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(RN K 2F 2R — W B R 4R 48 & R i/ B 450052)

WE: BR HTE/ME LR R ALY K 8 (sEH) 72/ B WE A0 i ik fE R . Ak DA
Nl s B /Mg F R AR HK-2 4 S /N B WA i 3R RAW264. 7 R FE SR 8 HK-2 41 53247 1E 5 6 BR 4
sEH S 2  PRAE 41 B sEH i RBA IRAE 141 5 16 5 X IR0 I AS 25 74 4] T T0AL 38 5 sEH. 103 50 20 4t Jf 25 7
1 wmol « L™" sEH M5 ; R LA T 10 g « L7 R A sEH MBI & R E QA QLA T 10 ¢ - L7 RER
L pmol + L1 sEH 7RI ; 4 L 40 Mo X 35 3% 24 h, ¥ RAW264.7 4ififi 534 A B.C.D 20} T4 & -y (TFN-y) FHAEX}
TR AR 2 (IL) 4 BHPEXTIRZ . A B C.D AL 40AE4 A E 5 % B2 sEH #4157 41 PR 2 241 sEH i 5]
B PR 2 BE 7R 24 h i) HK-2 A5 TR B0 & 24 by IFN-y B X BEZH A TL-4 BHM X0 B 2H 40 43 B i A M1 24 B
YRS 0] TFN-y S M2 Y 5 A A5 5 50) 114, SR Western blot {46 HK-2 4l sEH 5 [ 323k, LT 920 E
TR HEEE SN A HK-2 20 i v B A% A0 i i AL 2R -1 (MCP-1) (IL-6 2 3% 3 R -1 (CSF-1) g IR 3T 1-a
(TNF-o) mRNA &3k K RAW264. 7 4 v ifs AL A A ALY & B (INOS) (TL-6 N 2 BRIE-1 (Arg-1) K TL-10 mRNA &
Ko TR G0 W BH e Aor I 4% 2 HK-2 i a5 BV 14, 15-30 8 = ik =R (14, 15-EET) 1 14, 15-Fi A =+
ik = IR (14, 15-DHET) /K, 1145 14,15-EET/14 ,15-DHET [b{H, 4558 IE% X B4R sEH i) 41 HK-2 41 v
sEH 7E 17535 J¢ MCP-1 .IL-6 (CSF-1 TNF-o. mRNA 253k Z0MIkESE F3EW T 14,15-EET/14 ,15-DHET #5252 K58
H2EE L (P>0.05) , HIEH XA i, A R4 HK-2 4iffi o sEH 2 [ & MCP-1 IL-6 ,CSF-1 \TNF-a mRNA 3k
PR EBM(P <0.05)  AHMIIEFRE FIEW T 14,15-EET/14,15-DHET 2[5 (P <0.05) . 5/RE A4, sEH M)
BSR40 HK-2 40 ffddr MCP-1 IL-6 \CSF-1 }, TNF-o mRNA FiK B E TR (P <0.05) ,5:5% Figwi 14,15-
EET/14,15-DHET W25 (P <0.05) . sEH 571064 iR 240 5 PR 1 4 HK-2 4l b sEH 2R (1 3R 35 Lk 25 5+
TG (P>0.05), A 45 B4 RAW264. 7 4iffgrh IL-6 ,INOS  Arg-1 &% IL-10 mRNA 35k H 22 R LG 2
HEX(P>0.05), 5 A&, C 4 IFN-y FHHExBEZH RAW264. 7 41 rh iNOS . TL-6 mRNA %35 B EH (P <0.05,
P <0.01) ;IL4 BH X B8 20 RAW264. 7 41 g v Arg-1 . 1L-10 mRNA ik B EHM(P <0.05), 5 C 4, D 4
RAW264. 7 Ziiffirh iNOS . IL-6 mRNA ik B ZF{% (P <0.05) , Arg-1 IL-10 mRNA 23k B EWN(P <0.05) , &8
B/NE E R AR Y sEH 7] E RS ML B E R0 A 40 i R 3Rk

R AT SR AR RGBT R AN 5 A AR Ak
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Role of soluble epoxide hydrolase in renal tubular epithelial cells in the regulation of macrophage

polarization in mice

WANG Qian,ZHAO Xiang-ya,ZHAO Qian-ru, YANG Yi, YANG Sheng-nan, LI Bing, LI Xin, TIAN Rui

( Department of Geriatric Medicine ,the First Affiliated Hospital of Zhengzhou University , Zhengzhou 45000 , Henan Province , Chi-
na)

Abstract: Objective To investigate the role of soluble epoxide hydrolase( sEH) in renal tubular epithelial cells in the
regulation of macrophage polarization in mice. Methods Human proximal tubular epithelial cell line (HK-2) and mouse mac-
rophage cell line (RAW264.7) were studied in the present study. HK-2 cells were divided into normal control group,sEH in-
hibitor group,urine protein group and sEH inhibitor combined urine protein group. The cells in the normal control group wasn't

given any intervention. The cells in the sEH inhibitor group and the urine protein group were given 1 pmol + L™" sEH inhibitor
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and 10 g - L™
~! sEH inhibitor and 10 g + L™" urine protein. All the cells in each group were cultured for 24 hours. RAW264. 7

urine protein, respectively; while the cells in the sEH inhibitor combined urine protein group were given
1 pmol - L
cells were divided into group A, group B,group C,group D, interferon gamma (IFN-vy) positive control group and interleukin
(IL) -4 positive control group. The cells of group A, group B, group C and group D were respectively added to the HK-2 cell
cultured medium of the normal control group,sEH inhibitor group,urine protein group and sEH inhibitor combined urine pro-
tein group ;then the cells were cultured for 24 h. IFN-y and IL-4 were respectively added in IFN-y positive control group and
IL-4 positive control group. The expression of sEH protein in HK-2 cells was measured by Western blot. The expression of mon-
ocyte chemotactic protein-1 (MCP-1) ,1L-6, colony stimulating factor-1 ( CSF-1) , tumor necrosis factor-ot ( TNF-oe) mRNA in
the HK-2 cells and the expression of inducible nitric oxide synthase(iNOS) ,arginase( Arg-1) ,IL-10 mRNA in the RAW264. 7
cells were measured by real-time polymerase chain reaction. The levels of 14 ,15-epoxyeicosatrienoic acids( 14,15 EET) and
14 ,15-dihydroxyeicosatrienoic acid(14,15-DHET) in the supernate of HK-2 cell medium in each group were detected by en-
zyme linked immunosorbent assay,and the 14,15-EET/14,15-DHET was accounted. Results There was no significance in
the expression of sEH protein,and MCP-1,1L.-6,CSF-1, TNF-a mRNA,14,15-EET/14 ,15-DHET between the normal control
group and the sEH inhibitor group (P >0.05). The expressions of sEH protein and MCP-1,1L-6,CSF-1 ,TNF-a mRNA in the
urine protein group were significantly higher than those in the normal control group (P <0.05) ,while the 14,15-EET/14,15-
DHET was significantly lower than that in the normal control group (P <0.05). Compared with the urine protein group, the
14 ,15-EET/14,15-DHET in sEH inhibitor combined urine protein group increased significantly (P <0.05) ,while the expres-
sion of MCP-1,IL-6,CSF-1 and TNF-« mRNA decreased significantly (P <0.05). There was no significant difference in the
expression of sEH protein between the sEH inhibitor combined urine protein group and the urine protein group (P >0.05).
There was no significant difference in the expression of 1L-6,iNOS, Arg-1 and IL.-10 mRNA between the group A and the group
B (P >0.05). Compared with the group A ,the expression of iNOS and IL-6 mRNA in RAW264.7 cells in the IFN-y positive
control group increased significantly (P <0.05,P <0.01) ;the expression of Arg-1 and IL-10 mRNA in RAW264.7 cells in
the IL-4 positive control group increased significantly (P <0.05). Compared with the group C,the expression of iNOS and IL-
6 mRNA in RAW264. 7 cells in the group D decreased significantly (P <0.05) ,while the expression of Arg-1 and IL-10 mR-
NA increased significantly (P <0.05). Conclusion The sEH in tubular epithelial cells could promote M1 macrophage polar-
1zation.

Key words: soluble epoxide hydrolase ;renal tubular epithelial cell ;macrophage polarization

B 1) Jo £ 4k Ak = A8 1 B IE 9 ( chronic kidney
disease, CKD) JEJ& (3L [RI @ AR . 122 S AE A0 ML 1
AR B, B N TR R AL A
PROAE TR T B AR M 2T Al rh R HEAER], H S
PG BEJEAT 5% o LB P X FRAZ A0 M 20 A R A o
ko M1 B Eg M2 BY 5 g 40 i, M1 7Y = g 40 i A
PEFERAE R AP, 5 1R B T 4 1k, M2 2 5 W
R FERT AN R B RS A . R ik
Z IR (epoxyeicosatrienoic acids, EETs ) J& 1545 PO
PR 2220 M €5 3R PASO A FH IS O™ W), 2 AE0 i
ERE DR B b R AR ST IR A P AR AN, M
14, 15-31% — ik =i IR (14, 15-epoxyeicosatrienoic
acids, 14, 15-EET) 1% Ve i, EETs g n] 5 PR
S ALY 7K S (soluble epoxide hydrolase , sEH ) i fk
TE R & — 1 % = ¥ B2 ( dihydroxyeicosatrienoic
acids, DHET) , A Ifj [ IR 50 2% 2576 1 o 1A
B S B AR R0 A PR A 5 LS B0 B IR AT 4
WSFZ TP PR b e ] sEH B9 3238 T 3

EETs 7K, e W 4 I 10, 24 P Zh R, PR 4P
ME™ o W 2 O A 2 B A 20 L T AL ) — R 512
REARZS A 2 i, Pl A AN S5 25 2 T g
kA R v E AR T, H T sEH Ay 4] 4%
P A S b R AR M AR A R A FATL AR i AN At o AS
FURE B /N b B AN AR B W A N R SR B S
G, WSS RO FE/INVE B2 2 2R sEH A
W 2 A AR 5 2 PR DR OS2 ), P /N b
B sEH XF B g2 Bt AL i /R AT, S 3E 2% CKD
HERESRAUE G T T LA

1 MRS

1.1 FERKFGME AT s /N LA R
HK-2 2 /)N BUE W 20 i R RAW264. 7 21 i il H
K ATCC A F] . bk R0 s el R ARG R B 7 2
( Dulbecco’s modified Eagle medium, DMEM) Ji& 4= Ifil.
W [ 3% [ Hyclone 24 7], sEH #1151 12-(3-4: K
Fe-1-52 5E- IR 3E ) 1E 1 —Be g [ 12-(3-adamantan-1-yl-
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ureido) -dodecanoic acid, AUDA] .14 ,15-EET/14 ,15-
DHET I 505 W B {30 I 72 (enzyme linked immu-
nosorbent assay, ELISA ) {57 & . S i/ B sEH $i{4
Wy 1 3 F Caymann /4 7, T4t -y (interferon-y,
IFN—y) . [ 20 8 4 25 (interleukin, IL) <4 iy [ 2 [4
Perotech /A ], — 3% 1] 7°F& ( bicinchoninic acid , BCA)
PRI GG & A SE 1 Pierce 24 1], bt/ B-
actin 1§ [ 5¢[E Santa Cruz 23w, B i 8 AL 9 1
ISR 186G 1 A LU AZ SR R HORA IR
A, SEA 9O E T R A i X S (polymerase chain
reaction, PCR) i &1 H 25 [F Thermo /A H], HH
JoE R K TP P B AR o W 2R GE ) ) 52 5] Bio-Rad
Z3F] SERE R PCR U B 5E[E Stratagene 23]
1.2 ZHRasEss A R /NVE BRI R HK-2
AN e/ BUEC W20 1L 22 RAW264. 7 41 fifd & T & K
FRUITEL 10% i 4 13 ) DMEM 78 37 °C & A
5% CO, WY FR AP B SR, AR K=
80% ~85% F-G I, 45 T2 LG B9 DMEM &
24 h KA PR T Gy .

1.3 REBRIW WHEFHIZEOY TgA Bk B
(WG B 2 RIET) RIR 250 mL, kA NH,SO, ¥t
TEEARIBURE F o 26 PR A X 73 55t 3 500
BT ENT NH, SO, I BUA K. W R E R
WA EE PR RCE T EN R, EER O 8
8000 ¥y H1 ;0% 50 ~ 100 mL AR E 5 ~ 10 mL
e PREEBARE T BT ~2 mL Y45 1) 5 H 5
VEWCE TR TR E % R/ BRI E T -20 C
VKRR, ARG R - 80 CUkAHETE 1 ;RGBT
RTHLA 6 ~ 10 h, [ EIHE TR

1.4 REABERHE MR HREBR TEGH
AT B EREE AR E T4 10 mL &0
B FREULIG I DMEM ¥ i 1000 g - L™
(PR P, M 22 m 98 g 1 8 R 8 H R,
W R VWO S A DMEM 1GR3+, &
F37 C &R ES % CO, 113746 B: 3%
3 d, A TIR A S A5 A SR B, PRUEJC R S W]
FHF A P20 i

1.5 SRS R AT/ NVE R A R HK-2
A3 o TE KR B4 sEH $10 4 590 26 | R 8 1 41
sEH MRS IRE F A, IEH A RAA AL T
R4 T B EE, sEH 30204045 T 1 pmol - L™

AUDA, JREE AL 710 g - L' JREE, sEH
R A PR AR T AL AN T 10 ¢ - L7 REE R
1 pmol - L~ AUDA, & 4 4 M1 4735 55 24 h, 5286 &
B3 BB R RAW264. 7 Zi i A
20 .B 41.C 4. D 41 M1 B[ 020 it PH 4 X6 BE 241
(IFN-y BT B ) (M2 B B v 20 i BH 0 B 24
(TL4 FHAPEXTIRZE ) o 23 S0 HIE 0] BRZH (sEH 41l
I PR 12 A sEH 4104 700 3K 5 PR A 1 4 8 5
24 h 1y HK-2 40559795 B 5,1 500 v+ min ™' 5
O3 min JCEIFWR A . AB.C.D 214§ 53 7 m
NIEHR BRZH  sEH M50 21 | PR A 1 21 sHE ]
FIBA TR I ZH 5557 24 h 119 HK2 4005557 5 b 3
WOWEE 24 b IFN-y BH M BEALAT TL4 BH A IR 4
AT IMAIE T 24 h (4 1E 5 X B2 HK-2 40 s 77
048 oA ML RS B g A6 i 15 3 ) TFN-y
(100 pg « L™") F1 M2 & = W 40 3 S 7 114
(20 pg + L™ WFH 24 he

1.6 Western blot £#& HK-2 48 rh sEH & H
xR SR N W R R 2% R R 3 W, A
TV YT S e U SR A TR0 A 1 6 310 41 57 )
JRO AR, T T A B A RIS T 4 CTF 13 000 x g
B30 15 min, L ETHRE T -80 C UKARA . 1l
F BCA R A 42770 A ) 2% 20 B3 9 b A
JE BRI SO g EFE, ST Z MR TRE I B e P Uk 43 1
HH,BIKGRE AR BN -, =i
30 g - L7 /R IS B 1 b, fin—4 sEH 4 C
TR, UL B-actin NS, IKH, Tris i JHEZE
PR RN, AR A S AL bR A0 1L BT AR TeG =
JFE 1 ho Tris YRS MBUEIE, FH 5 A BRI 261k
PP 1AL~ R OGRS B A5 3, BT Tm-
age J RGO CAE BEA T E B2 HT o

1.7 RT-PCR #&il] HK-2 20 gt B2 i 2 B #a L 25
H-1( monocyte chemotactic protein-1, MCP-1) .IL-
6. £ % Fl % & F-1 ( colony stimulating factor-1,
CSF-1) iR %8 B F-o( tumor necrosis factor-o,
TNF-a) mRNA Ri% % RAW264. 7 4 ffl i S BY
[ E ¥ & B (inducible nitric oxide synthase,iN-
0S) . IL-6. & & B #§-1 ( arginase, Arg-1) . IL-10
mRNA £RiE  F L0535 8, /] TRIzol RNA 32
YO B S ) - S N AR A L RINA L 00k
JEREAI E RNA ¥R, LR RNA 2 ug 47 S 5%
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S KA ) cDNA AT - 20 CukFas . 5556
BB 913 B A T AR TR A A PR A&
B, IL-6 LiiEa #1551 5'-ACAACCACGGCCTTC-
CCTACTT-3', F i 5] % J¥ %1 }y 5'-CACGATTTC-
CCAGAGAACATGTG-3' ; MCP-1 iz 151K 5'-
AGGTCCCTGTCATGCTTCTG-3", Fies | 4551 Jy 5'-
TCTGGACCCATTCCTTCTTG-3' ; CSF-1 |- ¥i# 5| 4 ¥
%13k 5'-CGGGCATCATCCTAGTCTTGCTGACTGT-3,
T8l ¥ K 5 K 5 -ATAGTGGCAGTATGTGGGG-
GGCATCCTC-3"; TNF-o | i 51 ¥ ¢ %1} 5'-CCA-
GACCCTCACACTCAGATC-3', FiiFal ¥ ¥ 51k 5'-
CACTTGGTGGTTTGCTACGAC-3";iNOS | i 5| ¥ ¥
%5}y 5'-GTTCTCAGCCCAACAATACAAGA-3', F i
251K 5'-GTGGACGGGTCGATGTCAC-3" 5 Arg-1
Wz 8l ® F %) K 5'-CTCCAAGCCAAAGTCCT-
TAGAG-3', Fiit 5| 9 ¥ %1} 5'-GGAG-CTGTCATT-
AGGGACATC-3'; IL-10 - i 2] ¥ % %1 K 5'-
GCAGCTCTAGGAGCATGTGG-3', F i 51 4 ¥ 41 Ay
5'-ACAGCCGGGAAGACAATAACT-3' ; YB3 18 S
B 5k 5'-ACCGCAGCTAGGAATAATGGA-
3, s 4551k 5'-GCCTCAGTTCCGAAAACCA-
3', ¥ ¢cDNA H] SYBR Green Yk} i 17 55 i 5
PCR, PCR 4342 H:95 C WiAs I 30 5,95 C7AF
P£5 5,62 CHEMI20 s, 340 MG, Z5R R
2745 (Livak ) ,18 SEAN S A, A iR
PEE 3 W,

1.8 ELISA ME& A HK2 ApaEHF EFRS
14,15-EET #1 14,15-DHET 7k F U5 & 4140
Figk B W, 3000 x g #5.0 5 min, B EIE W,
0.1 mmol - L™" JRILEAbH, 2 FRIH% pH (HE 3 ~
4, MAFERR IR TR, 740 1R 2], 12 000 x g Z5.0
10 min, B _E 35 4% R 7 k45 0E 3 0K, B ICA Bl
FA_ T R RN 3 TR A LA T 5
A 20 pL —HSEF RV % 14, 15-DHET, R A5 3R 1
D ELISA 70 & vd B 5, I HK-2 4 g 1% 5= i
14,15-EET f1 14,15-DHET 7K, 144 14,15-EET/
14,15-DHET,

1.9 Zeit=4bEE A SPSS 13. 0 T4t it
GIRT, T BRI R + FRifEZE (v £ 5) FoR, PIALI]
PR ST REAS ¢ R0 s 241 IR LA, 2 07 25 55 )
N EAA 2R J5 22 70 #t (one way ANOVA) , R SRR

FRRAIRL R 5 P <0. 05 D922 5 Geit =278 3o
2 #R

2.1 REAK SsEH ##73 HK-2 4+ sEH &
BRIEMEN 490K 1 L 1, B RS
sEH #5720 HK-2 Zuffirh sEH &5 1 S A0l Bs 57 -
W 14 ,15-EET/14 ,15-DHET i 22 3 56
HEX(P>0.05), 5IEH X R4 g, R4
HK-2 4iiffirh sEH &3R8 WM (P <0.05) 5 )R
M HK-2 400 E3E W h 14, 15-EET/14, 15-
DHET & EREK(P <0.05) , sEH 5B 5 IR &
H41 5 PRE A4 HK-2 i rp sEH 3 1 360k 2
FRGEHFE (P >0.05) , sEH il 5] 155 bR 8
40 HK-2 4 35 % $ 14, 15-EET/14, 15-DHET
BERTIREAZ(P<0.05),

A B C D
Mr

SEH | —-—— i ) 00

A IEH 6 IRZE s B - sEH 30415 C: IR EE 45 D - sEH HIRI IR 5 SR
HH,

1 £&4H HK-2 #fparh sEH & 83 % ( Western blot)
Fig.1 Expression of sEH protein in HK-2 cells in each
group ( Western blot)

x1 &H4HHK2 @t sEH EARER LiFRS 14,15-
EET/14,15-DHET L&

Tab.1 Comparison of the expression of SEH protein and
the ratio of 14, 15-EET /14, 15-DHET in supernatant in

HK-2 cells among the groups (x xs)

20 3] sEH %[  14,15-EET/14,15-DHET
TE G R ZH 0.29 +0.01 1.43 £0.45
sEH #1571 4 0.31 +0.01 1.78 £0.92
PREAH 1.12 +0.05° 0.35 £0.18*
sEH I RIE A IRE 4L 1.09 +£0.06 0.89 +0.21"

VE 5 I R BRAL B P <0.05 5 55 JRAR (141 H A P <0.05
2.2 &4 HK-2 4§ MCP-1,IL-6, CSF-1
TNF-a mRNA RiALLE 45 RWLAE 2, 1EH I
4 5 sEH #ifil514] HK-2 Zii g MCP-1 \IL-6 ,CSF-1
S TNF-ae mRNA 3k [ 22 R RS0t L (P >
0.05) , S1EH %R LA, PR AR (141 HK-2 i
MCP-1 IL-6 .CSF-1 J% TNF-o mRNA 3353 i 254
(P <0.05), 5RAEFH B, sEH #5785
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PR G 12 HK-2 4 ffid MCP-1 . IL-6 .CSF-1 }% TNF-«

mRNA FAK B E R (P <0.05)

*2 %K4{HHK-2 i MCP-1,IL-6 ,CSF-1 X TNF-a mRNA RiA b4

Tab.2 Comparison of the expression of MCP-1,IL-6,CSF-1 and TNF-a mRNA in HK-2 cells among the groups (X =s)
25 MCP-1 mRNA IL-6 mRNA CSF-1 mRNA TNF-o. mRNA
nsvespiskil 1.00 +0.00 1.00 +0.00 1.00 +0.00 1.00 +£0.00
sEH il 57 21 1.24 +0.30 0.82+0.11 0.91 £0.35 1.21 £0.23
JREE A H 5.41 +1.24" 2.76 +0.93" 4.72 +1.42° 3.15 £0. 65"
sEH $ A R E 4 2.84+0.97" 1.83 +0.54" 2.43 +1.12" 1.93 £0.41°
T SIER O IR A P <0. 055 5 IR E AL A" P <0.05,
2.3 KA HK2 etz 24 h iz x E Xt (P<0.05,P <0.01) ;IL4 FHEXTIEZH RAW264. 7

RAW264.7 AR IE AR RN 25 R 0LR 3. A
215 B 241 RAW264. 7 4 i 1L-6 [ iNOS | Arg-1 J
IL-10 mRNA 33kl 22 R Toge it 22 8 L (P >
0.05), 5 A 44, C 41 IFN-y BH 4 %t B 41
RAW264. 7 4fijfiirft iNOS IL-6 mRNA 323k I 214 i

M f Arg-1, IL-10 mRNA 335 B 3 3 i (P <
0.05), 5 C ZH %, D 41 RAW264. 7 4 ffl v iN-
0S.IL-6 mRNA ik i Z &K (P <0.05) , Arg-1 IL-
10 mRNA %3k 524611 (P <0.05) ,

x3 HBHRAW264.7 A IL-6,iNOS . IL-10 5 Arg-1 mRNA FRix L%
Tab.3 Comparison of the expression of IL-6,iNOS,IL-10 and Arg-1 mRNA in RAW264. 7 cells among the groups (x +s)

25 5 iNOS mRNA IL-6 mRNA Arg-1 mRNA IL-10 mRNA
A 1.00 +0.00 1.00 +0.00 1.00 +0.00 1.00 £0.00
B4 1.05 +0.48 0.89 +0.50 1.05 +0.48 0.89 £0.53
cH4 3.21 £1.34° 4.51 £1.52° 0.52 +0.67 0.41 +0.51
D# 2.09 £0.43¢ 1.75 £1.21° 1.38 £0.82° 1.19 £0.92°
INF-y FHPEXT BE2H 5.73 +1.38" 5.97 £2.36" 1.42 +0.51 1.15+0.84
L4 BHPEXT IR ZH 1.53 +0.93 0.85 +0.54 3.28 £1.18° 2.71 £0.37°

W5 A AP <0.05,"P<0.01;5 C4lH# P <0.05,
3 3T

UTAESK, CKD (B R 2 M 0, 2 0 4
RN R F 2 A Rz —, FKIE CKD B &
FEHRA 10.8% 1 L B /NE R LA CKD
L R R, 2 SR AL AL 5 R M IR R AN
TR U LT 4 40 0 3% £ 0 41 I/ B
RYEAM RIS R AL TR . BRI AE R AT
I P A R, S PR TR A5G B
AN RS AT W D) BE Y G B AT, T MR 3 S 3 el A
By g it M1 RURUE UG 16 M2 2 g4
2 ML I A 9 35 785 7K - 1 0 4 i 1
T PRSP O RRAL , A ST SN, R A AE
FREEAEAE, n] e gt RAE & 9, S BUIE AR 47 4k 1k, M2
T I W 20 = S e AT AR A T e 8 R 2 G 5
/0 0 i O T A R A T e 2 48 SR AR
Y

M1 J M2 R 2 A 2 o S A8k AR
YRR T R AEA AR T o e/ BRI B s s

Hh, TSR R IGR a2 L ] O A L S 3 ~
S d R g 200 6 D) AEE 2% /N B B R, TR
B A ML A R B K I A g M2
R KR BN R, B RS A, I B
MR LN B 48 T R A v A M2
R 50 200 T B AR 48 R, AR 3 S 4 U
ST A AN PRAS A AL B R AN BB R e
T ML 50 g 2 T A R B B R
AR

JEAER , EETs 5 W4l it 1 ¢ 2 € AR BF
F¢ ARTE B IE R B FE R . A BETE B, TENE
ZHEN RO RN s PRt EETs 3 i 7
NF-«B T 3 B w2 M ik o 76w iR ki 3 5
()M M7 ISR v SEEH 40 440 350 4 2 5 0 200 J 1 7 26
) M2 R Ak, T 0 T T 28 IR A5 S i B % 31k
P ERNRIEIR B/ BUR A T SEH ) ) sk
JEPE#b 8 EETs R 400 i 7 40 A 55 46 B i 40 fit, 417
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