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HEE B e &R a2 ¥ 2L E F MCP-1 F= MIP-1a %9 &35 TAM 33 H 354 Ll AR R &N, HiE KEP A $FH
T ZEREMN d A AR ERE 250 R R T RkAr A 36 6] &2 HAe & X F KInar K 10 6, KA RALH-F 4 377 ik tem
MCP-1 F= MIP-1a #9 % ik , %95 240 34T TAM 340, &R 2 EMIZE L8 F MCP-1 MIP-1a mRNA 4 ik fatd R & F 5340 2
TR E K (P<0.01); S o efe 4 B =2 69 Fad R BRI TR L2 & 3 , 2L MCP-1 mRNA L3k 2514 £ 7
(P<0.05); MCP-1 MIP-1a mRNA #9 %3k 2 2 F EAAX . A2 &R /B 428 MCP-1 mRNA £k fat R B Lif 4 52000 88 R 2 &
WO LEEAS B E AKX MIP-1a mRNA £ A AR R LT 5 520 R FMEL, ERBAELR T, TAM #4(24.89 0.84)%] 2
& T2 A E %2022(16.19% 0.66), H 2 2 M £ F(P<0.01), TAM X5 MCP-1 MIP-1amRNA # ik 3F 5163 E R F EARELT 55 A
0.580,0.567), MCP-1mRNA 5 MIP-1amRNA #4542 4] 2 2 3 E A8 (1= 0.638), £5if:MCP-1 MIP-1a #) %4 3 u % TAM it
B3 T A AR Fe ¥ i 2 R 09 K A A0 KUk, MCP-1 MIP-1a 7T 46423 TAM $fe & 40 i 45020 .
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Clinicopathological Significance of Expression of Chemokine MCP-1,
MIP-1a and TAM Count in Gallbladder Carcinoma
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ABSTRACT Objective: Expression of MCP-1, MIP-1a and TAM count in gallbladder carcinoma tissue were detected in this study,
and their clinical significance were analyzed. Methods: 36 cases of gallbladder carcinoma operation samples and 10 cases of chronic
cholecystitis operation samples were collected from Hunan province People's Hospital and Second Xiangya Hospital. In situ hybridization
method was used to detect the expression of MCP-1and MIP-1a, ABC immunohistochemical method was used for TAM count. Results:
In gallbladder carcinoma, the positive rate and score of MCP-1 and MIP-1aa mRNA expression was significantly higher than that of the
chronic cholecystitis(P<0.01); The positive rate and score of high differentiation gallbladder adenocarcinoma were lower than those of the
low differentiation gallbladder adenocarcinoma, while the MCP-ImRNA expressed significantly differently between different
differentiation groups (P<0.05); significant positive correlation was found betwween MCP-1 and MIP-1 o« mRNA expression. In
gallbladder adenocarcinoma tissue, the positive rate and score of MCP-1 mRNA expression were significantly related to the infringement
of common bile duct and the incidence of lymph node metastasis; the positive rate and score of MIP-1 o« mRNA expression were
significantly related to the invasion of the liver. In 36 cases of gallbladder carcinoma tissue, TAM count (24.89% 0.84) was significantly
higher than that of 10 cases of chronic cholecystitis group (16.19% 0.66) with significant difference (P<0.01). TAM count of MCP-1 and
MIP-1amRNA positive cases were significantly higher than those in negative cases (P<0.01). TAM and MCP-1, MIP-1 o« mRNA
expression score showed significant positive correlation(r=0.580, 0.567). Score of MCP-1mRNA and MIP-1ae mRNA has a close positive
correlation (r=0.638). Conclusion: The increased expression of MCP-1, MIP-1 o« and TAM count enhencement may regulate and
influence the occurrence and development of gallbladder carcinoma, MCP-1, MIP-1a may promote TAM to gallbladder carcinoma tissue
infiltration.
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JIF 4 9 2 FIEE R 8 UL Ak ek, B e e IR T RS
Bk, B)h%. %Ak E -1 (monocyte chemoat-
tractant proteins, MCP-1) F1 B4 4% 4] Jifd % t4: 5 19 -1 (monocyte in-
flammatory protein-1, MIP-1)¥ g 5 2 ({2 {0 K, Bl
WANEE ST B MCP-1 il MIP-1a 363K 7K 5 Z2 R W4 b
Jo KRR A A R R A MU AR VI OC R, T
I AH 2 B9 2 Y (tumor associated macrophage , TAM) 4y 211
Z3 IR A 1) AR A3 AR T, X R B A AR AR
FUIY s R A 1 225 P9, A58 N S b2 E A T
28 iR s 20 2k TAM 34k, R A A7 43 2% 28 5 vk
MCP-1 il MIP-1a mRNA [{355% , S 7E481F MCP-1 Hil MIP-1a
mRNA %35 K TAM JH40C5 BB M i & A R J AE#4T
FIAFAE K T (106 2R , 9 ARSI 0 i PR B TR 2 A BB AR I .

1 R 5k

1.1 fRBIER

W AR RS R 2 R e B e A8 N\ G I B 30 4 I 3
fides FARVIBR R A 36 441, Horh 55 10 6], £ 26 f4i], 4% 35~ 80
& (52 16)% ;¥ IRZERRE , G S04k 7 41, h 4k
13 5 %434k 16 491 5 Ifs PR A0 BEIE 52 AR H S 18 $1(50%),
RACHFRE 15 B(41.7%) , k257 16 11(44.4%) 73S
NRFER F AU RA 10 4], Hrh 55 4 4], 2z 6 ], 45 4% 35~ 67
% CFH44% 10)3 e SE 3 R e AR 48 R I8 | Rz #4970
SERURE A R . FIRFRAZ 10% AR R AR IE E S
WA S ES Y B VIR TR 4 pm,
12 EERXFIFNE

BT A CD68 FFTpEdiif, EFEbricFHi M 1gG,ABC
K77 &, DAB-HC . t4,3X5) £ ,MCP-1 Fl MIP-1ae mRNA J§ {37
B 1| =l O i b = e A o /N
1.3 RWHE
13.1 B FRTHEAR AR 2% B 2Kk, 30%
SEE 1 H 5AHEE 9 MR G, Z iR 20 min, ZE1HKYE
W —IR . 2R RNA B U BN 3% f i i i e i 8
B mL 3% PP ER I 2 TR T S B g, TR 59)37C I
Ak 15 min, JE{ 2235 PBS ¥ 3 ¥kx 5 min, 45 1/1000DEPC
W) 1%22 B2 /0.1MPBS(pH7.2-7.6)E 2 W 2= R % 10 min, 7%
7KK BRI 3 WK T 22 - 1B B ATERT , T2 3E & AN 20%
il 20 mL DURRHE R, Bk D) 7 nfin e 28 20 pwl,38-42 C
2-4 hrs, W R ZRMR, AR 2238 BTk U A INZ 28 20 wl,
IR 38 T 32 3R YRR IR 48 I 5 s e Y [, 38-42°C
AR o 4G URU 485 3% B, 37°C KIR A 2% SSC Yk
5 minx 2 ¥&,37°C /KM 0.5% SSC P& 5 minx 1 ¥k ;37C /K
T 0.2x SSC Peik 5 minx 1 YN :37°C 30 434,
RN, A A E b RPiih= S5 :37°C 60 min, J5
37 24354 FH PBS W% 5 minx 4 Y%, i/l SABC:37°C 30 min,
SR 238 % A PBS ¥k 5 minx 3 Ui A P 2 Ak i A AL G -
37°C 30 min, JE{7 2435 % A PBS ¥t 5 minx 4 X, DAB &4 . fif
JH DAB & 41577 & (AR1022)HL 1 mL Z£4 K, i A .B.D

A 13 RS EMEY R, EiR 5 A 20 min, ZZK K. 77K
RIREEE Y, 700 /K8 WS K , B, s M i Ao
IL-8 mRNA 235 FJIT43 « S b 0 S0 v (5 0k 25y BH P 4
Jiio TL-8SmRNA 23k B 143 71k, Wi 240 Mo s 2 38 4 (R
VO30 43, T05 1 45,5592 43, v 3 43, 5) 1 FH 46 37 43 (0
A, <5%; 1 48, 5-10%;2 43, 11-20% ;3 43, 21-50% ;4 43, > 50%
= ZHUCZIR G TEAE 4 0-2 35 R BRI/ HI(-), > 2
i R PR IR B () X B DR 2238 & BT 1k
PR XT B, DL ISSC AR 2= 28 WV hy B v PR
132 RBALLERFE TAM PET75NE P ABC
ST A i BRI A SRR B U0 A A5 e A , LA D 3R
W VIR RS =kt ¥ 30%id EALE 1 1y + S 9 17
TRAFIR 10 min DLICE NI 0P il , 28 18K 0% 3 IR
T INE G A 5-10 min, ZEIR7KYE 3 YKo TN IE 1L 3 1l i
P, % 1R 20 min, JE X 2R, AVE. i CD68 —4it,
37°C 60 min,4C K417, PBS(pH7.2-7.6)1% 2 minx 3 K. i
A Z Ak 1L 2EHT B 1gG, 37°C 20 min, PBS(pH7.2-7.6) %% 2 mi-
nx 3 ¥k, I ABCiR3,37°C 30 min,PBS ¥ ¥k 2 minx 3 ¥%,
DAB & 4, ffi [} DAB & {4387 &, Bt 1 mL Z248K , inidsn &
A B.CiIRFIL 1 B EHEV A, ERD A, 5T =i
SRR, Z8 1K BE o DR ARER B Gy 281K vk 15 B R
KSR, B 2R, e e 3t o CD68 FH M 45 It - BH A
WO S T E W2 M M2 M uAZ b . TAM 11402 ] Molin 2%
B e TR 5 ANILEF N TAM 14, >R Ht4 Rz il iy
T X 0.01MPBS R — /e N BAMEXT I, DL 2 oA
X B R LR V) VRS BRI B P2 i R R A E
Be A o
1.4 Git=aHm

ARGTRERH SPSS11.0 Bt A1 48, Hgeit a6 mg
HREAR t 156 X2 K556 ) Pearson AHICHHT ik, RBubrifE a<
0.05 NAGIE L,

2 #R

2.1 REFEBsYEF0 124 fE 38 % 20 44 th MCP-1 #1 MIP-1a mRNA

36 {5 IH %2 B g3 21 21, MCP-1 Al MIP-1ae mRNA 3 35 [H
PRI 2351 9 21 11(58.33%) 1 18 151](50.00%), VLIl 1; — & HY
PEOME M9 (1.94% 0.24) (1.89% 0.24), 10 fAilf8 LA LAY
R BRPE R 143 51RO 411(0%) A1 1 4l (10%) ; HoAF- 43 (E
53912 (0.7 0.26),(1.1% 0.35); JIHFE i 4H 2h MCP-1 FI
MIP-1oe mRNA FHPE A3 R 3401 34 W] 5 s T8 IR FE 4%
A5 E M2 7 (P<0.05), LR 412 MIP-1a mRNA [
PERB R LA TN REA, HERE%ES P>
0.05); EAME IR 4 41% MCP-ImRNA PR 225 28 L PE4 1
H A TR A R R 4L, Bt 250 BT 3 25 55 (P<0.05) . L3R
1.2,
2.2 MCP-1 1 MIP-1 o 5RE SR E IR ARFIBHHIAI X &R

21 {5l MCP-1mRNA FHP: 1] R JCALEAE 11 4], 4L AT
E 10 6], AR L 2555 14 4] 15 4] MCP-ImRNA B P55 5]
PRICAREAE 5 6] RICHTFIE 5 6], KAk A5 F 2 4], 38R



+ 3708 -

DREYES#HE www.shengwuyixue.com Progressin Modern Biomedicine Voll4 NO.19 JUL.2014

% 1 PEFEEFIISEREFEA R MCP-1 1 MIP-1o mRNA ik PR 2 R HiFHHI LB

Table I Comparison of the positive rate and score of MCP-1 and MIP-1 o mRNA expression between Gallbladder carcinoma and Chronic cholecystitis

N MCP-1mRNA MIP-1a mRNA
R i
M FEh (O, e i) A
Lesion N PRIEEL(%) 45 BREEL(%) 5
Positive rate Sore Positive rate Sore
REEE IR “
36 583 1.9+ 0.2* 50.0 1.9+ 0.2
Gall bladder adenocarcinoma
REEE &
10 0 0.7 0.3 10 1.1£ 04

Chronic cholecystitisas

E:SREER LS, *P<0.01, **P<0.05
Note: compared with Chronic cholecystitis, *P<0.01, **P<0.05

5% 2 BEFELA LA H MCP-1 f1 MIP-la mRNA Rz 5HUEEH X &
Table 2 Relationship of Expression of MCP-1 and MIP-1ae mRNA with differention degree in the gallbladder carcinoma

N MCP-1mRNA MIP-1ae mRNA
S ik
1| 3% (0, o 1| 3% (0, o
Differentiation N PR3 (%) ¥4 PR3 (%) ey
Positive rate Sore Positive rate Sore
[SE k!4
7 14.3 1.0+ 0.5 28.6 1.4+ 0.5
Well-differentiated
oL
13 62.5%* 1.9+ 0.4%* 38.5%* 1.6 0.4%*
Moderately differentiated
s t4
16 75. 0% 2.4% 0.3* 68.8%* 2.3+ 0.4%*
Poorly differentiated

it 5E A LRELL S *P<0.05,**P>0.05

Note: compared with high differentiation adenocarcinoma,*P<<0.05, **P> 0.05

1 R FRZFERNMABEEMISMHETR A HLA R MCP-1 50
MIP-1oe mRNA F3i£(200% )

Fig. 1 MCP-1 and MIP-1a mRNA expression in Gallbladder carcinoma
and Chronic cholecystitis tissues by In situ hybridization staining(200x )
A:MCP-1 mRNA 7E18 1B EE 2 AL IR IA MCP-1 mRNA
expression in Chronic cholecystitis tissues
B:MCP-1 mRNA 7EREZE & A 40 dh Y 3R 35 MCP-1 mRNA expression in
Gallbladder carcinoma tissues
C: MIP-1a mRNA 7EIE14RBEE S L AR A MIP-la mRNA
expression in Chronic cholecystitis tissues
D: MIP-1a. mRNA 7ERBZEELH LA iy Rix MIP-1ae mRNA expression

in Gallbladder carcinoma tissues

A #4127 MCP-1mRNA 2k PR 5 H 2 A bk L 25 A %
ZHY) (2 Wk EL 4555 FS = 10.080,P<0.01); 18 f§i| MIP-1o mRNA
PHESG 1 R AR AR 11 ), (R ACHFIE 11 4], & A= bk 0 25 0
% 9 f4il; 18 f5i] MIP-1ae mRNA B i 2 AL IR B 7 4], 1=
JURFRE 3 6, KAEMELERER 7 4], R IBFEEHLS MIP-1a
mRNA 35 MR 5 AU S R %Y (2 =ACHIE =7.
481,P<0.01), lL% 3,

MCP-1 Fil MIP-1a mRNA ¥4 ] Lb 4%, (A0S T
I % A bk B 45 55 #9%6 5) MCP-1mRNA (2.3% 0.3;2.1% 0.4;
2.7+ 0.3)}% MIP-la mRNA(2.2+ 0.3;2.5+ 0.4;2.1% 0.3)&F*%
RICTE R . AN K AR U 2 25 54 B8 99 4] 1) MCP-1mRNA
(1.6% 0.4;1.8% 0.3;1.4%+ 0.3) % MIP-lo mRNA(1.6% 0.3;1.5+
0.3;1.7¢ 0.3), H A AL A& 4 R L 45545211 IL-8mR-
NA PE4r27 8] &ALk EL 25565 1) MCP-1mRNA #4322 i) &% 12
JEHFAERY MIP-1a mRNA P43 2 [0 45 . % 22 F(P < 0.05), IL3%
4,
2.3 BEEEREAL S MCP-1 71 MIP-1a 5 TAM iH#IHIX R

Ga s A U227 vk i Kl CD68 ik ok it 4T TAM 1
B, AAZER TR 36 GIIHE AT TAM HHEUE R (24.9+
0.9),10 18 M AHFE 5 TAM HEUE N (16.2 0.7), £ IEZSHE
R, THEUIR M IEZS 23 Ai O 5 IR EE P (A 35> 0.10), 03 A
HE TAM THUE B = T8 PR IRZE R AL, St i
pEF2 R (P<0.01), #E—2 40T MCP-1 il MIP-1o 55 TAM i}
BIEER, 451 B8 MCP-1 Hl MIP-1oo mRNA 235 fH 5 1]
TAM THE 5 =5 T BV A 35 Pk 22 R:(P<0.01), L3R 4.4
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3 3 MCP-1 1 MIP-la mRNA Rix 5 EEEIGRFER X TR
Table 3 The relationship of MCP-1 and MIP-1 a mRNA expression with the clinical features of gallbladder carcinoma
BILRERE [ZICHTAE

5%k No. Violations ofthe common bile duct Invasion of the liver HESRS
Exp.(%) Exp.(%) Exp.(%)

MCP-1mRNA (+) 21 11(52.38)*** 10(47.62)*** 14(66.67)**
MCP-1mRNA (-) 15 5(33.33) 5(33.33) 2(13.33)

MIP-1amRNA (+) 18 11(61.11)*** 10(55.56)** 9(50.00)***
MIP-1amRNA (-) 18 7(38.89) 3(16.67) 7(38.89)

E: SRR E *P<0.05,**P<0.01,***P>0.05

Note: compared with the negative control group,*P<<0.05,**P<0.01,***P>0.05

Pearson {041, TAM 1145 MCP-1 #il MIP-1aa mRNA -/
[ FEAE 5B 2 1F AH 56(r=0.580, P<0.001;1=0.567, P<0.001),

% 4 REFEJEH MCP-1 #1 MIP-1amRNA RikPAMER S
TAM iHHIX &
Table 4 Relationship between MCP-1and MIP-1amRNA expression and

TAM coun in gallbladder carcinoma

FIAM IR Expression status  f51%1 No. TAM( X% S)
MCP-1mRNA(+) 21 27.7¢ 1.0%
MCP-1mRNA(-) 15 21.0% 0.9
MIP-1amRNA(+) 18 27.6% 1.1%
MIP-1amRNA(-) 18 222+ 1.1

i SRAEA L% P<0.01

Note: compared with the negative control group, P<0.01
3 PHig

IR 7 — 2R AR5 R A A AR 2 e
F1A) 200 6 PR, T o 0 R R A B S TR T A R
ML, i —HES A IRE EASCRIE R, "o h
CXC ik .C-C i .C ik .CX3C. [FNAMIFFE R L A
N FEAGBERAE RN [T, o X e Jifvg 1) 2B A e
R e IE 7 A

MCP-1 J& T #a 1L H + C-C 505 , iz i) MCP-1 J2& T 2 Y
W3 | B A 2 AT e ) R AR 5, AT ek A1 Ja] i SR 0
DAL B 2T T A AT - AL AR 2 e 4 7 A, %
R EWEAR N T bk EL0 A ME TR AR | A AR A (NKO AT it
I AL AT RSP E F o CEPRMIESE i, MCP-1 X B A
IR Z2 M T, AT 51 R I 5 L P e 8 5 K T e, 3k
R B 53, TRV AR i A 8 S BT 8 46 , S RE ke fol T A i 4
SR T 5 4R B PR 5, [ s A g e Ak S ad A v R 4% o
FAEH . AHPTELER R IBE IR 220 MCP-1 mRNA R3A 1
PR R PP A3 1 38 8 TR MENIB 4R 214, $ds MCP-1 5l
BRI 04 5 A RN JR A OC s [l e B, e 73 AR B4 MCP-1 mR-
NA (14 F 3K BH 5 8 HAT 43 B AR AR A fL s , BERT MCP-1
mRNA 5 £k HE AL M2, R NI,
MCP-1 ] fE i AH R e AP AR BE AU BRAS . L4, MCP-1 mRNA
FIRBHE R IR I 21 A5 R A MR RS PR AL B ik L 25 %
¥, 95 A A R L S B R AT AR B U O 2R, 415 AL #3000 FL 90 o 4
U Rk MCP-1 H 5y kAWM A58, A B T I8R5

T, ELARALHI T e AR M A AR A R AN e f
MMP B)FRESA . WFFE KPP e 41 41 % 1k MCP-1, H
MCP-1 3k = A4 e MCP-1 2835 095 1) 5 % LR %, %
Bl MCP-1 5ZLE R KB R A XK, FHGE"MCP-1 2%
B R A RN EE NS0T X 20T I BT
FEHIIESE MCP-1 J H: mRNA (%3 34 45 30 e g 10 380 005
BOLEERS B VIA S0 5T & IUFLIE MCP-1 133k 5 e
1RZ2IM A KR MMP (3354 5¢, A FLIRIE MCP-1 i i
HARZ2 145 5 HAR S MMP (353576 06, X SERF5E 48 4
HRFAHIIR AR

MIP-1o )& Filafb B+ C-C FJ, LR ANl dE rh
Y A AN 5L T 400 AR 2 A . BT 4 40 % e 4
J{LBE S 06 MIP-1or, S5 TIE S L AIAL N AT 5 R fh R T 2
JH L BAAZ 20 T b O 400 N 200 % 3 ot T 4 i, -3 58 HL )
B8, TEIPIR S E A Al e AN R A s . DRSE R,
MIP-1o 595 LRI 0 0 H 88 v 2R B0 %o g i A8 A A
B S | ST Mo R ) % R e R A LR SR A T O AR
PR} i IR 2% R 98 MIP-1a mRNA %55 J 4B 8 5 712
PEIRZE R, $27R MIP-1a 55 SRR 1) K AL LI R A 56 i o
B M9 21 20 MIP-1oe mRNA (138 3K P R K T3 B B A T
AT LI 2 B TE 35 25 5, 37K MIP-1a RSP R A %
S W R i A A 1 o RIS, MIP-1a mRNA 3K Y FHAE Y
JIE SRR LN S R IB MBS FIE J & AR R L 55568 IR SR
JOIFIERSC R WM Rk 2658 MIP-1a (Y IHEE iRm 41 21
Sof FERE R8T 235 MIP- Lo (4 JIF 2 H 9 20 4 % I 1
AR 55 o PRIt , 388 e I FIEL R s MUITP-1x Y38 1 L T Bp B 3R
T EEE Y F AR R LA .

AL R R % B MCP-1 mRNA MIP-1a mRNA 33 fH
PEIR VT4 2 [0 FEAE 5 D) IEAH DG, UL X PRk T 76 iR
PRI & 35 1 TP T BEAE AR AR B 3 [ R VR AU,
REAFZEAH B M RN [R] 8 VR Rl , BARLHIA R B IR A
s

AF 5 TR 12OV 2 e g 1 T 5 P9 A B0 R 5, R AN
B e AN VR, L8 A% / I AR Gt R W A I K
AR R R R AN, A T DA LT TSR . AR R
TAM R SRF A ZFAMAE F A KE T, HAEH TR
-5 SRS G e A o A ), o e 118 A 4 B ek g8 AR R 5 174 )
A EEE N, RN & R FlfE 2 AU 5 B g i
X%, [ A 1 A AR DG SCHR o ARAIF 5 25 51 S 78 I3 9 20 21
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T —E R Y TAM IR, B0 T8 1 IH 2 48 3 T 4K
i, $ER TAM 5 4% s i SR UIAR G . TR du A B, 3
[l 9 MCP-ImRNA MIP-1o mRNA #3kiT4r 5 TAM %>
[BIAE7E B B V) 1IE A% , 3 H. MCP-1mRNA MIP-1a mRNA [H
PEFIR R IR M 1 TAM THECU] o T B 3Rk 4 ma 141
154 0 IEL 9 3 i S P 1) TAM 3520 1985 41 41 MCP-1 MIP-1
mRNA KA PAAAER A, HEMX B R (b Eka A R 734
FIfE i TAM [a] HEE JRia2H SUT RS AR , TAM 5 3 W 25
SRR T, (R g A8 A 1, T B R i i i Y,
WFGCARi % 8 MCP-1 MIP-La XF S 8 HORH. 15 30 3R

HIBIFFE H & ILAE SR TR MCP-1 il MIP-1oc AT fi2 33 ik I 240 Jif

Iv JIe g 2H 2 37 R AR PR X I SRR AR 9 e

TR ) ATP 43 v 383 475 ATP ionotropic receptor P2X 31

T Mo R /N BB AE L/ L A MIP-1e il MCP-1

BRI, A7 HGRAESLIR PR MCP-1 463 15 W20 B4

TAATE 3 TE A DGR, X SERIF5E 3 B MCP-1 MIP-1a 525 Ffi o

P22 A W A0 0 ) 5 SR - 85 DI R  (EL AR 42 L

il AT e — 5
L5 LR AT N ZU B2 K7 X MCP-1 MIP-1o 36

TR TAM THECFE R B8 Tl A SRS SGHAT T W,

X JLIHE bR T NH 28 I WO B S0 £ it 1 Bk

451K W] MCP-1 MIP-1a (9323518 fi S TAM 38T =5 7l fiE

R R k) JIE 3% 958 19 & A2 PN R, MCP-1 MIP-1 1] REAE i

TAM [l B LHSUT R o (HOC TR IMIIAE, 48 2 i

[H I TREIRE R , A FrAifE o3 A 2= ik — 2P0 T .
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