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T & F % om &% xan’

BE HE AEARREZERXRBEIESG TR L, FRITALAZ LN ERBRY G FRER., Ak
’]T 85X 20 A#e A ﬁﬁ% Wistar X REREKF 0 BEEMS A FELE AKLZLNE BRIIK TS

FEE(THRPHK PG 24ﬂ)&ﬁ«/iaifﬂgéﬂ(Losartan ), F417 R, 5% 14 22 A% HF
Wistar kﬁm’wb}‘#?ﬂ CF’ 2 CP A& F SRNETFTARRAANEHAR=Z LN B EIRYH[1493.4,
746.7 .373.4 mg/(kg -d)] i# Losartan WMT R AR A& (10 mg/(kg - d) ] #F,2Em

B AT RRRAMKRET, i’Jﬂ:E] 1k, F#15 Ak, m)ﬂ HE % & xR &40 K R4 £ 3h bk BE TS
AR BRIRRIRIB L F & 5N dn B I R AT K oA e B AT S IR AT R A A ‘E‘%— %‘
(plasma renin activity ,PRA) . f2 3 2 % %5k & I (angiotensin ]] JANng Il ) R E B AP BE 4 4R Ang 1T 4
A A 5T kA SRR LR B P R BR KT R R L R % % B4k X R F (real-time PCR, RT—PCR)%‘
M IR LR e Rk & 111 A %4k (angiotensin 1l receptor 1,AT,R) . s & %5k Z 112 # %4k (angioten-
sin I receptor 2,AT,R)mRNA 7K -F;Western blot ;x4 shptsa 2 AT,R.AT,R Z& Rk KT, &R
5 HFmks, RAE WM EINER R IR EIE R & R A AR, | AR @A, (I A iR & AR
w0y, MR A R 1 A i R A% (P <0.05) , 2 3% PRA % Ang Il 4%(P <0.01, P <0.05) , Mt 2a2% Ang Il
BREMAR A 23 5,AT,R mRNA &% &g & FTiH,AT,R mRNA A% & kik LA (P <0.01, P <
0.05), HREZMER, PHIK. P . SAZTHAATRERELEREHEFKE; P4 F. 57 T4 A Losartan
LSRR IR R R, P 2 & A E & Losartan 28 [ & R @Ak o, A i R @ﬁ"i J, 2 A R/ T
AR B &, f B MR FR I R B A B AL (P <0.05, P <0.01); %25+ & # & & Losartan éﬂﬁr
JE LR 22 Ang]l7J<~T-I‘ML&(P <0.01,P<0.05); %4 P& # %4 Losartan 404209 PRA g, £
FRGHFENL(P>0.05), HrEMILE,&%74 AT,R mRNA &£ik33m(P<0.01), P&+ 5
241 AT,R mRNA &k 7r3m (P <0.05) ; ¥ 2% &/ &40 % Losartan 241 AT,R & & & 7% (P <0.01,P
<0.05); ¥ P GHAETLAT, R EOELAELFAZH(P<0.05), £Lit REXKhE RIS EM, LINA
MRS R B R MEAR, T A A B R sk ) 405, R huh) T ok 5 B 3F B & & %3k & & 4 (renin-angioten-
sin system, RAS)/;;iﬁ’a%’]‘yé ABZXN B RBYTre@ st s B3 Ang Il AT, R & % ¥efath T, %
EINEEAM I R
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ABSTRACT Objective To observe the reconstruction features of adventitia in senescent rats,
and to explore the intervention mechanism of Chinese herbs (CH, extracts from Radix Ginseng, Radix
Notoginseng, and Rhizoma Chuanxiong). Methods  Totally 85 20-month senescent rats were randomly
divided into 5 groups according to body weight, i.e., the aging model group, the high dose CH group, the
middle dose CH group, the low dose CH group, the Losartan group, 17 in each group. Another 14 2-
month old Wistar rats were selected as a young group. Extracts of CH at the daily dose of 1493. 4, 746. 7,
and 373. 4 mg/kg were administered to rats in the 3 CH groups respectively by gastrogavage. Losartan
suspension at the daily dose of 10 mg/kg was administered to rats in the Losartan group by gastrogavage.
Equal volume of distilled water was administered to rats in the aging model group and the young group. All
medication was performed once daily. After 15-week intervention, morphological changes of thoracic aor-
ta were observed by HE staining. The types, distribution, and contents of vessel wall collagens were de-
termined using picric acid picrosirius red staining. The plasma renin activity (PRA), the concentration of
rennin angiotensin II (Angll ), and the content of AngIl in adventitia were detected by radioimmunoas-
say. The content of hydroxyproline (Hyp) was detected by biochemical analysis. mRNA contents and
protein expressions of angiotensin II receptor 1 (AT,R) and angiotensin I receptor 2 (AT,R) were de-
tected by real-time PCR (RT-PCR) and Western blot. Results Compared with the young group, thick-
ened adventitia, increased adventitia thickness/caliber, accumulated collagen fiber, increased area of
type I collagen, decreased area of type Il collagen, decreased type I/ 1 collagen area ratio (P <0.05),
decreased plasma PRA and Ang II (P <0.01, P <0.05), increased contents of AngIl and Hyp in adven-
titia, down-regulated mRNA and protein expressions of AT,R, and up-regulated mRNA and protein ex-
pression of AT,R could be seen in the aging model group (P <0.05). Compared with the aging model
group, morphological changes could be improved in the 3 CH groups. Adventitia thickness/caliber was re-
duced in middle and high dose CH groups, as well as the Losartan group. The area of type I collagen was
reduced and the area of type Il collagen was enlarged, type II/I collagen area ratio obviously in-
creased, contents of adventitia Hyp was obviously lowered in the high dose CH groups and the Losartan
group (P <0.05, P<0.01).Angll levels in adventitia decreased in middle and high dose CH groups and
the Losartan group (P <0.05, P <0.01). There was no statistical difference in PAR among all groups (P >
0.05). Compared with the aging model group, mRNA expression of AT,R all increased in each treatment
group (P <0.01); mRNA expression of AT,R also increased in middle and high dose CH groups (P <
0.05). Protein expression of AT,R increased in the high dose CH group and the Losartan group (P <
0.01, P<0.05); protein expression of AT,R also increased in middle and high dose CH groups (P <
0.05). Conclusions  Adventitia remodeling occurred in aged rats, manifested as thickened adventitia
and accumulated collagens, disordered ratios of collagen I and II. Its mechanism might be possibly as-
sociated with aactivation of renin-angiotensin system (RAS). Extracts from Radix Ginseng, Radix Notog
inseng, and Rhizoma Chuanxiong could improve adventitial remodeling possibly by interfering multi-tar-
gets, such as AnglIl and AT,R, thereby delaying vascular aging.

KEYWORDS vascular aging; adventitia; Radix Ginseng extract; extracts of ginseng, Radix Notog
inseng, and Rhizoma Chuanxiong ; tonifying qi and activating blood

b5 2 At S n LR, B AR R EN D Gk, U] 48 8 2 B R 15 2 B30 A Ji R 1) ) AL
X AR, A S B, R E CmEAZE, KA ZE ("A man is as old as
HEANRN DAL RS, e E 60 % UL ERYEAE AN his arteries") , . A1E 300 ZAERT, A 1A I
HEikg 7. 18 2, B8 A H BH1 13.26% , it 2] sehiie” Z R B4 K65 W - V5505 i (Thomas
2037 4, R EEWBL N KT 4 2, 2kt 4E Sydenham, 1624—1689) , fi HA 96 2l ) 1A 1 1M 45
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AR EM R, X — il 2 HIE O g B2
WFFIESE BT UE S

I % (vascular aging) , BIFERG S , 1L R 450
R WS KGRI T BE ) R A AR, FR3N ai AE (EAE EE
S U R RD S kA RESG R . ST R B MG S
S0 a5 R A A E— 25 S LA A BT Rg Y 3R
L, RV AT AR PRSI 975 IR 56 s s PR 3%
BRGNP EOMLA R s I RE
—ANHES A 700 S22 AR ZE A, JULPE R0 S8 O v 3l Bk g 7
BE [ N T AU 43 SR P RS BB R A i A5 A1 RS 445
FIE A G 2R AR SRS SR VR, hi HL
BRI Z— N ZI— G B DI RE g — A, 2 I 4 s A i
W 2587, 2 REE, 5w iE 3 Kok A il
b M A

HP S 24 1 B 9% 3 T ELAT S 3G THTE RN I
KRGS . BRAEFFEIESE, A 2 E MAE A S =
ENE SR ELA ARS8 1A PN R A0 RS-V LA i
EWPER AR AT AR 55 R A B 9K R R4 (renin
angiotensin system,RAS) #3178 | A #F5E LAl
EHME YIRS B S AR B YR | 2
WF IS TR 1 AR S R, B3] o P 24 4 % 1 4
ZHIEH

MH57I %

1 3 20 H @R HEN: B 28 %% Wistar K
85 H, fERMEMEF R (2 )14 K, 3k
TS, AL st 4R A e S S M B PR Al 4R 4L,
ShPVF AT IES : SCXK (3%)2006 -0009., fT A 3h4)
3T SPF ¥ b; .

2 W AZ =L IEERY (BT 4 &5
PN T : N2, Radix Ginseng , /7 #b : 75 AR HA 5
= ,Radix Notoginseng, 7 #b: = Fi; )I| % ,Rhizo-
ma Chuanxiong,7=#i: PUJI|) . 2 ERL2= B
WFFE T BRI 9 51 S , A (O [ 24 ) 2005
AERSPRIE o T FH ERE LA 28 488 K 7 o8 R 07 3 82 245 905 5
UIHE R (50 mg/k AT BRI AR il 254 BRA /AR 7,
5 . Lot No.H20030654 ) , {fi FH B lF 1, #8 75 V5 i T
ZENRK b i A AU I R TR R

3 R AR IR & (M AR Y TR
BTN 20 17 it 2 B 3 3% ek S 9 8 43 2 8 I
L1 K 2 T e S M 2 A (b A
B EARDFFET) s PCR 514 LA K5k E 11 B
& (angiotensin Il receptor 1,AT,R) , M4 %5k K I
2 JU %1k (angiotensin Il receptor 2,AT,R);AT,R

/BRI e BE BT AR K AT,R He 5 g B BT & (Abcam,
UK) ;AT,R /MR 58 FE BT (Abcam , UK, Cat No:
ab9391,Lot No: GR55675 -4 ) ; AT,R % F7i et
& ( Abcam, UK, Cat No: ab92445, Lot No:
GR20429 -3),

4 s sy 85 H 20 AW KRR E 4
25 BN R 5 B NS =L SR
AL CRFR 2% SRl 4 M Losartan 41, %
HAT K, Jklc14 22 A KECAEFEA. hHm.
o AL A 4 TSR S A S =L E LY
[1493.4 746.7 .373.4 mg/(kg - d) 1,23 B4R T
N2 2 1.0.5 £%, Losartan 4145 T Vb AR
B0 mg/(kg - d) |, ERAMEFFHL T [FAEFRE
WK, BHBHEE %525, H 1 W, L1715 F,

5  WELHER LA I 7 v

5.1 MFEIMEEEUWEE 42515 FE At
S, I, 52 3 53 B M 32 Sl Bk R B (Y =Bk s Bk
SERMBALA LA ) A FRER /K wh g ML 38 PN AR A7 1L, U8
U T BCE S L1305 0 ~3 mm AL 4 ,10% ik
B PAE R ARV TR E G 24 h, BB K B R
AVBE S, IO IR A E A 8 R, R 5 wm,
BBk 0 3% 220 e A BEAILE 6 A 10058 26 43l ik A T
HE JL A IRIR R IE LT YL 1

HE Jefa . U AR Ui A — H 2K T RS L35 /K H O
I Harris Jh AR R Y0, 1% ThIR 2Bk, ik, 2
[LE2R A P N v <IN R 0 2 S = B
22 WA TSR LA RETE 45 NIS Elements 3. 2 El{%
3T R el i S B K IR R B A AR

PRI KRR LL Y 8 U) R AR — % i
K 5 K BB, 0.1 % 35 IR R R AR MR 41 YL il 4L
90 minj5 £ gL I8 /K EE R B IT 6 KL K L3z B
R o W AIROGEE T LSS 32 30 ik A B R Dt
%5 K/ 4ii ,NIS Elements 3. 2 K73 HT R 400 & 5
T,

5.2 I3 K1 (plasma renin activity,
PRA) . Ifil 3% 1fi 45 % 5K % 11 ( Angiotensin [ ,Ang I )
WL e ARIEZH A Ang TT e BEA I IR AR AR A IR
Fshlk,1 000 r/min, &.00 5 min, UMK . FMERR
ABCEBCES K D5 6 mm =08 ULA K 355 L4, B
M a DAIRBFES 35 /N0 B 0G5 /N I AE, B3 o0 BT R
Sy B M S R AR BULL (A 40 AR K =1 gt
99 mL) KAl ZUBT RIS N 4 °CHEFRER K, IR L e 45
B9 % I ZHE 59K, B B.0AL,2 000 r/min,
15 min, B EIE . S42R TR 9092 20 Birid 42 Bl ) &
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VI E o
5.3 SMEHLURIHZAR =& H0.25 mL
1% MRS (kR B #ad0m & 3], R L6
P E
5.4 SMEAL AT,R . AT,R mRNA KHEHKE
SN 73 R L, SR F RT-gPCR 230 52 A1 ik 4]
41 AT,R .AT,R mRNA /K, A& EEAR R H 3L H 1)
Ct i - B MFEARNE RILH (GAPDH) (1) Ct fi, 1%
#| A Ct; 1 A Ct - XHHRALAYIME , 155 - AACt. KA
2 MO RS ANREAR B R R kA, RA
Western blotting ¥ & AT,R.AT,R & H &£k,
N FH PP X 48 B 42 1 B 1 Sty BE4T K BE 43 #T
R MEARNEANRLLZL, PCR 5IYF5]
WA,

F1 HBENGIYFS)

6 SiitsFrik KA SPSS 13.0 B4t T4
TR THEORILL x 25 FR, 4L 1] HO R i B A
RIr2mhr, dLm Wt SR A g Kigi, P <0.05 4
ZERHGIFE X,

# R

1 BUERM—BIE AARRREIER, 74
R RB R EFCH , AL AL, Guin, 173
R, SO R R A R BB R B AR M i, (5
B, AT SRS IR %, JUHAS R 2 K BB A AR AR  TE Ok
PO R AT SR % . FUEERRIA T
YE, BRI T 8 S S B SN o

2 RUKREMEIES IS (K2, K1.2)
HE G a2l Rl UL, 8 20 R RN IR S 39 J5, J 27 4k
2RI LR, HESNZEAL 5 Hp TR R SF-3 L AR B HE 51
L, AT L YEZ B R . T AR NIRRT,

514 Sl . , v s o
P gl (bp) LER R AT AE AR H il b, HESTARIN] 5 o JE s
ATR  Fiff:5'- CATCACCATCTGCATAGCG -3’ 143 SN AEZARSA Ty, P LA HESI R . Losar-
Fi:5' - TCGTAGACAGGCTTGAGTGG -3’ tan 41N TG 0 5L | S5 M) SR | R AT 4E 40 i gk H il
AT,R Lii#:5' - CCCTTCCATGTTCTGACCTT -3’ 128 T o T 5 379 4 e o H
Fii#:5' - ACACAGCTGTTGGTGAATCC -3' i ,ﬁFﬁJfA)\J, q‘jﬂ%ﬂiﬂi HJ:’:F(%HJL’H}HE HAAD]
GAPDH  ['jit:5' - CAACTCCCTCAAGATTGTCAGCAA -3' 128 B, YR H $2 B HEFRCHI] , Hhgh e o AR
T 5' - GECATGGACTGTGGTCATGA -3 HEALSMG 1 S2.085E S et e, MUSF AR A0 I
F2 HAMBEIMNEERE SRMELREIRLE  (xxs)
259 n HMEJERE (pm) HAR(um) SMEIREAER TR (mm?)  MARE(mm?) IR T R JE
FAE 3 71.28 £12.12 814.23 £14.01 0.06 +0.00 0.09 0.01 0.09 +0.01 0.98 +0.01
¥ 3 126.24 +10.32* 1045.54 +23.90* 0.12 +0.01°* 0.1920.01* 0.07 +0.02* 0.45+0.05*
o 2 e 79 o 3 80.18 +11.09% 1171.46 £15.22”  0.07 =£0.02°> 0.17 £0.02% 0.15+0.01% 0.88 +0.03%%
R 3 102.59 £9.45% 1279.41+16.36° 0.08 +0.00% 0.19 +0.01 0.15+0.01 0.81+0.04%
LREZT (1971 3 110.28 +8.63% 1199.74 £45.04* 0.10 £0.03 0.18 0. 01 0.13 +0.02 0.61 +0.02
Losartan 3 78.37 +13.41 1 153.94 +98.33 0.07 +0.002 0.17 +0.01% 0.16 +0.01%% 0.96 +0.01%%

e SEEG R, P <0.05; 532414, 4P <0.05,4%P <0.01

(T4

ol gy

v N !
i

TE:A WHEAEL;B AR C P2y Rl EAL; D P 2y sl 4L E Dy P2y in 4l F o

Losartan ZH ;i k7 sGET 4R A0 A4, HES 2L

B1 #HHARBMESES  (HE Je@, x200)
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VE A WAL B AL C 2
Losartan £1; 1 kon T RIS 8 GRT o TR e
B2 AR 3 s o oA (iR IR B LT G 65, x200)

o HEF BRI 5 e R I B S8 1 SR - T UL G A A
W1, 20 AR B 20 TR HEZ BN . R R 53 b
RYI A A AMEIE R 1R, 4 R B8, 5 EFA
B, AR B AR SRR B A A B ARG n
(P <0.05) ; SHAAL L, v 2 i | rp ) o 4H A S
FE AR AR S AR LR A8/ (P <0.05) ,
IR MBI RIS (P <0.05) , {HAME R
EER R ER G2 E (P >0.05),

T IRER RARE LT e 55 S m] WL, K B 3= 20 ik B
JRE S oA A LA AR s (1) JE i 322850 A T Il 8 AP e
Kiarh T AR, T A & 2 X 2 5, s
S AR M, S 20 iR 1 (B B e AR T 7Y i Dt
B A CR NN E DV i - S W
(2) AR T AF 2, 3 28 K BRUAI S ) e i 4 A1 e T3k
%o R TENZR ST HT 2 5o %t BT %) J A ThD AR S b 19
175 Hr, 2R Bos  SEAFA R, w24 T A m
giaes )| I || RV N AV R e || B N T AV R
T (P <0.05) ; 53 B4 AL, 2t i 41 m
Losartan ZH 1 #9Ji5 Jt e AR /b, T 289 e Jit e AL T Y
JEE BT AR 1 B T AR T e, 22 A it s (P <
0.05,P<0.01),

3 FARRUMLIK PRA (M3 ML SMEE Ang 1T &
MR EAR TR (£ 3.4) SHEFEALE, 2
MK PRA KFREIL(P <0.01) s A 4%
el M Losartan 48] PRA i, 22 55 LG
X(P>0.05), SEFALLE, w4 MK Ang I 1K
JEWAK(P <0.05) ; Sl ik, el il s 4
K Losartan ZH1M3% Ang Il {44 & (P <0.05,P <
0.01) ;s 2554 Ang IT ¥ B B v B S5 A

IHEAL;D Jgrp 2yl Al E b 25 IR AL F o

Fe#s, ZE5Jegeih E L(P >0.05) .

SR, AL A SN2 Ang T I 7%
iR & B A& (P <0.01) . S gd i, b
25m R4 Losartan ZHAMRZHZ Ang 1T & &
@ EML (P <0.05, P <0.01), Hzjm#l & &
Losartan 41 £ fifi Z 2 & it W W I (P <0.05, P <
0.01).

R3 HHIMmMF PRA K& Ang IHEFEE (X +s)

215 n PRA (ng/mL) Ang Il (pg/mL)
FHAE 14 9.42 +2.55 286.75 £123.57
wE 9 6.81+3.26"" 124.16 +95.43 "
rp 2 e ) 8 6.92 +1.98 323.36 +173.072%
rpl ) 9 6.13 £3.42 291.15 £116.75%
eh 25 (%70 11 5.25+1.25 146.70 +130.88
Losartan 10 6.17 +1.43 482.71 £191.35%%

T SHEELIE, P <0.05, %" P <0.01; S 2, AP <
0.05,%4%4P <0.01

F4 KAMBEIME Ang Il REMER G K (xxs)
Y2 A i A B
21531 n Angll (g /g pro) iﬂii%;ﬁ
HAE 5 391.27 +72.83 24.10 +8.52
T 5 601.24 +201.35**  63.86 +6.87 "
rh 2 A 5 389.86 +59.04%*  39.76 +10.08%
2k ) 5 407.13 £124.40%  54.22 +21.30
ERETY (51 s 5 499.08 +65.15 56.63 +25.06
Losartan 5 292.46 +61.65°2  33.73+12.492%

TE SR RS, * P <0.01; 5384 A, “P <0.05, 24P <0.01

4 RARKMEIMEAT, R AT,R mRNA ik
KPR (F£E) SHEFA R, w24 AT,R mR-
NA 7K F % ik, AT,R mRNA 7K F# i (% P <
0.01); 5 Ed i, fr2h 458t 4 & Losartan 4
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AT,R mRNA 7KFHm (P <0.01) . el it
4] AT,R mRNA /KF7R¥gEm (P <0.01, P <0.05);
H 2G40 F Losartan 41 AT,R mRNA /K F- 5%
LY R, 2R G E X (P>0.05),

x5 KAKEBIMEIMNEAT,R.AT,R mRNA
RIFKFE  (xxs)

A n AT,R AT,R
HAE 5 1.25+0.16 1.24 £0.19
B 5 0.32+0.03" 2.97 £0.18*
rh 2t 7 5 0.82+0.10%% 3.43+0.23%
2k i 5 0.71+0.06%% 3.13 £0.42°%
Fh 24 IR 5 0.57 +0.042% 2.81+0.29
Losartan 5 1.05+0.092% 2.77 +0.36

T STFAELLELE, * P <0.01; 558841 1eEs, 2P <0.05,44P <0. 01

5 HAHKRBULEIMNEAT,R.AT,R HHELK
FrA(FK6,K3) SEFLIE, mE4 AT,R&E
RS AT,R ERRBRETHE (3 P <0.01) ;
L i, b2y E i ) Losartan 41 AT,R
32K FHE (P <0.05, P <0.01) , Hh 2 i #
B AT,R EARBEW BN, ZRE5I¥E X
(P <0.05),

®6 SAKRKIMAEINEAT,RAT,R EH
TR HE (x£s)

4151 n AT,R#EH AT,REH
HAE 5 1.11+0.23 0.15+0.03
T 5 0.38+0.06" 0.67 +£0.20 "
rp 24 e 75 5 0.58 +0.08" 0.97 £0.03%
rh 2l el 5 0.53 +0.08 0.82+0.04%
rh 24 IR 5 0.48 +0.09 0.61 +0.02
Losartan 5 0.78 +0.124% 0.64 +0.19

TS HARALIEL, TP <0.01; 53841 104K, °P <0.05, %P <0.01

A B C D E F

ATR | — . . 40 kD
ATR e . S S . - { (D)
GAPDH A : D

1A NHAEA;B 324 ;C W Losartan 41;D Jy gy
AL S E 2ROl 5 F O 2 R 2
E 3 AURRIMLEIME AT, R AT, R & 3k i k&l

i

i

ABIRFELE AR, 32 KRR 1 Hh BUE 25 A0
LR R TR, NS =L N5 e B Hof st
SMBEE RS ROAE T ILAS FE A SRR LA 2 FE A, e AL
AR R E GNP AR, ML DA 36 1 A4 P

AR AS AT S A (25 K R RE A ks 2 0 44 3
SRAE E R B AN AL A 1 A A BT 80 0 25 A
PRV AR B A 35 LV L 3l bk ol R R AL 25800 1
PR T B A B A T LR RS R E W E
TRHLE 2 — "0 Wk, AR I A E A A £
FHAS BB , HR R A« (1) S R0 3R 2 g |
A ANBEEAL 15 (2) ANBER A PR R A R
S T, ST I TR A, A 52 5 R 1 R
B 5% T REA 5 o A PR B A ) 0 5 R 2
CESET,RMAERGR SRR RS s
RIR, BE L SN L B A U 252 ks, B A1 i
1, FEBU A SN S8 5 | ST i A Mg A, HES 25 L,
Ay £ 2 T O L R A | A
2 SRR SN S A B e ST 2 S A, LK
HEFIZEHL o T o 245 4% 700 2L A1 TG ) S 4 JBE , 44 s
S AT Ak A0 MR 0, HES BRI, £ 4T 25 5
LT HEBAE . T2 R AN R AR
AR B A% P B/ TR ZE 3R A =L 1
2 PRI Al O R S LA SN IR A, UE T 4E 8
B

5 7 B D L A A LA 2 X A, R
TREER A3 0 78 A, DRI 35 T 5 0 s B ko1
T2 SR A ML A R 5 B Ay, T T 2 e R i A
F I R T o T2 S AR A, Sl
T RE AR I AT O, T  Je JE ke e S 2T 4 38 P, 5 1M
BT A 5T e R R A T /T i E
L P A 45 T S L6 £ 26 9 o PR P . BT E R,
FR I R T R I ) 4 3 L S L T 1) A% 0
Hfpz 92 ARSI A R B K R A A
I ke L T IO 25 J5 L 091 e B A Ak, LA B
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