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Wi B = 2 N e ER R /D BUE /N EK 2R E 4T i
Ets-1/MCP-1 {5 538 1952 1)
o F HME EHA BRREE WEH® W g FH ET w R

WE BB RSB THREELSSH0F*H R DR A MR (MCs) 8% E26 4 Z A T 1
(Ets-1) 4zt o4& G-1(MCP-1) VAR (CollV) 4 4:&a (FN) Rk e #m, ik 23 ¥BE=
B G B FABHKAT SPF D RATH R R &S ik By fik RIGHRINERD R MCs, &3t 4% Ets-1-siR-
NA SH#4 /08 MCs, %344 6 4. E7 B4 S S 4+ B = 75 40 Ets-1-siRNA 48 Ets-1-siR-
NA+¥E R E240 Z34, $hap T 72 h )&, R A =8k &% A2 2 PCR #= Western Blot x4 &40 MCs ¥ Ets-
1.MCP-1_FN % CollV mRNA 7R-FF=%& & % ik ; CCK-8 ix#m| 24 48.72.96.120 h &-uF/a] % MCs 3§ 7845 L,
HR 5 EEITRBANE SEARSMEHES £ aiF 4 MCs 3 2 %15 (P<0.01), B 72 h i23)%4{4 96 h
Yotk FH4 TAEE (P<0.01) , BBt 34340 % % 4540 Ets-1 MCP-1.FN & CollV mRNA K-F/%& & Rk B %
FE(P<0.01) ;5 SEm e S 4E+48 5 = o520 Ets-1-siRNA 28 4= Ets-1-siRNA+#% 5§ & 21 MCs 34 74 |
Ets-1.MCP-1.FN % CollV mRNA /K-FFe%& & & i 35 2 % T % ( P<0.01) ; Ets-1-siRNA £1f= Ets-1-siRNA+
MR EA LRI EF AL FENL(P>0.05), £i® 5= 2 skdph S48 09 MCs 378 40 e K R
(CollV.FN) %k, L AUH) 7T 48 55 k] Ets-1/MCP-1 X242 5830 E 4L,
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Effect of Tangshenbao Compound on the Ets-1/MCP-1 Signaling Pathway in Mouse Mesangial Cells
Cultured with High Glucose CHEN Yu', HUANG Liu-hui', LI Yan-xi', CHEN Shuang-qin®, HE Xi-
nan®,HU Wei? ,HUANG Lu?,and XIANG Shao-wei’ 1 Graduate School, Guangxi University of Tradi-
tional Chinese Medicine, Nanning (530000) ; 2 Department of Nephropathy, Ruikang Hospital Affiliated to
Guangxi University of Traditional Chinese Medicine, Nanning ( 530000)

ABSTRACT Objective To observe the effect of Tangshenbao Compound medicated serum on the pro-
liferation of mouse mesangial cells (MCs) and the expression of Ets-1,monocyte chemoattractant protein-1
(MCP-1) ,type IV collagen (CollV) in high glucose environment and fibronectin (FN) expression. Methods
Tangshenbao Compound and distilled water were gavaged to SPF mice respectively to prepare drug- contai-
ning serum and normal serum. In vitro culture of rat MCs,the complete cDNA sequence of rat Ets-1 was
found in genebank to design and synthesize Est-1-siRNA. And the rat mesangial cells were transfected. The
mouse MCs were randomly divided into normal group ,high glucose group, high glucose+Tangshenbao ser-
um group,Ets-1-siRNA+Tangshenbao group and irbesartan group. After 72 h of drug intervention, MCP-1,
FN, Ets-1, ColVmRNA level and protein expression were detected by real-time fluorescent quantitative PCR
and Western Blot. The proliferation and differentiation of MCs at 24, 48, 72, 96 and 120 h were detected by
CCK-8 assay. Results Compared with normal group,the proliferation of MCs in the high glucose and high
glucose +Tangshenbao serum group increased (P<0.01), and peak at 72 h, 96 h proliferation rate tends to
be stable. Meanwhile ,the mMRNA and protein expressions of Ets-1, FN and Col IV, MCP-1 in the high glucose
group and irbesartan group increased ( P<0.01). Compared with the high glucose group, the proliferation of
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MCs, the expression of Ets-1, FN and Col IV, MCP-1 mRNA and protein in high glucose + Tangshenbao
group, Ets-1-siRNA group and Ets-1-siRNA + Tangshenbao group decreased ( P<0.01). There were no signif-
icant differences in MCs proliferation, MCP-1, CollV and FN expression between the Ets-1-siRNA group and
the Ets-1-siRNA +Tangshenbao group (P>0.05). Conclusions Tangshenbao Compound can inhibit MCs

proliferation and cell matrix (CollV, FN) secretion in high glucose environment, the mechanism may be in-

hibition of the activation of Ets-1/MCP-1 inflammatory signaling pathway.
KEYWORDS diabetic nephropathy; Tangshenbao Compound; mesangial cell; monocyte chemoat-

tractant protein-1; E26 transformation specific-1

E26 #; 5t K -F-1( E26 transformation-specific,
Ets-1) , HA Z R AW == Dy he, fig 18 12 X #0559 9
¥, 2 5AMeY R T ok K5 S AR TR I AE A AN
S AR R TP AR EE L X IR R R 4R Nk oS
BelE B E N RE N 5 B R R (dia-
betic nephropathy , DN) %) % 11 & Ji& 5 R % 4], Bk
4 e ¥4 1k 5 -1 (monocyte chemoattractant pro-
tein-1,MCP-1) j& DN % E & b 4% 0 R+ 2 —, BE
LT I A AR A A BT A A SR, TP
SR A5 5 R Ak SR 5T s MCP-1 J2
Ets-1 FUgpfEAY | WHEREFmEE IS =L,
FRAI R K R B, TR IR L 2 8% 32 % T DN /936
7. ZEAHIIG PROVLEE B S e v U0 55 = i 5 g el
S ARE R, 0 B /N ER &R R4 L ( mesangial cells,
MCs ) 958 , Bk MCP-1 . H 41 i/ 22 -6 (interleukin-6,
IL-6) . 9% ¥R %€ Al F--a (tumor necrosis factor-a,
TNF-) S RAEFF/KF S BiEF 528 7%t DN 1935
JTERE S Ets-1 KRR A OCWE? PR I 7E 1T
W FERE I 25 A siRNA THLE AR M E M =
XL 7 MCs #8958 M Ets-1/MCP-1 {55 18 % 1 5%
e, AR B 6 52 7B DN B9 U0 3Bl

B 7%

1 itk 5sh9 /R MCs Bk SV40-MES-13
Wa T 1 it v R B 200 B  fd B if 1 SPF 2% C57BL/6
/N6 H IR (18+2) g, 4R ik 8 Jil, I T I B AL
[ K2 P14 AT IE . SCXK () 2014 - 0002, ff 17 7]
iE: SYXK(H:)2014-0003 ], 25 ™ k% AT A= ¥ &
il B B R

2 Y WEEEETHEK309.JI1E 109,
£ 10 g B 10 g Kk H 15 g ik, FIrdefEmzE
17K 1 000 mL #1500 mL, &k 2 1.5 h, &322y
W, A =5 4252.0glmL, B EXKE, &T
4 CIRFEEAERE,

3 HIANES  Ets=1Hifk(3EE Thermo, it .

MA5-15609) , MCP-1 ¥4 ( 2% [E Thermo, it 5 . MA5-
17040) ,IV %I )5 5 141 ( collagen IV, Col IV) Hi A ( 3
Abcam {5 .ab6586) , FN Hii4 ( 35 [E Thermo, it
5:MA5-11981) . Ji/NR I9G (Fe Fr 5 dE) — 1 it 45
ek (32 E Sigma, #it%5 . A2554-1 mL) , L £ 4
% IgG Pifk (£ [E CST, 5 .7074S) , RIPA 2L
(BN = RAYRHA AR S . P0013B) . W iE
Rt (MZX-28 + 470 M K BRAXER ), 255 6 Yk 7K V8 46
(HH-WA420 VL7534 14 {4 ) , 2¢Ot € 7 PCR X (7500
ABI) ,Thermo [i#{% (Multiskan Fc 3 ) .

4 BEEEEHMWGESE @R SPF 90
16 L IEN 1, HeREALEC T 320550 R 1 X IR A
MBEE 4, B4 8 K, 1EH x4 7 LA z£ 1 K
0.3 mLEE ;S EHTUMEEAN (A&
5)11.375 g/(kg - d), ZZIH/KFBEE 0.3 mL
WS RREEE 2 h 5 R HE R KR 550 )
1ML7% ,56 C/K¥ 30 min KiE#MA 0. 22 um TCHIERS
T UEBR B, 2 B R E B T B S S AR

5 /NEUE/NER RN A KT I Koy el RS
FET 10% /NAF T Ry 35 JE b, {5 97 4% 37 °C 5%
CO, . LA 6 41 . 1EH X R4 (1E% I ) b
(30 mmol/L M +1EF LI ) | b+ B 5 a0 v 4
(30 mmol/L 7% + B & = 17 ) (Ets-1-siRNA 41
(30 mmol/L %% ¥ +Ets-1-siRNA +1E & Ifil 7% ) . Ets-
1-siRNA -+ 52 2H (30 mmol/L %% +Ets-1-siR-
NA-+BE 1 52 M35 ) (457441 (30 mmol/L 4%k +Con-
trol-siRNA+1E % L7 ) o

6 ALY 14 20 wmol/L siRNA B2, 7843
1% 30 min,1 500 r/min &.0> 5 min, 34280 20 wL
FEAR =20 C AT ORAE . B OLHT 1 OB 40 M 42 b T
96 FLHR (1x10° 4N/FL) i, DEME 53531555 24 h, 24
YIS 30% ~50% fili 5 BFAT LA U, 250 L Opti-
MEM #% 3% 3 b i A 57 L 7 B8 45 19 siRNAL TR 57
250 pL Opti-MEM" #5 & 3 o i A 5.pL Lipo-
fectamine2000-7" , &2, Fifi 5 min B F iR R B
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R4, £ % 20 ming £ 8 fL # & S A Lipo-
fectamine2000-siRNA & &%), 1>, 37 C,5% CO,
TR SR 5 h, T AR SR, T S o AL 4
Jif, FEBUR R 1, qPCR Kl DL B 5% YL i 340% 5056
f1LL Control-siRNA 51X A

7 qPCR RIe g O E A K /N R
JNER ZR A R B AP T 6 FLAk, Yk B 41 IE A Y
30% ., %M polyplus jetPRIME %% YL i B 456 siR-
NA-E487 . siRNA-E487 . siRNA-E1194 (il ¥k Ets-1
1) = 4% sSIRNA) 43 51l G 25 /N BUEF /N Bk 2 B4 i oy
Bee 48 h JFCRERE TN, = 2% siRNA 7E/NRUE /INER &
FEEAH AL X Ets-1 AUDTERASCR IR 70% L 1, H siR-
NA-E998 MU ILERACR B i

8 CCK-8 VLK Mus s R A CCK-8 ki
M4 24 48 .72 96,120 h /NFL MCs 3458 (5205
B T % B K TR 4l i, ¥ MCs 0. 25% iR 1
Mg A, YT 20 v B, A5 4RI LA 2x10°%/mL (%%
FERERDT 96 FLEFFRMR, 2440 M 5¢ NG BE I, $i 52 50 43
A, FXFR AL A 30 mmol/L D-3 %54, 454~ 525
M 3 ML, T 37 °C,5% CO, ¥FHihmE
24 48.72 .96 .120 h J5 45l A CCK-8 .o, TERf
FRAX 1 2HLSFL OD g MOGAH

9 RT-PCR #:lll Ets-1,MCP-1.FN X Col IV
MRNA 7P B T A K SR 0T A 40 g A T 12
FUAR A, 25 20 S FH AR R B 95 SLAL B S (OB & =
HMFEHATY T, T 72 h J5 35 L, &L
1 mL TRIzol -80 CvK4f 4 M. H TRIZOL 4t
A RNA R Thermo 57 &4 RNA 54
% cDNA , SZi}E 5 PCR WK 4% SYBR Premix
Ex Taq If K& B#HATECE, LA B-actin AN
2 SR A L 27029 15 B Ry 3 B A Gk i
ACt=HIEERE Ct H-AHN NS CtfH, A ACt=4541
ACt{E-XTRA ACt ., =R E XA H B
SR Fak oy 1, HoAh 441 B A9 3L A AR R A = R
27000 BEIWITAI LA,

10 Western Blot £ illl Ets-1, MCP-1 FN &
Col VEEFIFRIE &40 53 0 HAH N 3% 7 3L Ab s | il
FHBE S F 5 25 MG S 7259 T30, T30 72 h 54
JL, 42350 S A5 Tl 4R 40 L A 1, BCA ¥ &R
. % 8% ~12% SDS-PAGE ik /3 B 14 %, 4 fL
A 30 png B, WEAR EMEN 2 PVDF
b RSSO K EIRAE IR B 1 h, B 45
W, TBST Uk 3 Ik, Bk 5 min, % T UL B
WELEFRRE L B REAH N oK, — P EIRIEIRIFF 2 h

%1 Ets-1 MCP-1.FN Col V3| ¥¥5]

51 5191751 519K/ (bp)
Ets-1  I-§i#:5-AGCCAACCCTACCTACCCAGA-3' 307
T i¢:5'-CCCACTTCCACGACTGGCTCTC-3'
MCP-1  I1}%:5'-GAAGCTGTAGTTTTTGTCACCAAGC-3' 286
T i¢:5'-AGGCATCACAGTCCGAGTCA-3'
FN  [J#:5'-GACCCCCTTCATCACCAACC-3' 369
T .5 -GGAACTTGGAACTGTAAGGGCT-3'
CollV [-ji#:5'-CCCGGAGTTCCAGGATTTCA-3' 92
Tie:5'-TTAGGGCCGGGTACACCTTG-3'
B-actin  I-}f%:5'-GAGACCTTCAACACCCCAGC-3' 263

Tif.5'-ATGTCACGCACGATTTCCC-3'

o H 4 CIFE R, TBST WUk 3 K, BK 5 min Sk )5
I HRP #RIC ) “HEIRERGE 1 h, &
JEIEVE 3 I, B 5 min ,ECL fk2= &6 R, H Im-
age J X H B a0 AT IR TR

11 Geits s JH SPSS 20. 0 48t 44 i
PR BE R x+s 7, 2240 8] i R ) 8
R 7 225007, P<0. 05 N EFA G5 L,

& =R

1 #2424 48 72 96,120 h MCs 344 .45 (&
1,2) SIEE XA LI, mobidl | 25 i 4 M = bl + i
B 5 I 445 TR]BE MCs B85 ) & 2% 7+ ( P<0.01)
H 72 h iE5IE(H,96 h BF s Rl TR, WA Kl
Loy Hr, 9WMER 96 h J5, S EiEAL AL, SRR R
M7 2H  Ets-1-siRNA 2H Fil Ets-1-siRNA +# 5 52 241 %%
if ] B MCs 1451 ) i 3 R % ( P<0.01) , Ets-1-siRNA
ZHF Ets-1-siRNA+F'F E 41 22 7 La it 58 L (P>
0.05), WAEE NS, IEH/INEUE /INER R AN AR T 2
ZERI AR, 5T =R AT 2 R
S L5 B BN TR AR S SO, 40 it [R) TR S
MG, B & 24 108 F %G G Ets-1-siRNA
RECE RS /N BV /N ER R BB S

2.5
2.0
—_—
Fou 1.5 — 2
8 —3
1.0 4
0.5 ]
-6
022 48 72 96 120 144
I 1) (h)

Pt NIEH XL 2 i, 3 N e+ S 44
Ets-1-siRNA #41;5 2 Ets-1:8iRNA+¥ 5 55 2H ;6 R 25 (R
[[) ; SIE# A ILE, * P<O.01; S5EBE4H AL, © P<0. 01

B 1 420 24,48 .72 .96 .120 h MCs 145 [t #%
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B2 BB Ets-1 X E/NER R BN kR
SV40-MES-13 B3t (950 (72 h,x200)

2 %4 Ets-1 MCP-1 FN & Col V& 1A
BW(E3,#2) SIEWXTIEA R, Bl Koas ik 4
Ets-1 MCP-1.FN K Col V& &k & B & P<
0.01) ., SEphlidl L, bl + B 52 175 41 | Ets-1-
SiRNA 41 il Ets-1-siRNA + % 5 5 41 Ets-1,MCP-1,
FN J Col IV #ik = i %% T (P<0.01), Ets-
1-siRNA 415 Ets-1-siRNA+i5 524 Ets-1 MCP-1,
FN & Col VEHE AR ILE, 2R T2 X (P>
0.05),

Ets-1 e <l il - @ 40 kD
MCP-1 - : : ——— s 70kD
ATl EEE Rl S

CollV == gy <y e <= quy” 160kD

—— s WS WS 36 KD

B 3 £ Ets-1 MCP-1_.FN } Col IV 3 .7k &

GAPDH

3 441 Ets-1 MCP-1.FN & Col IV mRNA ik
Wit (F 3) 24913 72 h 5, 51E% SR HeAs, &
WEZH e 23540 Ets-1 MCP-1 .FN } Col IV mRNA ik
HIPEHIN(P<0.01) , b i, mbE+HE 5 0
5 41 Ets-1-siRNA £ il Ets-1-siRNA +4# 5 52 41 Ets-
1.MCP-1_FN & Col IV mRNA /K>F-14 i 2 F [ ( P<
0.01), Ets-1-siRNA #i 5 Ets-1-siRNA +## ¥ 5 41
Ets-1 .MCP-1.FN % Col IV mRNA /K iz, 24 5%
G2 # = L (P>0.05)

it

L FRBEIR K (diabetes mellitus ,DM) K H I & i
IEFEREIE K BRIE K I8 E 58, DN 24 2K 1 5 10k s
(end-stage renal disease, ESRD) f) 40% , & i N
ESRD =25 A7 . DN &bl +4 = 4%, St |
i EAR S Z R 2R A G, Ok Z iR ]
RIESWAE DN 1) & A & J e 2 G HEVE L, 4n TNF-
o IL-6 il IL-1B RS 3 22 A8 AL SR K- 5 5
DM B oyl 25 U A 58 DN FL 301 BT s B L
B 2R AR Sy 3 O R E R IRE S 5 i T o
M MCs FI'E/NVE F 2 A0HAR 2/Th SRRk I AT
S & B MRS R AE R B ', MCs ¢ DN & L i
B EEAEN,MCs i FEH45H , 4B S HE BT (- extracellu-
lar matrix ,ECM) 3 £ /& DN pER s " &
JiE S NV AE B/ INBR S L S BIAT HF BRA $ 1) MCs 3458
Frak & RIEN TR ECM FUR e X 2 /N ek g
1k, ifizE ] ESRD™ | PHIIL, Il RAEFN ECM FURXF

%2 K4 Ets-1 MCP-1 FN K Col NVEHFILILE (Xzs)
415 n Ets-1 MCP-1 FN CollV
IEH A I 3 0.597+0. 075 1.133£0. 107 0.613+0. 030 0.470+0. 010
b 3 1.660+0. 090 * 1.783+0.035° 1.697+0. 006 1.640+0.017 *
T B LT 3 0.900=+0. 19544 1.077+0. 1454 1.010+0.010%4 1.046+0.005* ~4
Ets-1-siRNA 3 0.180+0.010% 0.617+0.020% 0.557+0.021% 0.670+0.010%
Ets-1-siRNA -+ ¥ 52 3 0.167+0.023% 0.567+0.011% 0.540+0.010% 0.653+0. 005
st 3 1.493+0. 255 1.727+0.025° 1.687+0. 006 * 1.627+0.005*

T« 5 IR X R s

L ¥ P<0. 01; 5 &b Lk, 2 P<0. 01; 5 Ets-1-siRNA 41 L4, 4 P<0. 01

3 %4 Ets-1 MCP-1_.FN } Col VmRNA /K¥-%ik i  (X+s)
415 n Ets-1 MCP-1 FN CollV
TEH A I 3 1.000+0. 023 1.000+0. 092 1.000+0. 023 1.000+0. 132
b 3 1.895+0.593 ¢ 5.288+0.340 3.253+0.776" 2.711+0.972"
T B T 3 1.232+0.29454 2.735+0.764°4 2.330+1.13844 1.879+0.686°4
Ets-1-siRNA 3 0.346+0.018" 0.907+0.202% 0.892+0.248" 0.998+0. 3184
Ets-1-siRNA+ 5 5¢ 3 0.357+0.069% 0.883+0. 436" 0.849+0. 140 0.990+0:326%
st 3 1.836+0.343° 5.419+1.954 " 3.235+0.770" 2.64140.437 "

s 5 IR X R

, ¥ P<0.04;5 Eli4 e, 2 P<0. 01; 5 Ets-1-siRNA 41 1%z, 4 P<0. 01
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T DN MR 7 R B R A,

MCP-1 &tk I+ i iy — b1, J& DN #AE L
NIAZ D F . R AR, MCP-1 3228l IR 41 g
LN R A L AR AT ER&ED] MCs
HE& A £k MCP-1 &Z{k CC #fk K ¥z 1k 2(CC
chemokine receptor-2, CCR2), H & ¥ ] i &
CCR2 ik m™ , Pk, f£ DN, MCP-1 RALA]
A Foh 98 P 20 b T PR A/ s A B TE B D SR 4 L A B
RAE N ; 1 H AT 5 MCs 1l CCR2 454, HHEIG
YU N 5 RGeS B M AL T A A9 R a8 15 m ; 1f
il MCP-1 35 7T 2l 36 DN JfE "> 3 42 7 4 il
MCP-1 597 B IE S RE PR 295 1A BOR W, AR SE 5
ZERAL R, SRR SR MCs 119 18 55 | 41 fg 4h & i
(Col IV \FN) 43-ipsf i, MCP-1 ik 3o B 5 £ & 24
3E 15 B MCP-1 K3k T [ ,MCs Y58 5 4 i
AL R A 32 B 3R IR S S T e 40 i
MCP-1 £k 4EZE DN & , 5 BEAERF 52 250

Ets S & — A 5% sk A 7 8F , 04 Ets-1 Ets-2,
Fli-1(friend leukemia integration-1) % 30 £ # V%
LG 2 200 B PN 5 R A 5 O 5 s i 5 I K 2
—, S5 MG A T R R S A i A 3
JRUURAETT BEEF IR Ets Rtk & S
5T HURMRAER N Ets-1 J& Ets FIGAE Bk
FEEM G, Pearse DD %ISR, M Kk E 1
(angiotensin 11 ,Ang II ) 8851 /)N BB WIE 25 % 41 fitg
Ets-1 RGN, 1 3L N @bk Ets-1 J5, 1 Ang 11 51
EHE BE MCs FN 43 W0 B 2>, Ang T % i3 (9
C57BL/6 /N, BELIBT Ets-1 A8 5 2 0/ B Wk E 41 i
12, i MCs S5 WE£F 4k 4L | (0 A RE FHL 1k 1fi & BH 2.
Fhim B Ae =R R Ets-1 A5 T ERER
TR AR AE F N A F L E, A IS R, MCP-1 &
Ets-1 09 N UERISED s il F B 400 5 KBRS AR v i
Ets-1 kb8 n, Jf 5.2 Fi# MCP-1 R4 8 & M
fifi-2( matrix metalloproteinase-2, MMP2) % ik, 52
FE H RS /NER 3543 5 1 Ets-1 LR B AR RS 5
B /NBR Ets-1 MCP-1 MMP2 3k JCH . 7Her, A
PR A5 B s 2 g o 5 G 28 SR I BE (chrro-
matin immunoprecipitation, ChIP) 43 # & P, Ets-1
e ST TR G s R R 1 A T W LA MCP-1 63k
ARWFFE R & B BT 30 MCs Ets-1 43 i &3
JFI ST MCP-1 1406, NI fE2E MCs i3 5 K 4
HughFE T (Col IV FN) B ;1 MCs' Ets-1 SEATLERS
EHEAS MCs 49 MCP-1_Col IV . FN 43 K 41 Jitg 3% %
BRI E M, L W] =B S Ets-1/ MCP-1 RAEfE S

AT RESE DN 2 A RHLE 2 —

MG R R IS S BR K
KA, HA ARG ML, P N R,
b EE L), B NI R KIS I 8 = ek
PR AT AR ) R M T ST, 1
PRIE 2% s EAR R H, M, RBAE M I Il 4%, 2L
R AR AR JOEPFITE , BRRE S i 5 e IR, RE
BEsR A A Z BCR  EAAR, Sorh et A
i, HGRES G M2 ThRL, PR 25 B4 I 98 & 0, B
FEEA RIS PR PraE SRl )N E Ba e
TEER, 0 P9 B AT AL S 2 B 2 i 9t
AR, ARTTIRIT DN A RAFEI IR IRBCR . A 78 45 51
RS RE I =S S0 MCs Ets-1 J2 MCP-1
B35, 405 & FN AT Col IV 4 43k ; 1 Ets-
1 IEHEVIER G , X — B2 ATFA B ARk, #2278 Ets-1
AT RE RS AR RS,

25 FRTR  BHHA S A MCs Ets-1/MCP-1 RAE(E
S A TE AL T BE 2 DN &2 & SR LI 22—, R
T I P X — 15 3 045 S, AT ZE 28 DN
R,

PR SCEM RS AW, e RET A
SCEARS W R AT AR 2 th R

2 % X #t
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