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IL-6R Hi{A ST PMMA & 7K e/ 5 00 1 A
£ 4E 40 g MMPs #1111 & 1L B+ mRNA £ 38

M $E RE EHT KI KR FR BAALFE

HRESHES: R320.28  XkRIAE: A XERS: 1006-7108(2011)06-0477-07
HWE: BH HiT IL-6R S ikt PMMA &K A 5 0 3 B L 4F 4 40 o MMP-1 f1 MMP-3 ,VEGF Al
PDGF mRNA RAMET . Hik ML2BMAVERRFHREBBEAABLHAERER, BEHER
MR BT S NE, e AR (SABC ) REMBERFEARHFTLEE, BE
MARREFRY, LR H 3 A :PMMA 4 :75pg/mL PMMA & K2 B 42 ;IL-6R H K4 :10 ng/mL IL-
6R $ifk +75pg/mL PMMA Bk R BH; S A3 B4, R A 40 M i 5L 7 & -8 ( Cell Counting Kit-8,
CCK-8) # i IL-6R i {k .PMMA BB B4 & MM 516 /1 % W ; LB K 6 & B PCR (real time
fluorescence quantitative polymerase chain reaction, FQ-PCR) &l MMP-1 ,MMP-3 VEGF #l PDGF mRNA
Fik, R BERBEMEEES M NERE. E53 RERE 5% L LMY KRE RS %
AR, SABC By ML R Br : L L AF 4 B 40 M 5L CD68 HL KB £, $ vimentin {5 2
HEA, FAER M, CCK8 KRl /x5 PMMA Az X BAM I, IL-6R HEAREE (A)E
B EME(P<0.01);MEANMBAS PMMA ARIEAFE(A)BELLITEER(P>0.05), FQ-PCR
BEl&B. 5 PMMA A M2 55t BA M, IL-6R $ K4 7 MMP-1 #1 MMP-3 VEGF # PDGF mRNA
B9 35K 88 B2 B (P <0.01) ;PMMA 4 MMP-1 f1 MMP-3 \VEGF #1 PDGF ZA S Axt BAF
B(P<0.05), & IL-6R HithaE B & i &) 4 B8 AL 2% 40 g MMP-1 F1 MMP-3 VEGF | PDGF
mRNA B35, A EYH A BB BT RAEALEERD RES FAEYEOEBKE.
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Abstract; Objective To investigate the PMMA bone cement-mediated expression of MMP-1, MMP-3,
VEGF, and PDGF mRNA in synovial fibroblasts regulated by IL-6R antibody. Methods The synovial
tissue obtained from total hip arthroplasty was digested and subcultured. Phase-contract microscope was
employed to observe the synovial cells and immunocytochemistry ( SABC method ) staining was used to
identify synovial fibroblasts. The experiment was divided into 3 groups according to the different supplement
in cultures; PMMA group (75ug/ml PMMA bone cement particles) ; IL-6R antibody group (10 ng/ml IL-
6R antibody and 75 wg/ml PMMA bone cement particles) ; and the control group. Cell proliferation activity
regulated by IL-6R antibody or PMMA was measured by using a cell counting kit-8 (CCK-8). FQ-PCR was
used to detect the mRNA expressions of MMP-1, MMP-3, VEGF, and PDGF. Results The primary
synovial cells showed a short spindle shape after adhesion. After 3 consecutive passages, more than 95% of

the cells became fibroblast-like cells with a long spindle shape. SABC staining showed that the anti-CD68
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antibody was negative and anti-vimentin antibody was positive in fibroblast-like cells. CCK-8 test

demonstrated that the absorbance value (A) was significantly lower in IL-6R antibody group than that in

PMMA group and control group (P <0.01). The A value was not statistically different between the control
group and PMMA group (P >0.05). FQ-PCR measurement showed that mRNA expressions of MMP-1,
MMP-3, VEGF, and PDGF in IL-6R antibody group were significantly inhibited than those in PMMA group
and control group (P <0.01). The mRNA expressions of MMP-1, MMP-3, VEGF, and PDGF in PMMA
group were higher than those in control group (P <0.05). Conclusion IL-6R antibody could significantly
inhibit the mRNA expressions of MMP-1, MMP-3, VEGF, and PDGF in synovial fibroblasts. This may

provide theoretical basis of molecular biology for the prevention and treatment of aseptic loosening of the

prosthesis.
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RKEHENSIARIEELZ, ATRTEBERTEH
BRESIEEREMANERERER, EL2BETE
LBAREEEERHRFF, TERREBRBNS F
HARMZERBESBHAZE, REAFETE
HEKRE M ERBEHR 15% ~30% #5845 4 4
ERERENREBREEFEBRETHEEMR ST
BEMERTLEREZXE"Y, BW,MATLX
FEEHRINAKEFIBREAZLERY , m
il SR iA Al HEAL 3 R R R BB AR A
ZESKRERRELEEENNERRS,

B4 M E6 2K H K (anti-interleukin-6
receptor antibody) £ [ 4 ffi /+ % -6 4k (interleukin-
6 receptor, IL-6R) M R HIK, BT RHE S HE
#E4 % IL-6R ( membrane-bound IL-6R, mIL-6R) I
A% ¥ IL-6R ( soluble IL-6R, sIL-6R) fH i IL-6
(interleukin-6) {5 55 SR RMER ; M # & H
F-«kB K # 7% H F AL 4K (receptor activator of NF-
kB ligand, RANKL) & /)% ik ; Bat, HoEH IL-1,
Jib 98 YK 58 B T -o ( tumor necrosis factor-alpha, TNF-q)
SREMENERN . B, IL-6R HERHEE
B A RAE KRB ER

AHRE LR A RRERNERT &
( polymethylmethacrylate, PMMA) B 7K JE A ¥ & B
AAFREFER EIHUBENEEREREARH-
1 (matrix metalloproteinase-1, MMP-1) #1 MMP-3 | fil
BN B & K H F (vascular endothelial growth factor,
VEGF) F1 L 7 #1554 4 K B F ( platelet derived
growth factor, PDGF) mRNA M &k, BitHEH4EY
HRBB ST ALRXRTBEBAEBRMEE NS
bl 2

1 #BMAEE

L1 #e
L11 FEMNEEHEMERME (B Olympus
7)) FE B YL (7 E Eppendorf /4 &) (PCR #
&% (7 B Eppendorf A 7]) . BB MK R 4%
Dolphin-DOC( 3 [§ Wealtec 2+ & ) . ABI Prism 7000
Bk & & PCR {L (£ EH ABI A #) . Microplat
reader 680 % B EX 41 % £ W U (£ H Bio-Rad A7) .
Tecnai G2 F20 & 1% &F 55 8% (fir 2% Philips A H])
1.1.2 FE{H.DMEM % & (£E Gibeo 2
Al) M mE (£E Gibeo AF).0.25% BEL M
+0.02% EDTA (% E Gibeo 22 ) . B BA 28 0 ¥
(PBS) (X Gibeo 24 7)) . I 245 [ B8 ( 3 [ Sigma
27) VNEPLA CD68 (£ [F Thermo 24 7] ) /MR
A vimentin EH(RIUELEAR) ARG EA
B EIX A & (BHERHAE) PMMA B KR (%
B Howmedica Osteonics A 7] ) . B #ii A IL-6R #Hitk
(EHE Invitrogen A7) EHELCHAREEER
Wi & ( EBBZXAHA ) CCK-8(Cell Counting
Kit:3) AR B (EBEZXAHE), Trizol (£ H
Tnvitrogen A7) R HREAL (LHTLEAT)
% ¥ E & PCR (fluorescence quantitative PCR, FQ-
PCR) & # & (% H Invitrogen 2 7] ). 6 x DNA
loading buffer( it ¥ HF 7L /A F) ) .DNA Marker(Jt %
KBAHED
1.2 K
1.2.1 BHERAEERIBE . EFXS5LE . BEA
ARATARKRERINERERXTH S A LBXY
BEARBRE(HFEH 2B, 4834, FHER
55.8%), BEHMERE,

R BRI R R R OB B L WA
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HEHEAR, KA SO mL BELEFR, HEE PBS K
Ek3 K, BE60 mm BHEMD, BANHMH 1
mm’ K/, PRSI, A 1 mg/mL T B
FETF 37C,5% CO, EFEMAML4I L RE
0.25% BERE 1 4L 30 min, 200 B i M358 /5 &0,
A 10% 44 il ¥ DMEM 8 mL( 4 100U/mL & &
FHER) AABRIRITALARERE, S0 &
Yo e Jr 40 B BRI E N RRLTE A7, A 1 x 10°/mL 43
REFHN25 om® BHREMN, A 37C,5% CO, 5
FR2hEERIZEREVEEIEHRIRK,
FAMRICA 85% LA L% 1:3 Hfil 1 0.25% BREg %
MBI, BUE 3 ~7 X M s A f e S
FIERML . SRAIEI B A E B AU I8 IR A 4 4 e it
HRERAEAHRLL 2 x10°/mL B 2 mL £
MIRABAZER (ZRBEARLHE)H 6 LR+,
37C,5% CO, $EFAMIEF 48 h, B HHC K
FPBS E%k,EH4% £ RPBZEEE 15 min, R
S0 5 4 0 k%% & (SABC) & il CD68 , vimentin &
H,DAB B &, ¥R B H A,
1.2.2 PMMA B KR BR K H] & . PMMA & K R B
B2 75% BEBH 72 h 5 ,PBS %k 3 1K, 1500r/m
BL10min)FHE 1% FBS EFERMLRINFE
RE, EFEENEFTKRELER EREEE
0.3~Lium, SNAELALHEBNERPFRLER
(FRNAH0.53 £0. 3um) iE"
1.2.3 LR 444> 3 4. PMMA 4; 75pg/mL
PMMA ;IL-6R Hi#k4:10 ng/mL IL-6R Hi{&k +75pg/
mL PMMA; 5 55 #8 4 ,
1.2.4 FRASHAZGNBERFEHRYEEE N
Rk CCK8 A AERM, FEMTF:0.25%
B T T AL U B 1 VR LT 4 4 D, B AR 0 R B
FEBZE 1 x10°/mL, LAE A, 100pL & F 96 7l
BEBLEEIANEN; EREER ML E, BH
10% FBS 5 £ M AT 24 h, FEBEFE ]
AP E1FHRAFTIL(EER, UmEEF
), B2 AT AdBIL(FAEFOARSRM
PMMA R 4T IL-6R Hiik) B3 FI AL B (B E
WA ER 4 HMA PMMA  #i IL6R $i k), F
37C,5% CO, EFAMAEFE T2 T2 h G, ER
PIBIA 10pL & CCK-8 ¥ #,3 h /5, B F R
450nm FR WM EBILEEE (A)E(U A ERRH
MIIEFEIE F1) DR G5 R % AL A {H % BAL Y
WA -FABAHTE AME; LR A BEHLEIET

WAME-BEAFUAE, UEHBEE4R S
RBOEHIE,
1.2.5 B RNABEBREEM. . &% 1 x10°/7, . 8H. 2
mLEFTF6AR 24 hEHFEIERE KRERS
% A BSR4 %A PMMA #1 IL-6R ik, 35 5% 72
h J5, Trizol Bo R B4 RNA (SR R4R{E B ) , A
30uLDEPC /KRB A & RNA, B F -80C{RFF
#H. BHLRYER I K,
1.2.6 FQ-PCR # # MMP-1, MMP-3, VEGF #I
PDGF mRNA 33X : 5|44 B {# F Primer Premier 5. 0
B, F5INEL 5l EBETAREGH.
1 BHNEEFFIRY ETY B XRE BHRK

B SF FHRR BARE BR

2% 5 (bp) (T)y %%

MMP-1 I ;GACAAGACCCCACACCACAGACT 3 57 )
1 ; AGTCCCAAAGTCGTAGACCAAAGG

MMP-3 i :CTTGCAAAGCACCCTAGEGC 174 8 4@
B # :ATAGTCGGAGAGGAAGTATGTCGG

PDGF  IF 1 :TGGTCCTGCCAGTAAATGCTCTAAG 138 58 4@
[ B : CCTCCCGACCGTGAACTGTG

VEGF  E:TGCCCACTGAGGAGTCCAACAT 150 56 ']
K 1 : GCCCACAGGGATTTTCTTGTCTIG

B-actin i 1 :CACCCACACTGTGCCCATCTAC 158 58 @

& . TGCTCACGCACGATTTCCCG

cDNA AR ZRANE, SRMERN
20uL:RNA i 1uL,1uL OligodT(50uM ), 1pL 10
mM dNTP, il RNase Free dH,0 & 14pL,65Chn#k 5
min J5, BFK L%, EEHORE  MAUTHL:
4uL5 x B — S E4 2 W, 1uL M-MuL Reverse
Transcriptase, 1uL. RNase Inhibitor, 30C $# & 10
min,42°C 1 # 45 min,95C 5 min, B F -20C 1R HF
#H.

FQ-PCR 4 /& o k& 25puL: cDNA M 1pL,2
x Platinum SYBR Green qPCR superMix-UDG
12.5uL, F #3147 0. SuL, F #3145 0. SuL, ROX £
ER®O0.5uL MKHEKE 25uL, HBEEHER
BABEZRFEZSETRY E HBHHE 40, RER
R & FI BT FQ-PCR ¥ 3 ™= ¥ ¥y ¢ B 1, LA B-actin
AAS,
L2.7 SGEit¥abs. LB E R KA SPSS 13.0 it
HATGITEN TR R 2 25 Bon, AR HE
PSR R F7 % 43 #7 (one way ANOVA) , Bi 41 6] L
KR g REHE PHE<0.05 HZERARITERE X,

2 &R

2.1 BERAERELSERBERRASGR
BEMEZEMEMNERERATRSFRER
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B FACH BN B N S8 R, 10k s R, ] A
DREAFEEREHE, B MEEREERE(E L),
I 20 UK 2 55 3 1l o 0 A W R AL AR i A,
23 WHELEENRIG,95% UL @A KBRS %
B, RES3 R, MRy RBE, %1
BRI , BELIE 0, M A 5 R O 400 B TR R il o AL
FERIHES (P 2) o R A S 40 il 1k 27 3% (SABC) 18
W4T CD68 Hifk ,vimentin Filk, 458 Bx 5 CD68
Uik BAYE, 1 vimentin HLIKFI¥E . iE S5 8569 40 4G
AMBRAEMME(EI) .

B BB BRI 4 K
BT 755 T ( x100)

B2 16403 YU i 3R 47 46 440 BRI 25 2 L 9 ( % 200)

B3 Hi vimentin ARG SR ARKRFRE,
BRBAE R OLIR e,y TE R ( x200)

2.2 CCK-8 i{42 10 M A [5] 7+ 41 X RA SR R 47 4
0 i 3% LT N R

15 PMMA 4175 [ %) B 414 He, IL-6R ik 41
WROGHEE(A) (B B FEAC(P <0.01) ;i %5 4 % BB 4
5 PMMA [ M OLE (A XK it ¥ 27 (P>
0.05)(%2).

2 IL-6R Hifk PMMA Xt 5% A 4T 4 40 B

WA (OD) BT 2 25,0 =12)

R
FHMEA 12 0.990 0. 054
PMMA #] 12 1.088 20,013
TIL6R $i k4] 12 0.635 20.018 "

iF:45 PMMA #HIH, " P <0.05, P <0.01

2.3 HRNASREREHKE

FEOMT YIS (U 5 45 4L 4R 09 45 RNA ¥ B
MAEHEE, I 1.0% Biis Wi RE e ki, &5 R B
IREALOD {H¥ITE 1.8 ~2.0 Z (W], 5k 35 1
B, 299 5 RNA E81E4F .
2.4 FIAI 270400 H AR DY KK BB 1k

FQ-PCR FLR 5¢ W5 , 2 B A1 30 4 i E A9 26
MEHEHNEAT MR RIS WEL ., 255
LWE, GPIREY Y, EV B AR
D FEREN. MM Gl RE2 N %R(BM
K mRNA %3k it =2 %, ACt = AE - AC, AE =
Ctyp =Cty o AC = Clyygy = Crg, ) 51T H B
JEP MMP-1 MMP-3 VEGF 5 PDGF 7 A4 4 %&
T mRNA Rkt HFLHETE(EY). 5
PMMA #1%5 (34 B 44 Hi e, IL-6R HiT k40 MMP-1
#1 MMP-3 \VEGF #1 PDGF mRNA f9 B ixH B 28
M# (P <0.01) ;PMMA 40 MMP-1 1 MMP-3 \VEGF
M PDGF £3X 8% (X B4 7Hd5 (P <0.05) ,

3 i

AT Bk B4 AR A R 77 3 26 ™ T % 15 e 0
IS R R R 3k B i P 4R 5E K 26 RIE K
WRGHE TE RO (8 B T e 9 (6] 8
L BEEBRAR 10 ~15 44 10% 098 F Ll
BRBLIA TR B i i B Bl 0 e LA R g, K 4
BEBEZBAEMER ", HFg" VR, W
PE Bh I T B 45 AR SRR 00 R, 40 4 51 R
ATXTBERE BB 75% . BHETFARRES
RNk R, T BB mAMNSFRE., B
I, T 36k 46 JE R 4 1B U # 3 B JUAE R ) — SR 4
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B MMmP-1
W MMP-3
0O VEGF
0O PDGF
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AR

*PMMAS

s fUIL-6RBLHRHL

B4 FES G EES T FQ-PCR #4349 MMP-1 MMP-3 VEGF %5 PDGF mRNA # ik (7 5,0 =9)
#.:5 PMMA @M, " P<0.05,"P<0.01

A—HREBER™ KRR TR OES,

KB E ARSI UE S, R R A
BRESIEXEHERIMEERH, £BXTHESR
AREXEHERSF D, TAAEEHBES A
SREZARBESFHARZN, RATFETEN
OERE R RAABAS FEHE AR
1 7 Y AR B B, T X 9 B 40 L 7 B U BURLST B
MEBmIRTREEAEN. Bk, EREXE
HEEmE RS, SHBRAR 15% ~30% ) BT 4
ARSI REENMITEXE " . RIER
L 75 it 257 49 0 7E 40 B B F L 1L B T RIS BE
ML Fh & ¥EE F &L, I L6, TNF-a . MMPs,
VEGF ,PDGF ,RANKL IL-1B 4, i £F & 41 fid Bt K &
WHRHERATFEREKEABRSTSKETEREOR #®E
90 343 4k R | 5 0 40 S ok B R R A
mEABRAEASEFEEAFEEREER,FREX
Y S o2/ R

IL6 R—FMEMAZHZREAREF.Z25
VY G 5 BRI L B v e T LA B i il D
G, KEBFRD L, B R A 4 R
9 IL6 5 3 3% 4k IL6R %45 & J5 W 7§ JAK/STAT
( Janus kinase/signal transducer and activator of
transcription) 5 Ras-{ 4+ 2 IR i& 16 & H # 58 (ras
mitogen-activated protein kinase, Ras-MAPK) {55 il
B, %0 TNF-o \IL-1 %) %35, 38 £ M TNF-a IL-
| EA9BE & ARZELE AT TAME NF-«B {7
B, BB A A, 27 {2 # TNF-o IL-1 B 5
A% TIL-6 MMPs VEGF IL-8 34 4 §§-2 (COX-2) .
i 40 BORG B 4 F-1 (VCAM-1) % — RBP4 R ¥E A
FayFx" ™ Hik, RIEAM IL-6R %R DK
IL6R Hilk#HFTER,

MMPs Z— X EHMWHKEANYN. EXHLR
TF.MMPs T EDRERS SHALA RS, EFHHRER
BHEAAAAYRERN(DERHEEFREE
BHFEESMES) . E¥BBEASRARE RS
1) MMPs,, ] 7E {82 4 B 451 0B o W) T, o LA &F
o OB A T AR B AR MMPs (O Gk, SRERER
MMPs St IS BERARANERIEMN, SB8F
5RBEBRMER . GIERSRBEXS MY E
B EmSEEREEER CHEEBRERDAR
#H%E, MMP-1 1 MMP-3 J2 MMPs F ik i) St B
3, Xt B KB % 40 I S 2 B K 4 R AR s HL R
FIEEM? Ishigoro SPUVRBMA L XY HBEH
R4 A6 RNA, 43 548 MMP-1.2.3 9 mRNA %
AR, E R L MMP-1 3 & /KR A E M B A
ShE A h LR RS, Koreny %mlg‘fﬁﬁﬂ,
HERABRBNORKT, AT ERRES B KR
f9 MMP-1 5 MMP-3,

{5 J B Ak gk R ) TR 8 | B 4R B L
S 7= A 9 B0 ¢ 3 106 2 T 30 3 o A, 4 4 4 LM
1 VEGF .PDGF % 4k #% # ik, Tunyogi-Csapo %'’
BFoIES:, Rl R ERARSINERERBRAAR
AEGEHBHNTAFHANRBHEEK, K
ST % 40 0 B I 5 o) ) R 47 4 4 ML I8 4 i< RF VEGF
fIPDGF AR AN MELEERENBPIEFE
/M, —J#, VEGF il PDGF 4 51 5 H 2 k4
A VGESES SRS A a4
&5 Q% 3 3% bn i 4% 8 & ¥, 55, VEGF A
PDGF #{b I #uS A 40 K IR, B fE I 33 &
ENFERR L NE AR RN, EANTFR AN,
VEGF 7€ % & il & £ R A Wk /EA, W PDGF £ ¥
RIER M B Th B k. M4, VEGF & B B &/
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HHIATAMAE L RANK (£K, A TR B AR
SRR

RATGBREHN, 5= A BAM L, PMMA 4
MMP-1 MMP-3 .VEGF 5 PDGF %£i%x F 8, X7 &
EAE PMMA Bk I8 BURLRICT , 8RB BUAT 4 40 i 7=
A IL-6 TNF-o IL-18 EBR MR 7, 0 @t 5
HEHME L 82K E R M MMP-1, MMP-3,
VEGF #1 PDGF &5 FHZE R,

MMPs 43 41 i S0 3 57 BT 7= 4 19 2 K5 /N F
ALYk o B Ak B A B A Y R A R T I B R A
JG ,HE R H £ B MMPs, B OB HEIESR ™, B, o
{ATBELIT MMPs VEGF #1 PDGF ¥ A F B & 5% &
B A BN E DA R Bk R B ol A R R, R
WX MR R

IL-6R #ifk 2 IL-6R BU4ERMEDLAR B iR A4
4 IL-6R T 7 HE PHL 06T TL-6 I AR B AR A0 154
IL-1 . TNF-o R EZ M AW EEA, BERKARER
BT A0 R s A oy Ak B E RSP, Shinriki
0 B R B, NIRYERD IL-6R B0k BE B 240 5 4%
SR VEGF mRNA )% ik, Nakahara %' %
B ,IL-6R HifkAEMH RA B3 M i& + F & & VEGF [&
EEE®AKF &S, IL-6 5 IL-1B HREFE 3 M K
W £F 4 40 e 43 5 VEGF, T [ ¥ B A £F 4 40 A 3% 3%
HFMA IL-6R ik f5, VEGF By £k Z SIM &, [
i IL-6 IL-1B F1 TNF-o 89 & At 9 B % K. #E T
XA BB R IL-6R Hi k& 200 i 6 4F 4 40 7= A&
VEGF fy#L#l . BFHMA HEREW, e FMI
3K VEGF % X B9 % 4k R 5§ & BALB/c /MR 1Y
TNF-a,IL-18 1 RANKL %X,

RINMMLRERERH, 55 AT HA A PMMA
448t , IL-6R #i 4k 41 MMP-1 1 MMP-3 VEGF #
PDGF mRNA { £k B ERMK (P <0.01), B
S 18] 4 BB AT L, IL-6R 5L K 7] LA A A0 # MMP-1
1 MMP-3 VEGF #1 PDGF %3k, B, i & IL-6R
Bk vl LABH BT MMPs & AR KR (B 59K B 2R
HIBEIR LA & VEGF F1 PDGF %% & (4 {8 % ] B 7 4 fn
BEHRR, HBELEER S TRES S TR
FIRITERA

B, % IL6R iAW REFEEFELXRE
X4 & ( rheumatoid arthritis, RA) f I8 57 I B o
Genovese Z ™! #4719 T # TOWARD i KXk &
BL,IL-6R Hi ik &4 — R B 7 1 R iB 25 45 AT
DERAETH BRIRNER T REBL AR X
WE2ERGIERMEM ., Smolen £ 3frh HE

Ttk RA BHEERAR N B0 IL-6R KB FH
B RAMZERF NERDNEBMATIRR
B ,IAK IL-6R Sk REMH EREESM RA KA
B4 .

ATESEEHER N R LB ES MK
ZEEW, MTFRECEREXEHEMHER
U EHITEEFRE XA X E R AR
KEETHE M B E, T m & A A
Y BRI ED T RBTRRRERBA N ME,
IL-6R B4k A5 — 7 37 A4 4 Yy MU 7E RA W87 5 1
EZBAEEMT R, Bit, RIMHEEARR IL-
6RHAEAT XY RREENS R ESBFHBE
YL, R R M IL-6R #4447 18 44 T 3 1
HMG BB SRT REBREEERFR RAEE
B FE X,

[ 8 % x & ]
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