T E TGRS A ek 2016 4E 7 4 36 %45 7 B CJITWM, July 2016, Vol. 36, No. 7 - 835 -

AR 38 4% H 2 6 R B e KRR I 2 4T i
25 1 podocin .CD2AP 1115 VE H

F o HE®R R O HAT ETAT OB o w I ok xAT® KW

WE BR WoTem s b 2 3348 kom Bom KRR IR a1 ie 25L& & podocin .CD2AP #9i8 ¥i £
Ao ik 40 RRERA 543 M5 A H S 1% 20k 1E 1 % (streptozotocin, STZ)35 mg/kg M4 52
M Fogm R RAEAL K AR 0 09 36 R K Rz F & sk o A A 40 ALl K feJT M 73920, A48
12 R, B0 REF K RAE A EF A, LHIE LA A T N Y3840 5 A 4 T AR B % b 25 Fo JT N 30 320
BRI B EFAFEAEE T ARIMKET . RA ELISA (EEN REBE £E&E KR 24 h FEAO L T4 4
T 16 5 5 #4420 K KAk £ (body weight, BW) .5 % (kidney weight, KW) | '§ it 35 42 ( kidney
index ,Kl) = i 2 % (fasting blood glucose,FBG) . 2 JLAF (serum creatinine, SCr) . £z /& % % ( blood
urea nitrogen,BUN) #= & 8 (uric acid,UA) ; K4rfe d 52 T LR B A LR B W A5 T4 ; R A Western
blot #= Real-time PCR & Bk 2 2n JiL 5L 5LAE & @ podocin .CD2AP & &4 mRNA &t , &R (1)
5 EFEE , BAAKRRSE 4.8.12.16 B 24 h rEaZ 225 (P<0.01),#4 5 K BW m %,
KI. FBG.SCr.BUN #= UA K-F3¥ 4t & (P <0.01) ; AR 20 )b 4% ALptid 25 204 Ju N 7y 38 28 5% 4 .8 .12.16
24 h pEa R ZALHEAL, AR %24 h REOEZZRRNEAR S LA E(P<0.05, P<
0.01) ;A5 HLptid %20 e JT N 7Y 3228 BUN 7K-F 4K (P <0.05, P <0.01), (2) KiEmE 7 A 2
BREE M, AR RIS, AT A R R 2Rk AR Ao o N 73 M FIER LR KA
R Mm%, (3)Western blot #= Real-Time PCR 2w : 5 B w40tk A 41 K & 'K 4842 podocin,
CD2AP Z a4+ mRNA Kk K-F 3 AL (P <0.01) ; 5 A2 2 20 b 4%, fL i@ 26 28 F= J M 2% 38 28 podocin
CD2AP & & 4= mRNA &k K-F3¥F 3 (P <0.01) ;4L5ri8 420 podocin ,CD2AP % & #= CD2AP mRNA
FREHREHTRN YA, ZF A% FEL(P<0.05), Fit AH@ L% 25 T AR KR KR K
RAEG , AP B, & B IR L, EAH TS5 LA ZL3LEE & & podocin (CD2AP &4 %,

EEER M RR R s ALskiE 4 F 25 ;podocin ; CD2AP
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ABSTRACT Objective To observe the regulatory effect of Chinese drugs for stasis removing and
collaterals dredging (CDSRCD) on the expressions of podocin and CD2AP in podocyte slit diaphragm
(SD) of diabetic nephropathy (DN) rats. Methods DN rat model was duplicated in 40 male Sprague-
Dawley rats by feeding high fat high glucose diet combined with intraperitoneally injecting 1% streptozoto-
cin (STZ, 35 mg/kg). Totally 36 successfully modeled rats were divided into the model group, the CD-
SRCD group, and the irbesartan group according to random digit table, 12 in each group. Besides, anoth-
er 10 normal rats were recruited as a normal group. Rats in the CDSRCD group and the irbesartan group
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were intragastrically fed with CDSRCD and irbesartan respectively. Rats in the normal group and the mod-
el group were fed with equal volume of distilled water at the same time. 24 h urine protein quantitation was
detected using ELISA at various time points. Body weight (BW), kidney weight ( KW), kidney index
(Kl), fasting blood glucose (FBG), serum creatinine (SCr), blood urea nitrogen (BUN), and uric acid
(UA) in each group were detected after 16 weeks of intervention. The pathomorphological changes of re-
nal tissue were observed under light microscope and electron microscope respectively. The protein and
mRNA expressions of podocin and CD2AP were detected by Western blot and Real-time PCR respective-
ly. Results (1) Compared with the normal group, 24 h urine protein quantitation significantly increased
at week 4, 8, 12, and 16, respectively (P <0.01).BW was decreased; Kl and levels of FBG, SCr, BUN,
and UA all increased after modeling (P <0.01). Compared with the model group, 24 h urine protein quan-
titation significantly decreased in the CDSRCD group and the irbesartan group at week 4, 8, 12, and 16,
respectively (P <0.01). Besides, it was more obviously reduced in the CDSRCD group than in the irbe-
sartan group (P <0.05, P <0.01). BUN level obviously decreased both in the CDSRCD group and the
irbesartan group after modeling (P <0.05, P <0.01). (2) Results of renal pathology showed that disar-
ranged renal structure, obviously thickened basement membrane, severely proliferated mesenteria,
widely fused foot processes in the model group. All these pathological changes were attenuated in the CD-
SRCD group and the irbesartan group to some degree. (3) Results of Western blot and Real-time PCR
showed, compared with the normal group, protein and mRNA expressions of podocin and CD2AP de-
creased in the model group (P <0.01). Compared with the model group, protein and mRNA expressions
of podocin and CD2AP increased in the CDSRCD group and the irbesartan group (P <0.01). Protein and
MRNA expressions of podocin and CD2AP increased more in the CDSRCD group than in the irbesartan
group (P <0.05). Conclusions
rats, improve renal pathological changes. Its mechanism might be related to up-regulating mRNA and

CDSRCD could protect renal function by lowering urinary protein in DN

protein expressions of podocin and CD2AP.
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B PR B % (diabetic nephropathy ,DN) X #k b

(RS2, BRI 45 250k PREE PR3 B AIE A4 R

PRI /INERBE AR , 2 W8 DR 7 S 179 7™ B 70 i 3 1 o
K —FiE M IF & , 3% EBE % 8 4 2 55 9 240
TN JEAE B E 7, H AT DN B A 5 8504 oK 15
(end stage renal disease,ESRD) A =5 Jf[H , {7
JEs—r . 124k, M IJCRIAR A J7 i 45 DN Y
PEIE . LA R R EE2E X DN R ALA T W2 R KA
T U IR 2L, 5128 F DN 462, A 1IG IR
38, DN H#% 22 A7 AE I BH 46 1 BR 2512 s A g%
LA DN R38R 2 . fRRSil 4% h 25197
ROAE AP A R i — 2D W . DRAE SR AR
BRI G Z AR IR IR I 25 295 , ™6 i ik , DA%
WA PES IE Hboe K | 4 88 20 7 5T X
G, 3T HAS RGBT Ay 30 I R A 52 30 F 5% v 1 2 IR 52
At 45 rh 245 ] A7 5ot e/ sl 4a L DN AR R, B
R IHEES Y . AW IS 16 1 L 4 25 %t DN
K EERY P T-9L, F 5 B AT R 2 A 0697 DN i
VU2 DL VD) BE UL LG B 2 40 b 24 L B AR

FHEE AL, Dl PRAC AL DN #IG ST 25 $2 it it
%ﬁﬂj(}

M5 E

1 ¥ 50 RfghemEt: SD K, 4 ~5 Ji#k,
KT 140 ~160 g, WAL EERFR 23 o 3Eft, sh
VFATHIEY : SCXK (3£)2013 -1 - 003,

2 i) Aepsmsg ORI ) AR — A
RS J AR = A P25 (1.8 gl 4%, #it5.
402300T, 24 F1Hk A 10 g) )l = (1.3 g/ 4%, #L5 .
401235T A1 Tkl 6 g) , # k(1.0 g/ 4%, 4it%5:
402044 T, M5 Tk R 10 g) , /KIE (1.5 g/ 48, 4it 5
408244T MY Tk 3 g), &5 (1.0 g/, #it5:
406498T M4 Tk A 3 g) o JEIVPIH A (0.15 g/l %%
WHETIZ5 A PR A ] it :2A368)

3 AR EE  BENR{E T & (streptozotocin,
STZ,2[E Enzo Life Sciences, #it5:07301302) ;%
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PR podocin £ sifEdiiAk (1 A 3 E Abcam A F],
ab93650) ; ik K. CD2AP £ saehi ik (1 [ 4t 5T
TR AW H ARG R/ 7], bs-0512R) ; TRIzol Rea-
gent ( Life Technologies 7 #l, #it 5: 66218 );
M-MLV & &% 558 & (32 E Invitrogen A A, L5
8213241) ; Platinum SYBR Green qPCR Super-
Mix-UDG( % [H Invitrogen /A7, 31t 5 :8213233 ) ; 51
P ( g TAEY TR BR A FD) 5 ARl 3 oy [ ™
SyMraiRl B S AR (TR E SEE A R ) 45 B A 22 B
% ( H 7 Olympus) ; GeneGeniusBOX 4> H 3§ i
& # 58 (9 [E Syngene /2] ) s Eco SLH)E & PCR
X (ZEE Nlumina A ) o

4 FYIERSr4H 50 H SD ok B e 5
1S R PR AR 1 R B PR 21 20 i 4B I . SR A
eI RHBE A /R B STZ & 1 DN K BUEE LS 3%
40 KB 28 7 = B v Mg il ek R 5 (G 7« i ik £ st
59% , ek 20% , 51 18% , B 8 3% , it N 4. 43
kcallg) 5% 4 Ji,4 JAIAREEE 12 h J5, %% 35 mg/kg
PR 5 1% STZ,72 h J5 B # ik ifi.
B, MK =16. 7 mmol/L S BE R A ST . 1 i
2 JORRAET:, 2 H R B A 545 7 DL R
¥ 36 HBURE K FR BB AL 4 S SR AL im 45 P 2 41
(TR 28 4l ) e Db, 41 12 2. 7
10 HAEMIER 4,

5 257 BRI R BROERB N 1 i fE, AR
PSR R BGH B 25 AL BSE g 2 4 2
TG 2% R R 2 1.35 gl(kg - d), I
1.08 g/(kg - d) ,#1 )k 0.9 g/(kg - d),/Ki% 0.54 g/
(kg + d), 4245 0.54 g/(kg - d), 43 255 &A1 25 T il
IR FHE Y 6. 4 £, & R UKL 56 iR il 5 e B 2
1 mLA00 mogiREHATHE H . JE WV % TN
YA 13.5 mg/(kg - d) . Z4¥HEH 2 mg/mL,
FHBEE 1R, ELEE 16 J8, [0 IE % 24 F 7 20
B LA AR FR I 2508 K o

6 ArACREE o TRERIET (0 ) BB 4
8.12 16 Ji K, A KA AR5, B ke,
FE 24 h PRI, CSR IR &5 T4 16 R KRS &
12 hJGFRE, fR 4 0.35 mLM00 g M 15 10% /K
A G IRR I, 16 3= 3 kB, A i A AR A . DR
R ERAG R R, FREE, 76 10V 1 F 5 1 v
PIR 1 mm x1 mm x1 mm KNG 3l oA B E i)
Hr, 4 CORAE, B ST BR A T BRI 23 B B o i
T FAA B, s taem s ar . PIHGH 0 15
FEI, FERARAEAE N R B B A, e A

JaE A -80 CHAKIR KA - AF, 71T Western blot
Real-Time PCR #:l

7 AR Nk

7.1 —IEN MELARREQ RS K
oA RBUE IR

7.2 24 h JREAERE &R SRER
24 h JR¥#,3 500 r/min, B.0> 10 min, B E3%, %
ELISA JE£l 24 h R EH

7.3 KEKE (body weight,BW) . ¥ & (kid-
ney weight, KW) Fil'5 i 35 % (kidney index , KI) £
W16 JAAR, PRI 4K B, 10 % 7K 45 S SRR I
Jei , WIFIE I 6B T T AL B W A, DRt 5 I
FREE, MR P A0 Kl = BUF H i (g) MK E (kg) , RS
G55

7.4 KB %3 1 KE (fasting blood glucose,
FBG) B ZhAERI >k Humalyzer 2 000 2 )
A A & ARSI 25 18 I HE FBG  LET (serum
creatinine,SCr) . Ifil. /X & % ( blood urea nitrogen,
BUN) FIJKMZ (uric acid,UA) /K-,

7.5 HHLURMAME  EAHLF FAA [EER
thlE E 24 h Jg, WK wik, H 70% .80% .90% .
95% 100 % 1Y £ BEdh BEAK U K 25 30 min, &
B RS, A A, R IR D) L R A
2 um 17 HE PAS B8, G40 T LA 21 200 Bl e
AL AT mm o x 1 mm x 1 mm, B A
4 CHR G 2. 5% I W 2 W, 1 % 1Y R [
2 h, LR 7K, 100% PSR B K 29, f0 48, )
J et R BT IER

7.6 B FzJf podocin .CD2AP & %5 F*H
Western blot ¥, B 50 mg KEF414!, % RIPA
R 2 RE I RNA 3 A Bradford &% (i 5 il
A G e E AW E . £ 30 wg AR AR
MR RS 5 5 x B e e vk B FEZE v, R
284,95 CARYE 10 min, 7 B 3E A UK P £ . B
30 pg FEMEFEERINABER L, H kAR R R
A5, 5 F R, B SR R 2 80V f kR Nl i 5 e 4 I 5
B (B2 8 Viem ) o HL UK Ykl 2 43 25 i3
PLE, SR E K, 7RI VK F AR W R & A i PYDF
R 5% e BE W5 k3 4 °C EF 01, 43 3 A Stk &R
podocin —# (1:1 000) . R Hi K CD2AP — i
(1:300) , /] TBST Uk, #F e Ja 19— Bt R b B A
TP AR (1:5 000) 1, % kG 2E 18 15 9 1R
60 min, YERE, TMB & €, BEEUE A, UL H & F1/B-
actin (YK FUE R H I EE A AR5 .
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7.7 B )& podocin .CD2AP mRNA s %
i Real-Time PCR 7%, B4l K -80 CHAFI'H
2041 30 mg, /] TRIzol 21 RNA , Jfid i NanoDrop
2 000C Al Fyfk B Je 4l B, OD260/0D280 L fH 7
1.8 ~2.0 Z[8 RNA ¥ fh, 2R Hali B 841, #& M-
MLV S % 380500 Gl B, K RNA 5% 56 B cDNA
519 ¥ %1 . B-actin I 1. 5'-CGTGCGT-GACATTA-
AAGAG-3', T Jif: 5'-TTGCCGATAGTGATGACCT-
37,77 WK FE 132 bp;podocin | #:5'-AGCGAAT-
CAGCACCTACGGACTT-3’, F i#: 5'-GGTTC-
CACTCCACCAGCCTT-CTT-3', /= #1 K Jif 200 bp;
CD2AP I i%: 5'-AGGTA GAAGAAGGCTGGTG-
GAGTG-3', T il 5'-CGGAGATGGCATAGGTGAG-
GTAGG-3', /¥ Fif 164 bp. Real-Time PCR )i
K% :SYBR Green qPCR SuperMix 5 pL, I Fiif5|
(2 wmol/L) % 1 pL,cDNA 1 pL,DEPC 7K 2 ulL.
Real-Time PCR JZ i %4 : UDG Incubation 50 C
2 min,Polymerase Activation 95 C 10 min,95 C
105,60 C 30 s,40 1HFF; 45 i i 2 55 11: 95 C
155,55 C 15 5,95 C 15 s, R/ AACt 4T
MRNA FJFHX Ik

8 ite# Ik R SPSS 19. 0 Gil#k it
PG 0T, i i B A x s 7R, #5 AL 5 o
AT IEAS RN 22 55 R 36, 195 & A5 1R 800 1 B I
R 250 AR FE R F LSD B, 4% 4R IA)AS ) W 8%
MK 24 h PREE A2 R E 200 R i A i
T 2257 I AT LU, A4 G S5 B e R AR 2 40 10
Jiik, P<0.05 WZESALI¥E L.

# R

1 BEARR—BEL  EWRHRRBOEESR

R SHREARINIE L 24 h BRE A E & L

JIGE, sz I AR , A B SR MR N o S DR RS o BT
MZIR 2B ZIRAEIR, RS ZERE, B A MR TR, I
NEREE R E IS, I, S A, R e IR DA
RII B IR, 225 T TG , AR im 45 4 F0 e DLV 3 41 4%
FPREAR A AS [ R B i . Sl f v B SE T
3 K ALBSES LA YA AT 2 H, BT
A B2 g RS & AL, S UM R8 208

2 HAKERFEE S 24 h JRE HE = g
(£1) HIEWAK BN 4.8.12.16 J§24 h
R E RIS TR (P <0.01) ; SHAIA L, (s
WAAMT VL VPIHLE 4 8 .12 .16 JH 24 h JREHE
HHWFEK(P <0.05, P <0.01) ;16 Ji K byt 2%
I AR FIE DLV AL, 22 R Gt (P <
0.05),

3 KK BW.KW HIKI i (£2) HiE
WA, BRI 4] BW B B d 5%, KI B T & (P <
0.01) ; SR LA, Al 45 2H A0 e DLV 20 B3k
TRFRZE RIS FE X (P >0.05) . fbps@E AT
DIV 22 ORG24 L (P >0.05) .

4 FUAKRFBG.BHURELE(F3) HiEw4
ks, BERIZH K B, FBG.SCr .BUN \UA 7K F-2 8] i T
= (P <0.01) ; SR K B b, A 45 21 i D
7hIAZH BUN JK P[44 (P <0.05, P <0.01),FBG,
SCr UA /K- EFHI TSI E X (P>0.05), fLi
TSR VDAL 22 R Te gt 24 L (P >0.05) .

5 HAKRBFHLURBAMAE (K1 -3) )
BT+ TE B 2R RV 45 4 335 WA , =6 4 L5 s R Lk
B/ NERTCHE R B 25 45, JL i R DL 1 R, R R TC 4 2
REAYZH R BV /INER ARG K, RV ) k3 52, % e o
JEE R A 5 AR 45 2R W DLV 4105 B e A S —
FREEDRES , n] WAL R AR /8 5, RIBAR BE b A

(mgR4 h, x+s )

20 3 n 550 J %4 %8 J %12 4 %516 A
EH 10 7.64+1.70 6.95 +1.29 6.92 +1.74 6.21=1.00 6.20 £0.97
R 9 7.18 £1.30 25.38 +6.51" 26.99 £5.94 " 28.46 +6.61" 31.25+6.34"
e SEES 10 6.96 +1.82 21.40 £4.06% 21.32+3.60%% 21.30 £4.35%42 22.34 +4.93504
JE L P3H 10 6.79 +1.07 20.96 +3.562% 22.13 £4.18%% 23.41 £5.93% 27.15 £3.68°

FE SIERARBIEE, P <0.01; SHETIA R A, 2P <0.05,44P <0. 01; 55 I v HH£H [F W e 4e, 4P <0. 05

T2 HBUKHBW.KWHKIEE (xzs)
2151 n BW(g) KW(g) Kl
EH 10 720.50 +£89.34 1.62 +0.27 0.0024 +0.0002
s 9 345.57 £89.48 1.64 +0.20 0.0050 £0.0004 *
A 4% 10 357.81 +78.66 1.65+0.18 0.0047 +0.0008
JED VD 10 326.80 +44.64 1.60 +0.24 0.0049 +0.0007

e SIEWARK, P <0.01
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FEL A5« 1R ZH R B AT L B /N BRI G 8 5 e 4 5% (X4, K 4) SIEFAE, BB R EHH
E%ﬁtﬁﬂﬁ%ﬁo BEFRIZH A B ] LIS &) 9k i@ podocin \CD2AP & [ %k K &K (P <0.01) 5
E,Ekimﬂzﬁﬁﬁm/* () SR T S DIERL S K RS i £ N A 7 T B e S [N I i E e = 22
BIA AR R WG, B/ INER LI B 8, 5888 podocin \CD2AP # I K3k K- FH 5 (P <0.01) ;

Vant. Sty

6 HMAIKKR'EF414! podocin CD2AP & %A

RSB 25 AL AN R A X I TIE L vb gl 22
FAZIFE L (P<0.05).

3 fSUKE FBG .SCr.BUN Fl UA LbE (x=s )

4151 n FBG(mmol/L) SCr(pumol/L) BUN(mmol/L) UA (pmol/L)

EH# 10 6.44 +2.45 68.98 £2.67 5.93+1.14 40.07 £14.04
A 9 23.35+1.61" 118.28 £3.08 " 32.96 +5.16* 85.50 +35.08 "
ALTGE 45 10 24.76 +3.45 112.19 +7.28 25.85+4.982% 78.43 £34.44
JEDLYbH 10 24.24 +2.12 113.02 +10.88 27.89 +4.01% 75.86 +36.05

L GIEWAEL, * P <0.01; SHAIL HEE, *P <0.05,% P <0. 01

A SHIEH 5B BRI 5 C Dy (@A e ; D A Jo DUV A A s 87 3Kk B s
B AU 4Z0E ML (HE, x400)

©

TEA HIEH 2B KL C LR ;D e I Yh R4 ; %k Frm s
2 BERRBHALULE FRBES  (PAS, x400)

\' UZ
& § E 3 %ﬁﬁjcfﬂ'%éﬂ,,\aa%*ﬁﬁfﬂm ( x20 000 >\~ &
& & $
& & \\\\ \\\\ &
R R R R R
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F4 KK podocin CD2AP B /K FIHE (xxs )

2053 n Podocin/B-actin CD2AP/B-actin
EH# 10 0.545 +0.080 0.559 +0.083
R 9 0.194 £0.021* 0.101 £0.028 *

v 10 0.408 +0.025%4 0.431 +0.042°4
JENYHE 10 0.323+0.034" 0.314 £0.252"

T HIERALES, "P <0.01; SHEMLI g, 2P <0.01; 5B
THHA e, AP <0.05

B-actin

Podocin

TE:A BIEH 41 B BRI C W LitiE 45 41;D HE

NybiEg
4 %40 KK podocin .CD2AP % ik HL KKl

7 HAKEUELZ podocin CD2AP mRNA #
k(K 5) HSIEFA K, ALY KR E AN
Podocin .CD2AP mRNA #ikiii/b> (P <0.01) ; 5
UL B, A 5 4 A DL Vb 3R 41 15 2H 2 podocin .
CD2AP mRNA %k 2 (P <0.01) ; fbitim 25 4
CD2AP mRNA Rirm TRV HA , 2 5 A 4t
(P <0.05);M4la podocin mRNA #£iAk%EF T
Gt E L (P >0.05),

£5 KKK podocin CD2AP mRNA
FKiEWE (274%%, x5 )
215 n Podocin CD2AP
EH 10 1 1
L 9 0.640 £0.036 * 0.517 =0.067 *
L% 10 0.768 £0.042° 0.811£0.03744

JENYHE 10 0.734 +0.039"° 0.761 +0.026%
Fe SIERAE, "P <0.01; SHEMZ A, 4P <0.01; 5)EN
T H#, 4P <0.05

Wi

HARAE DN 1Y 3 B 0m R FRE, 2 B 5
AT R R R . B AR E S B NERDE
b BB G, 2 A MR B A TR B/ INBR S I R A 1 s B2
SIS b B A 2 B/ INER R AT B R ) 32 A R
A NIZSLIR (slit diaphragm , SD) /528 1 /NER g
(195 I — 38 5 B, X 2 P DR 1 4 b ke 3 A A Y
A2, nephrin-CD2AP-podocin & &Y &4 i
SLFLRERY G D) RE FA 7, SR R R B /NERUE 2 DI R A 2

A

podocin & — B AR 1, 8 o7 T2 58 2L
AR RN, BA Bl F 5% R he, X
A AL L5 AT RE & $55 EE2/E R . podocin
AT Lt H C K CD2AP Wiy BOAl HAEH,
NG 4% BE 45 W K 4 Sh e 2 A R 1 T
podocin & THERNIEH L4 il SD 1Y —Fh i 2L a 4544
HE, WAPIIE LI podocin LT R I A1) B 2%
RN B BRSO S R LB & A
&, R ST 3R Y . podocin (1 22 B % 8 (G92C
V180M .R238S) 1] T-4f nephrin 7E45H) b (1% 4%, M
M PO S AN AL MR iR 1R, CD2AP J: 4
+F SD B A Rght L Yigery o —MEZEED, R EES
podocin 2 Fl SD 5 [ & EAME RSN, [Rlif ik a] 4y Hr
PR S M2 1 a-actinin-4 RAERER ™ IR
FrRE R T IEHIRE . CD2AP nl G BN MELET 3 i
it/ P B A P B AP A TR
CD2AP HEHFIRRIE DR e Al 5[k 2
BRI E REM A, SEARM A ES K
BB NER IS Y RV EAMIF ST ARGE,
CD2AP JE[H @i (CD2AP '~ ) B/ Bl £ 5 |l B ik 2
YA R SRR Iz RS KR K, IR AT ARG E
BRI 00 5 I, T S 30BN Bk AL ', CD2AP
IR A FT LA GE o 22 R T AR, 5 R A
HEAR

B /INBRE: 22 0 S B N LA il S SA BY B
I A BRI RE T K, M T, 2 ol R e
IR LRSS AR 2 I8 B I BELA | B 28 AN, e & R B
B /INBRBEAL B /N 240 B ) AR 4R AL SE B T 4%
PR 1A DN B BEANE ML, IF DLEF RN IR & . A
SCEAL R 4 25 1 E P S e e iE K IE A
B, 1207 A S A A 5 38 A K I PR S B AN R i B )
SCES e WA . I E P S AR, 25 BRAE 5E R B
8= S 1 = A 1 o G WA N7 = S 71l (1R
T AL, oo I 9 3 A8 2 el A R ) e AR A
SR HLADTE L RE 7, WU R BT Ak 1, fR A
THRE, IE 28 B W 27 44k 27> 0 SR A0 =2 2 8
H, & T4, iR 38 S T TR A L fR] BOR
AREULAL, 24 DA HWCE A, O G 2% 24 H e | K
18 ARG LLE 2Rk 4%, 5 B B, B T, 25 BRAE SR
AN W] B 2GE 25 25 TEHUBE | OGS TR 6 OR3P D e
27 T B A BT R

ASEEG 25 B R, A 2% T 25 0] DL S0
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