma, GBM) , & f FLZ 28 Pk 1k
JE o i W RS B9 o GBML i J M 2 P f o 82 1) 48.6%
Fordr v B A E B (overall survival, OS) M 1S H , B A
7.2% V) BB E AR 2 WG A AE I ) ] DLGK B S 4R Ay
15 1R i 20T (isocitrate dehydrogenase, IDH) B A= 8 GBM
F R AR e BE AR 2R RIE M R BT, B A R
WL RG22 BBl R - R BRI FA S
VIR L & AR JG AT DA S 187 LR BRI TR .
TR GEIRT T FAE—E R E i 1K (H GBM
WS RS AN]SR ) o OGS R T RIAYT LIk 8 2
B GBM 2 it , AH 418 Y 1% 52 475 n] 9 BAE ) GBM 40 g ¥
Vi, 33 S AR 1 P 98 400 i T R A R R R S AR
ok, B BAR R & X GBM B3R YT 5 XA T — 5 1 Ab
Ft AH TR IRAS SEM PR 10 | BB PR IR 15 3 W R ik
o 1K IR 20 P B A A O T R L A AR 2
ZURN R K AP K e 24 1 1 i 25 HIL ) 25 DD A
MR PR I B R ) R A R R R DG 4T L

*1

AT MR ARIBETE , FHR BT, VIS R 9h 7L
S BETHO R FUR BT AL

IR T B A 7 e A M IR T A 7% B R
AE ST A VR A R — AN e K 9 3
S, AR N PR <1 A 2 D 2 R Ak A KR A TR] R, s
H441:CXC.CC.XC J CX3C KM (R 1) . REHAILA
TJE T CCHICXC AL, CCRAL N 3] 2 Ff 4 i 2 2 (1%
BARZ A R T A0 ) BT I . A A e i
IR 2 A, SR 1 VR 55 6 922 A0 D 1) 58 R RS 55 4R
Figdi o R PR T RE AT R B A P2 A E T
LKL AISIS Rl =3 <X f TS I N =R 800 =L f P R R
BT AL AL D EEAE 5 25 PR 007 L2 20 M PO 35 5 R
iE FE P PR T 7R 2 R e 58 3R I, A G e 40 i
TESRAE PR AR SR IFAE JEAE S N ) , A ARRAT . C-
X-C 3 5 #a 1k F F LA 8 (C—X-C motif chemokine ligand
8, CXCL8) .C-X-C & J7 i b I 7 BL i 10 (C-X-C motif
chemokine ligand 10, CXCL10) ,C—C J& 5 #41k A i {4 2
(C~C motif chemokine ligand 2, CCL2)%"' MAWF5E %
W BN 725 T 2R R 8 Y el 1 R
ibged B 2 JR O o o G A PR T A T R L
Jitg (eytotoxic T lymphocyte, CTL) i A B Jfd 2 27 31 3 88 th
PUIREAE T AR E AT P75 A 96 A DG W4 S (tumor—
associated macrophages, TAMs ) F1 & 41 i U5 14 417 i 40 i
(myeloid—derived suppressor cells, MDSCs ) %5 1] L1 il b
JeA G 2 AR 2 HE A iR AL 20, S0k e 1 AR R AR F e
PR

BULEFREREGEHELETF

AALE F
Rk AR
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Rk B AT S de @45 09 AR AL B R I 49 2 4R

CXCL1(CXCR2).CXCL2(CXCR2).CXCL3(CXCR2).CXCL4(CXCR3-B).CXCL4L1(CXCR3-B).CXCL5(CXCR2).CXCL6(CXCR1, CX-

CXC %k

CR2). CXCL7(CXCR1. CXCR2), CXCL8(CXCR1, CXCR2). CXCLY(CXCR3), CXCL10(CXCR3). CXCL11(CXCR3. CXCR7). CXCL12

(CXCR4.CXCR7).CXCL13(CXCR5.CXCR3).CXCL14,CXCL16(CXCR6).CXCL17

CCL1(CCR8). CCL2(CCR2). CCL3(CCR1. CCR5). CCL3LI(CCRI. CCR3. CCR5). CCL3L3(CCR5). CCL4(CCRS). CCL4LI(CCRS).
CCLA4L2(CCR5), CCL5(CCR1, CCR3, CCR5), CCL7(CCR1, CCR2,CCR3), CCL8(CCR1,CCR2,CCRS), CCLII(CCR3, CCR5),CCL13

(CCR2, CCR3),CCL14(CCR1,CCR3, CCR5). CCLI5(CCR1, CCR3),CCLI6(CCR1,CCR2,CCR5, CCR8,H4),CCL17(CCR4). CCL18

(PITPNM3). CCL19(CCR7). CCL20(CCR6). CCL21(CCR7). CCL22(CCR4). CCL23(CCR1, FPRL-1). CCL24(CCR3). CCL25(CCRY).
CCL26(CCR3, CX3CR1).CCL27(CCR10).CCL28(CCR10, CCR3)

XC R #% XCLI(XCR1).XCL2(XCR1)
CX3C ®£# CX3CLI(CX3CRI1)

CCL2 th FR hy B A% 40 M AL 24 W 51 76 -1 (monocyte
chemoattractant protein—1, MCP-1) , iz %] T 1989 4F J\ #p
) LR 0 A e 200 R e SR B R e Al
R R AR BTSRRI CC ATk T
55 H 2 ik cC ¥tk I+ 52 K 2 % (C-C chemokine

receptor type 2, CCR2) 454G . EAM TG 2R Al ] L)
F35 CCL2, 46 P K 4 Ma | B 2F 2 4 B | 1 fz A LI
JESE I 4T L P 200 R /N G I AT R A B A/
W% 24 L FEOAS 2 CCL2 ME— I AR 7 38 (H B IA S J& CCL2 1Y
TR, CCL2-CCR2 15 5 Rl 7542 2 st 5 98 v 340 1M,
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B AR AR A IR 3T RS AE B A G 0 i 45 D T
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5 R SRR =2 T A 5 &R L DA R R IR YT I B R
PAE 2T
1 CCL2 5BRABIEMFITNNXA(EL,KR2)
1.1 CCL25RKREBEEMNXR

WAk TR 1 8 98 A K FNR 28 v & 4% 35 T B A 1R
F o Zhang %78 2 B0, B R 43 WA ) CCL2 ANBELL B

PR AR 5% 1) T4 A
= o p
WEES T | pa  G
A TR &
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P o w5 0 i
G A AEI;K L) mbp\gb‘ﬂﬂm, CCR?
i) <Tide $ ®) \ ) >
\ STAT AKT ~ERK1/2
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EMT

A3 7 2GR AE AT, AT LI 235 CCR2 1 40 it (/N i ot
L) 7 A 55 4 WA o BRI % 3% RS U8 At LB, CCL2
()3 J3E 26 3R 5 18 o I AN AR 22 e T 4R T 2408
JOT IR 240 B 5 e 18 CCR2 /NI o 240 R L 5% 5 ), Jg o s 24
JfL & CCL2 3k B Rk T MG s R 28 0 . i — Ptk
PHUIE S 988 200 it 436 G CCL2 W UVEFH T3 18 CCR2 A/
SRR, 7 A 16 HA R B TR A0 i, SR B i HAZ 22 R %
PE, WL IE BAE A .

N
JHRTRE G R R A

B1 CCL2 A5 RR /G & gk ey H8 %1% 5 B 5%

Platten 553 13 1] K BN P 1 5 /25 2635 CCL2 1 i
TR A A, 2 B 6T B AR B, TS T CCL2 /R 3Rk 41
49 R B e ) AR I 3 K, b 2R B R T 2 A ()
AR LT 2T NI A A A A% T 4, T £ i
Fug o EVES R R CCL2 41 T B B i i g v m] 5%
B /N AR S I T 104% . X HE R, CCL2
A Sy J 968 T B 240 T ) A A8 A DR, LR A 0 o
Jed o1 B M

Lim Z2 8 5% th % B, CCL2 A 5 1Y Janus 34 B 1
(Janus kinase 1, JAK1) (3075 B8 42 15 b Jd #H ¢ 1] 78 o T
4 LER AR 48 2 R AL, DN INT B0 i iy 4
S FNNLB B 1 AW, 38 i R o e A G 1) 78 5T T 28 B 1Y)
Wi 1, T35 GBM AT [A]AH B 46 FH 1A S 00 4 4 3 o
T, AR GBM A A 9 25 [ S P e 2 34 5 e e 4
L 22 RE T o

HA WIS BN, 8o S GBM 41 i 4% R T B
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(nuclear factor kB, NF-«B){g 5l # 7] 5 5 cCL2 M,
Jei # LA S5 43 b 59 75 2 fik % GBM 41 il ) 3 B8 AR 22, )
A, GBM 21 A 431 11 CCL2 X A S R 5 v B+ S 4 i =
s IVE R AR BE T R I R AN TR
1.2 CCL25RREBEKMXR

S100 45 4% 4 % 11 B(S100 calcium binding protein B,
S100B) 1 2 S100 & 11 5 % i) — b, 2 5 98 15 40 i 7%
B, QAR s SR S A SR & B S100B 1T 1) i
P53 [ 1 1R Ak, 1) 555 % i geg 00 56 68 07, 2 i e 1 it
Je Bk b, S100B A BN A T L b #0E A 224y S
it F1 25 FH 34 7 B (protein kinase B, PKB) #7541 Jifd it 3%
AN AL, DTG 20 Bl 114 % A=

JBE JET9EE i S100B 2 B 2 A 1G5 TAMSs 123 , fie #F i ot
iR . S100B -S4 %F TAMSs 12 51 LA K b A K 2 18
1 F A3 IR S5 A I R AR S Y L I JIRE AT A AR S
S100B 43X F TAMs B4k 2= 5 | - B h S100B 552
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£2 KEET CCL2E5MEMFITHR LR
BR G F CCL2 & o . .
e B E I T AE R 84 2 L A 5 AE L2 H 3
A, B EZ Ty ik VE ) 04 m L SR A VE ) AL & ik
B g 4 5y sk CCL2 AR A T & ik CCR2 89 MR 4 e,
& % - SR I 2 L, 3 Am H AR %
tn fo Jk ¥ 5 A MCPL/ A ik CCR2 89 /MR 20 ’%%iim 64’Emfw’zfﬂ,ﬂjfﬁﬁmﬂ“ AR
CCL2 B A 25 0 K SUB R 16 s & 5L AR A1 & & & EAR A KRR FEI P, CCL2 & A A 69 KR, 5 6 5+ 2
B A N oy TET I B 3 8% 8 JAK L SRR A A K [27-29]
g LTSI LS E € £20 0 69 B, BT A
¢ TS W R e S R GBM o e 7 A
N LY YR AT 3
# 4 3% S100B #9 GL261 2 i Lo R .
. . . . GL261 fi Jft % 2m fe B 98 4w e 7F B CCL2, ARt T 3 JE & 3K 49 S100B AT A~
Ji 2m e £ K o miadE e A HE D F % . .
WRmBLK  RmER ML RAAS SFTAMs #2575, 5 3% TAMs i3 , 4% 2 R 8 & % 1351
AL JE AL A
2 e S KR E S s - .
Sl A FA B R 0 Ak 6 CCRO 4 6, B
”‘iﬁkﬁ;}fi%;‘ﬁ;”i;r\ AT R A R 20 L B A% ; 38 i3 ERK1/2 38 %34 7% 3% % B F ETS1, CCL2 7T AR
REREER L g, TR ETSU I A A B AR B T 89 KK 5 CCL2 A TAMs, B [39-44]
B Y sk B m e (TAMs) it — % 4 3k M 4R F & R B T, 40 : VEGF, PDGF
i 19 M 5 4m B 54K e TG, 445 5 o 2k
HA AR TR ’ T
15 4% Tregs 44 73 18 3§ Ao, 3R ALY 55 48 %o, 9% F0 61 20 5, A A)
ELISA M & Iz i % L i ik A TRk A K BB RS P 69 MDSCs T ik $1 & CD8'T 44
T, 97 Hp 4] A B F 40 il 137 X 20 I F. Tregs; MDSCs; TAMs 2 20 JL e SENBY I 240 4%, 55 06 P 8% CCR2 89/ R, iZ 2 54—5%
- AACE T 5 B AR S A A B, CDST £ FUMDSCs S 5 38 o L3R SR ™
UE T SO AENY RN 3 3% 5 AL TAMs 2 4L o B A IR AT 8 45 A 6 M2 2, 42ift
S A AR R
M S JE A A LA R B 928 4 L SR 4 BEAR AR B CCL2 SRR 3| /NI JR 4m e,
N CCL2 3 5%, & 40 4k A=/3, TMZ B3| 6 N IR 2m B i A 2 CCL2 09 A K 4 ik R 5] £ %
DEaNEANE] ‘ 5 . N A a0 % ; , 5 _
RABE s R By OB ARARALTY e s AN T, B T Wk B e g, (00770
i, #9331
EMT 48 % B F Slug #= Snail 5 #9 £ 34 72 CCL2 64 £ ik % 31
JAK-STAT. PI3K-AKT #7 )& it — 4 & 2] 474, Mol 25 GBM &9 EMT /= £ 47 ] 1F
LR - R R R E(WB) i % 5 #% B F kB(NF- A ;NF-«B i& 7T i it 98 ¥ GBM %m i 5~ CCL2 .VEGF % [75-78]

kB)

am oL B - PR 0k I AR BT o 69 18] AL R AR AL AR AE Y 9 64
AZ Fk A R et 2 AR B 3 5

PRAE 2 M b R B R 7 A T 2 3 T U8 4
"2 CCL2, Ji & il ad Hoxt TAMs B3R SE/E F Sc Bl . 7
N ERASE TR e (R 2 R B E T R R A it
—LAF5E ST00B 0 34 Jo 98 4 it 7™ A& CCL2 il DI AL
B — LB 58 R W], 15 45 56 5 K% S 00 2R 1 3 (signal
transducer and activator of transcription 3, STAT3) fY i 7%
MRS TR RS 15T
CCL2 ™= A=, {F i3k S 28 e PR Jpe 28 J2 38 4o STAT3 B 4 4E
FHIG B0 STAT3 R Bk — L e 48 Ff 6 CCL2 (9375 S0
FIBS L PRI, S100B XF CCL2 Y b Vi fe A 7T A 1 3t i
JiZ J5 96 240 BE v i) STAT3 3 fi% ok S 3 . SR 17 S100B il
CCL2 Rk Z u] (4 FLHE AR O H A 30 43 208 Y 174 1 Joit 9 24
LRSI B 1 AT — 8 2 (1 e SR A A B B6TIE 3
BREFHE—B5E . AR, MRS S
5 CCL2 551 B e 40 I 3% £k 19 15 5 3% S 42, CCL2 1%
B L 20 L i SRR A R b — R H R B AR
HEN R, S 5 A CCR2 R IKML B 1L

Ja kbR A NS S A . CCL2 AR Wi &
/IR P 00 v = A2 K 1 SRR WG (Janus kinase 2,
JAK2) /) & R s 2 AL L JAK2 Wi R 1k 2% ik HL G B[] 46 i
P, B & VR I i 365 m 6 1R Ak #F — 20 1 5 5 W) i
Western blotting 5% 8 4% I i 7, CCL2 755 /N AR P 5 I
20 g vh STAT3 H1 STATS B BER AL , {15 P & 15 236 1L
25 b, CCL2 i f3 F W 4 i P JAK-STAT AR , 5 I
I B9 STAT3 I STATS 2 5 {1 i/t 4 Jfd Ji 399 0 e , 240 2 1
AR A0 M8 T S A 2l A BT i R K
1.3 CCL2ERRAETREMNEERNKR

A8 A RS e i SR ) SC B i Fe 22—, th 2 BR Y
2, V5 RS RO B R 25 an i N B2 AR K BT (vascular
endothelial growth factor, VEGF) 5§ o i Ji 4 41 Jifd 7] Ji2 L
115 B0 Y R 28 R O 5 T A A . R R B CCL2-
CCR2 Al TV Sy i 48 A6 WA A 5T, B3 SR e b A B
I A

CCL2 W] B2 5 M4 N B 40 i B 3R3K 19 CCR2

=
élﬂév
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TEVBEA G 92 240 Jf 32 ) (0 175 00 B 42 Rl A A .
CCL2 HU Ak #4157 B S 410 i 57 26 OBOR ™. CCL2 i
T 3 3 8 A S PR R R 4 26 . Stamatovie 45
W5 7R CCL2 38 5 41 it A0 9 15 25 11 I (extracellular
regulated protein kinases, ERK) (4 FR ERK1/2) i % 4 15
Bt K P ETS1 B9 335 L ETS 598 B 4 1 (ETS proto—
oncogene 1, ETSI VIE CCL2 A S M A i & £ -
MM W #0E ETS1, CCL2 1T LAY HoA SC4 M
BAMHEFRRIE, N AEE B, W3, F PD98059 il il
ERK1/2 38 4 0T FEAIR ETS1BERR AL , 70 s in A= 1

J3—J5 i, CCL2 S i W 5| TAMSs, Ji5 # #F— 2543 i 3
fib A2 1 25 B H 2 A0 VEGF | I /MR A 2R A K B T
(platelet—derived growth factor, PDGF) | ¥ b 4= & K
(transforming growth factor beta, TGF-B) (¥ J7 =\ [0 #5175 5
MR Cho % 7E K B GBM LAY h 58 & 31
Jie g 24 R I 240 i =z ) A4 AR B AT S0 CCL2 19 43
W6, 0 o A A B, A CCL2 A0 BELIBT TAMSs (1948 5%
A LA A A R A o e B S A R L
FEL P UE S5 CCL2 W 9 5 A 55 96 40 AL 7 1M 8 70 o I
A WIE BN, CCR2 BE IR ER /I BLY TAMs £ ik VEGF
i /b , B A8 1% TR R SR N, R
CCL2 /£ GBM I 45 Az g v iy 2k
1.4 CCL25RKREBREMNHRXR

G J2E 0 ) 2 PR R A 1 — bR A, GBML 14 S S8 TR
55 FLAT B0 ) S AN R AIE , 51 7S B S 30 o) mT B Ak
FE Jie g r) 2 Jre L M2 B P e A DG I 4 A 3RS M T 4
(regulatory T cells, Tregs ) Fll MDSCs TEiZd B A% T ®H
B

CCL2 1F 9 T 4k U 40 i A V8] 55 700 , 76 PR S s ik B HG
TS T 20 60 4 £ S G 0 M B SRR 1Y Tregs'™
A SR B2 T I CD4 A1 CDS T 41, b /b T ik B 41
SN 5 3 AT A 3t 7 A= TL-10 F1 TGF—B B2 BELIBTAL I Tk
EEL 40 LSS 7, K %81 34 3 6 240 R AR T 0 3 Mo g e ) 2
SRR GBM L T3 B R B Tregs BT IAH) CCL2
IR T A X RE ALY Tregs™' o Vasco % ' fF 78 %
A, 5 e ok R ZE A G, DN GBMLFR 3 IR RE A rf 23 35 1
K 1Y Tregs 16K b 25 1 15 77 3 b A0 4% W 25 19 L % m
CCL2 M5 T BH 1L Tregs AT RS o Panek 251 fil 52 56 4%
AR T EIRESR . i HIN CCL2-CCR2 {5 515 &
A 3B Tregs ARG 0, 5 Ak IR 04 S 2 300 3 2000 , 3
T A AT R A R PR T

I3 — b S e A AL th MDSCs #E17 . MDSCs &2 I8
THER AN, ER BT T8 oA SR R AL AR
F G B RE A AR P i) MDSCs AR 415 32 2 R E
BRI A Ry =K B A MDSCs (early—stage MDSCs,
e—MDSCs) | £ JE # £ MDSCs(polymorphonuclear MDSCs,

Tregs

« 57 -

PMN-MDSCs) 1 B2 #% % MDSCs (monocytic MDSCs, M-
MDSCs)" . HRi#F 5 MDSCs 4 58 30 s 4 FH 2 h 34
FEZHLH A F 1 O3 P 4 (reactive oxygen species,
ROS) BH. 11 2 W5t 240 i AR 2 4R 4t i 534 5 @5 T 4 i 3
RE 1T BEA E 1915 T — E AL A B U (inducible nitric
oxide synthase, iNOS) ; @ & R i —1 (Arginase—1, Argl)
YD T AR AR, R A R A T, CCL2-CCR2
& 5 %l 76 % MDSCs 47 5% 2 M 8 5 2 5 (tumor
microenvironment, TME) (1) 3 72 i % $5 e #E/E ', 7E
52 I 96 440 I 118 A BRUASE 78 v O 2 1] i 8 T MIDSCs 12 118 18
T, 33K 6 240 6 AT 38 i — AL A P AR S T T
A N BRI BE R K GL261 GBM 41
SERINEBTA AT I A0 B D S BT R W, CCR2 (3R
B2 AR T MDSCs A, BF5E 4 B MDSCs 7 TME 5 4E
L M-MDSCs # o} & % , TME 1 JL-F 3% £ % i PMN-
MDSCs'**'. i 5 S A5 i g MDSCs A] BHL 141 J& CD8'T
2 L ) A MR 22 SR CCR2 5k /D BRUAY i g
CD8'T 4fi ff3/MDSCs L A5G, Fy g 3k B 1 e 40 i 9 41
JEV G 28 AL A5 005, SR T IR 1) S 400 o 0

CCL2 4 AT A i Je A DG 1 5k 248 it 1) LA £ o g e
fIE A M2 B4R M2 [ g 20 EL A 2 P A= K iR
eI A A W R S e AR A P, 5 Al S 2 400 1) 200
TR, vl /D> M2 W4T ] i S Bl s F A I LS
1.5 CCL25®ERHANXER

Wang 25 3 of /B 91 15 & 50 H1 & B #h & CIR
(complement component 1 subcomponent R, CIR) , CCL2
LM 98 IR BE IR - 32 1A B8 9% 5 0% 1 51 1A (tumor necrosis
factor receptor super family member 1A, TNFRSF1A) 7£
GBM i) 35 5 B iR AR AP R Z A F AR A G . 2
Jif S 56 v B GBM 4l i C1R . CCL2 il TNFRSF1A [
mRNA FRIK7KVAR R o SRR 4B s, S5 40 i
A i 96 0 IE 20 21 b /Y BE B A AE 25 5, CIR CCL2 i1
TNFRSF1A )£ 57K -5 GBM ) s iz A 56 . 1
KT 34 HEH 5 GBM Z [A] % £ PA K C1R , CCL2 I
TNFRSF1A 4] {2 # GBM F & A= FUR J& WA BT, A
T ARRMIE—DIRE

Lailler 4538 1 TCGA "' GBM F 8 1 5 41 2 il s i
HE R A B, ERK /2 B R AL 7K F i (4 i3 Hh TAMs 35
%% B . S SR G & BE, ERK /2 B R Ak 7K F 3 Y
GBM A DLy A= K ) CCL2/MCP1, i 24 ERK 1/2 38 % 52
FMENE , CCL2 BYFRIRFEAL, X R E AR iR
W GBM 40 fitd A9 ERK1/2 {5 5 A] LLd i 98 45 CCL2 ik
PRI 7~ 119 2 15 f 9 1 e 98 S 28 TP 05, 3 e R B 5 b
TAMs RS T

] CCL2 UARH 1k CCL2 5545 55 L /NEE ST 4 i/
5 W 200 Y ) e el 2, I S B0/ B S 98 A8 A A A S A
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K X R TAMs 14 555 i SR & A 30 18] ) € C1.2
AYWBIAR G . CCL2 J2 GBM 5 5 14 2 TV Je Joi 400 it 47 5%
F I 500 e T e A i %) W 2 i e
55 CCL2 R /K- AH G, $ 755 I e 97 400 it 7 A= 1% CCL2 7]
e T B WA R i TR 417 it — A R B
596 2 M 5 40 0 AER K P 1 CCL2 S W5 | /N e TR 4 i, )i
SR |G 0N T 40 B3 3 X CCTL2 O 43 s A £ T
Z /NI ST AN AR S B R v 7 AT A—Fp LT
TE SRS LA B G 5 17 AL ) 8 fg S5 0 2 e

1.6 CCL25LF-BIRRFELZENXR
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