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W E B0 AR 2 B R AR KR 0 AR R B AR, S S IE R B R SRR Rk, 7k 80 RAEE R R B
A R AR IR A B G, SR MR E 444 MR & 35 mg/kg S 2 AUHE kR K SRR, 5 IR 10 ROK A A B4, AR s AR A
KATEAS A = F AN (FAPERT R, 0.2 g/kg) BER 20 (SFARAR RAG K ) An ik AR & P K 2 20(14.0.7.0.3.5 g/kg) , 41 10
R, SRR AH2RAE, KA A B I AN T ALK R W AR SRR BRI S R R R R R AR R f R AR R
JA i % Fe - A8k KRR (RT-PCR) 42 &2 K RMRAR 2R 272 ¥ c-Jun Bk K 3% 308 (INK) & & 3088 B(Akt) Fo ik B & KR4 1
(IRS-1)mRNA #_ik 7K - ; Western blot 4] &40 K R M AL F INK Akt IRS-1 & G 09 BB AL, 45 R . 55 20048 A2
28K R E M A AR 22 F INK mRNA #9 £ ik K P Fo INK L IRS-1 B & 69 B 82 AL A2 5 39 2 39 % (P<0.05 %, P<0.01) , s 7% ik
5% 4% Akt mRNA . IRS-1 mRNA #) ik K Fo Akt B @ 89 BB ACAR £ 3 B F AR (P<0.01); 5 AEA LA pb A%, — 7 SUIRA o i
Bk E PR EAR AT Y B F K (P<0.05), —FRINA A EA S H TAR R FRE T4 R E15(P<
0.01), = ¥ SUINL Fo 328 AR &) B 40 K R MR 28 27 F INK mRNA 64 & i K 7 3 8 3 1% (P<<0.01) ., Akt mRNA . IRS-1 mRNA #9
FaR KT R FH 5 (P<0.01) s = W UL An i AR 3 70 & 20 K K49 INK IRS-1 & & ¢ B B2 AL A2 39 B 4K (P<<0.01) Akt
B ORI BEA G (P<0.01). £k B A LA R B e BAEAE A, LA R ALh) 5 AR B 28 4%  INK 4= IRS-1 & & #
BRALAR Ao It & Akt G B IR ALAR LA %

KEER AR 2 AR R s KR R By s c-Jun BUR RS I B G B W By 0 R 15 S s VE R AL

Study on Hypoglycemic Effect and Mechanism of Zicui Yin on Type Il Diabetic Rats

LIU Xinxin"*, BAI Ru’,NIU Wenying", WANG Chengxiang' (1.School of Basic Medicine, Guangxi University of
TCM, Nanning 530000, China; 2.College of Graduate, Heilongjiang University of TCM, Harbin 150040,
China)

ABSTRACT OBJECTIVE: To study the hypoglycemic effect and mechanism of Zicui yin on type Il diabetic rats, and to
provide theoretic basis for clinical application. METHODS: Eighty male rats were fed with high fat/sugar diet for 4 weeks, and
then given intraperitoneal injected with streptozotocin (35 mg/kg) to induce type 2 diabetic model. Other 10 rats were included in
normal group. Model rats were randomly divided into metformin group (positive control, 0.2 g/kg), model group (constant volume
of distilled water) , Zicui yin high-dose, medium-dose, low-dose groups (14.0, 7.0, 3.5 g/kg), with 10 rats in each group. After 2
weeks of continuous intragastic administration, the fasting blood glucose of rats in each group was measured by automatic blood
glucose meter. The serum insulin level was determined by ELISA. mRNA expression of JNK, Akt and IRS-1 were detected by
RT-PCR; The phosphorylation of JNK, Akt and IRS-1 proteins in the pancreatic tissue of rats in each group was detected by
Western blot method. RESULTS: Compared with normal group, the fasting blood glucose, mRNA expression of JNK, The
phosphorylation of JNK and IRS-1 proteins in the pancreatic tissue of the model group were significantly increased (P<<0.05 or P<<
0.01), while the serum insulin content, mRNA expression of Akt and IRS-1, the phosphorylation of Akt protein were significantly
decreased (P<<0.01). Compared with model group, the fasting blood glucose of rats in metformin group and Zicui yin high-dose
and middle-dose groups decreased significantly (P<<0.05), the serum insulin content of rats in both metformin group and Zicui yin
high-dose group increased significantly (P<<0.01), and mRNA expression of JNK in pancreatic tissue of rats in metformin group
and Zicui yin groups decreased significantly (P<<0.01), while mRNA expression of Akt and IRS-1 increased significantly (P<<
0.01). The phosphorylation of JNK and IRS-1 proteins in

metformin group and Zicui yin high-dose group decreased

A FERIUH - [ [ ARRLA AR BT H (No.81703981) ;2017 4
L AHITIS 2564 5 H (No.2017BS015)

s RUL AT A o RS 1) DT R A R L7 RO o LI
0451-82193425, E-mail:271029578@qq.com

SR AN L. BISCr T« AT S 2 CONCLUSIONS: Zicui yin can significantly reduce blood
JEHRl, HE:0771-14733794, E-mail: 717791061@qq.com glucose level, the mechanism of which may be related to

significantly (P<<0.01) , while the phosphorylation of
Akt protein were increased significantly (P<<0.01).

- 2968 - China Pharmacy 2019 Vol. 30 No. 21 tPEZIP 2019458 30 4555 21



decreasing the phosphorylation of JNK and IRS-1 proteins and increasing the phosphorylation of Akt proteins in pancreatic islets.
KEYWORDS Zicui yin; Type Il diabetes; Rat; Insulin; JNK; Akt; IRS-1; Blood glucose; Mechanism

Wi S — A8 VA B , LA AR AR i 1K
WFEEEL 02 2 W AT T i R FEARRRAE W R
P A BRI A A B9 5 R A WA J2 DA R B 3 I UM T
ok RO Jl oo MW 205 PR T s B 2017 A7 HE LB B e
ARG, 5 2017 AEAH L, T3 2045 4F | A ERE IR H
FHG IR 35% e A 2 RUME IR B9 &0 HIL R i A BH
1, 22 S bR B 5 25 AR RN B 5 B 2 1 2 B R 15 5 |
AR, B B AT 2 BOBH PRI &9 I LG 2 —,
I I 25 TG A Ak Y 2 2 4 AR B % ) A
B — PP PR

c-Jun 24, 3L R U 184 i (c-Jun N-terminal kinase, JINK)
JE T L2 B0 W 4 i Hp 22 245005 16 3 O (MAPK) {5
T B, B TR S R VR BER AR 1
21 DXL R 25 1 7 R YA ) TNIK 3R R JiR I 200 e
DAY A 2 T 2 186 T M 5 A B 0 O 1, BELRS MR 5 2R 5 B
5, P R B A A B, B S B B AT, AT
SZ R ML X 46 28 AW SR A FE . INK {5 538 i Ak T
OGRS, RERE RIS = A2 AR 1(IRS-1) g2
PR T T P 6 2 , P TR S-1 Bl R Ak, AT 41l IRS-1 |
) T 2 R ik 5 7 IS B (Akt) R R 254 ikl
Akt 3G , S BURS R A5 5 B0, P 2R
TR 250 P SR T 1 R DR B S AR i BRI, 0 TN
PRI T I &5 4 B ) RE B AT D 3P AR

XU RRAE 24 2 1 IR T dee b i FR R 2, K
HA N FH B B B 2 1 K mIVE R il 7 R Y, %
SR 2 IR, BA A B RO R R IR TT
Wi R T, HoA —E MRCRY . T (A
A AR BT A BB AR RO VR A ik i (s
R PSPFY, BRI IE R 2R T s B
RACK CEAR HORE 35 Ry 2% 2 BUBR PR G A 5t
SR 2 BOBH PRI S5 A —E IRYTAE T 1 ARG 23
WS B, TRE R 7 RE RS 2 R B 78 R B A 1) e
B BT, A Y R T 2 RUBE PR R TR K
B, FF 5 18 BAE R R L AR % TV R LA AL, A
SRR R BT VA W DR s B L P SE R AR AR -

1 #y
1.1 {88

UV-160PC 45 74356 6 B2 (H 4% Shimadzu A ] )
NANO 2000 28403 0% B 11 (3 8 Thermo /4 F] ) 5 AC-
CU-CHEK %' FG R A | 5804 56 I A At (i ] 2
A2 WA B W] ) s H-2050R #7534 ¥4 5 25O ML I R IR
S AN AR T A PR F) ) s Exicycler 96 28 a8 it KA
% = 50 (PCR) Y (4[] Bioneer 22 1)) ; WD-9413B
15 R G0 (ALt /S —AER ) s ELX-800 B AR A3 (32 [
Biotek 7] ) o

HEZED; 2019455 30 B4 21

1.2 Zam5ikH

AR A M A2 LI B TR R R 2y
KA R — BE e, 2 SR VT P B 2 K2 1 W 2 2
FE R B s AR TR ARG B TG R T A B A S
5 #h R — WU - (R A SE A K25, 5.
8066462, MLA% : 0.5 g) ; [k & F 12U & (Jb nt ik A= v Bt
F A PR L 45 1 201810) 3 RNase g #1177 (41t 5
RP5602) . &t RNA £ a7 & (#t %5 : RP1001) | Super
M-MLV 3% 5% 5t i i 57) & (It 5 . PR6502) #4 H AL 5t
i A B AR B w5 b AR R 4 - R TR s T
HE HL UK (SDS-PAGE ) ffil #5171 & (41t : WLAO013) (3R
MR F & (5 : WLA019) \BCA & 1 & ik H &
(b5 : WLA004) | =i fb i R bR & (it : WLA003) |
INK — 4t (5 : WL01295) | B2 1k INK (p-INK) — 4T
(#t%5 : WLO01813) . Akt —#T (L5 : WL0003b) . B i 1t
Akt (p-Akt) — Pt (L5 : WLp001a) \IRS-1 —Hi (it 5 .
WL03123) | Il EHT e —ht (5 : WLA023) B-HLsh &
(B-actin) Fi & (5. WL01845) $4 [ 2k BH 7 2 4= MRk
FoAT PR W ; B AR AL IRS-1 (p-IRS-1) — Pt (35 [# CST Bt
H A B F] L S :2385s) .

1.3 ¥

SPF 2 SD K [ 90 H, {45 & 200~220 g, W F /K
R 2E SR S ol i A = VR E S - SCXK
(F)2016-001, 356 8P 35 858  WE N 20~22 °C,
AEXT R E R 50% ~65% o AWFFE AL BIBTTH R 25 K2
SEIS S PRZE DS HE BT F s A A B PR
A KB TFa S R
2 AEELER
2.1 EREIRHIEIE

P E B 15 g, A 50 g, A= 1124550 g, INZRBE 15 ¢
PUBRZ5 81 i A F) 1075 1K FF R 0.5 h s, B 29K,
A HOKR, 25048 £ 8 W E R 0.7 g¢/mL, T4 C
A5 . BUB IR 15 g S5 A I A 20, T R0 v
S, B B AR I R4 1 mL 253 A 0.07 g, 1R
51,45
2.2 2BIERFEE K RAH &

B 90 AR, @ R PE R 37 1 RS, BEALIER 10 HAE
RIEH AL, B85 L A TR ARR IR, A ok, H
AR AT o = I R (67 % K B 4EFRA R +10 % 5%
THI+20 % FEME+2.5 % A [E i2+0.5 % IR R4 , %5 B, B
MK, HFE ARG, BRIESE AR RN, Ha KRS A
ARK 12 h, BRI IR T 5 1% B IRAK TR 3R 5 T (STZ) 35
mg/kg " TERL, A TIES STZ 3.7 dJ AR AR AS K it
(218 h), BRI Bm M e 25 I MEL . 24 2 YR 25 IR I b
¥R T >11.1 mmol/L i, FRIHEBIRL T . g A sE
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B ALE 50 HAFA BRI R R .
2.3 TN HBEE%R

P RE R Y 50 HR B, # MBI AR 5T 5 Bl AL 3
5 AL R s o IR (14.0.7.0.3.5 g/kg, AR I
PR 4.2 IR A5 ) 41 L HOBUIRCRH M X B
0.2 g/kg ARl R FH A 4 545 ) 4 AN AU 2, B4 10
Ho BERYZE FNE 7 4R RS T SR AR R R K, E 1 ARFR
¥ 20 mL/kg, TR G2 1IR  iESREE 4525 2 .
24 FJBAKXBREREMNE

FHH F PRI 2 45 41K BRAE R 2o M gh 2 1R (2 A
Je Ao AR A L o
2.5 FHEKXRMIBLINE

KRG G, SHARREEEATKIR (L8 h), 2
QUL , T FH WA 2 45 2H K B s T W {1
26 BAKXKBRMBEERBESEHNE

YRHEE IR R RS 8 h, I VRS 10% K & SR
4 mL/kg RIS, 18 3= sl IR , 43500 F I 2R Al e vl
L E4 CF 2 500 r/min .0 15 min, B F)Z f3E A 1.5
mL B0, —80 CUKFIIRAE, T o W URAF 0 IR i
VRJT , PR 2 W FFF CELIS A ) 2461 4% 28 A Bl IffL 775 J
2.7 HHEKXREERALFH INK, Akt IRS-1 mRNA HJ
E

FELLEC6 HR R A R AR 44, o 5 354 100 mg, 43
A B B S A AR i BE S RNA RO 6 19 058
D7k BB 2 R SRR L2 RNA . SR BT
S RNA YEA TR i s F v, 45 3 H I 9 cDNA, B L eD-
NA AR, JE1 7438 AR g i AR P AR 5G]
BRI . PCR N 251 :95 °C 1 min; 95 °C 10 s,
60 °C 30's,72 °C 30 s, JL 40 MEFR . FHE 27 A e i
i H IR 5 NS I AT SRR K . 5197
IR 1,

=1 s5|¥F35|
Tab 1 Primer sequence

A J#51(5'-3') SIKE by UK bp
INK Fii#5 14 GATTTGGAGGAGCGAACTAA 2 161
INK i) CTGCTGTCTGTATCCGAGGC 2

Ake L4 TTTATTGGCTACAAGGAACG 2 215
Akt TS 1) ACAGTCTGAATGGCGGTGGT 2

IRS-1 i 4 ACCCAAGGGCTTAGGTCAGA 2 20
IRS-1 M4 CCACCACGGAGTCATCCACT 2

fractin LS4 GGAGATTACTGCCCTGGCTCCTAGC 25 155
Practin T GGOCGGACTCATCGTACTCCTGCTT 2

2.8 Western blot 7% # il % 20 X 55 BB PR 2H 22 Fh INK |
Akt IRS-1 EA R EBERU EEHFRILKF

U3 HOR BB IR 4141, 44y 150 mg, 43
ST mL 2400, AR EE SR AR IN R SI R vk
R 30 min, L 5E 424, 4 °C 12 000 r/min 0> 15
min, $E B F 35, 5 F BCA il @ & A ik . SDS-
PAGE Bt it L Uk 43 25 H i 85 11 INK , Akt IRS-1, K Hi 9k
YRR AR RINC I |, FH 59 it P s 28 i 4t
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P30 min & , 73 75 A2 INK . Akt . IRS-1.p-JNK . p-Akt ,
p-IRS-1 (il — i WL (1:500) 1,4 CHEF . K
H, TBST e/ 3 ¥k, BHK 5 min, —HiH B (1:500) =
I E 2 h )5, TBSTIEUE 3 4K, B:K 5 min. K NC B
BT AR O b, Y5085 500 nL AO6IEGR], T
B LG A P RE S SN 3 min, FRURMEE G . FHBERS
AR R G AT IKBES3HT , f-actin EFA N NSEH . HH
WEIR L AR B LA IR AU 2R M 45 K B A S5 AR W R fL 25 1
S IR BEAE I L FRoR 2,
29 HtEFE

K HISPSS 16.0 HATEURAL I, BRI LA x £ s 0K,
K FHERL IR 285 22 53 B it A7 Z2 410 LU 5 SR ] LSD-¢ K
HEATH 1] 9 LA s DL P<<0.05 R 2Z A S Y.
3 R
3.1 FHFHEAREREWMNELER

SR, 5 IE R 2 b B2 S 45 2 A K R
IR B E R (P<0.01) ;4525 )5, SIS RIZH o5,
W TRE R e ) et 2H K U BT s G i, H 28 S e 122 2
(P>0.05), 220K BT I A e 25 R L3R 2.

*2 BHAXBEREHNELSER (x+s5,n=10)
Tab 2 Determination of body weight in rats of each

group(x+s,n=10)

3 T B — Ibid ¢ ,
L] BRI il

E#4 463.70£25.87 49193+29.18 513.76£33.62
fRA 409.98+31.59° 41435+35.10 4138543443
A 02 40037+4095° 40591 +47.06 410.76+50.10
WHRERRL 140 429.74+29.14° 587743067 B510£3155
WL 70 399,61 +35.98" 400.61£41.58 399.96.+43.03
WRMAEL 35 411741737 41567+ 16.60 41196£20.67

TE: SIER L, "P<<0.01
Note: vs. normal group, P<<0.01
3.2 BHEXRMBERINELSR
LR, IR A R, R A R R S R B Y
BFETHE (P<0.01). Z52y)5 , SRR L, —HOBUIK
20 R R s v ) 2 O B s I I B 2 AR (P <
0.055 P<<0.01) o LA RIMBEHIN 2 455 WL 3.
#3 BHAXRMBENESER(xts,n=10)
Tab 3 Determination of blood glucose in rats of each
group(x+s,n=10)

w3 fﬂlig/kg — 25 H L4, mmol/L
ETH] il

R4 5484032 5141053
| 2329+558% 26254433
A 02 21244603 93345.19"
HBE R 140 212017217 18.9746.30°
i Gel 70 201416307 19.17£728°
BB R4 35 2.14+536% 24541418

TE G IE R4 A, "P<0.05, " P<<0.01; SR A%, *P<<0.05,
**P<0.01

Note.vs. normal group, ‘P<<0.05, *P<<0.01; vs. model control
group, “P<<0.05,**P<<0.01
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33 BAAXBRMFRDEFENELER

BT A A A 2 I B 7 e 2 3R o 5
R(P<<0.01) ; SAERILH L5, — FFOBUIIRZL % R ¢ v 741
R BUMIE S R S m B EHm (P<0.01). &4
R BRI 7 g &2 28 35 it 4 R AR 4
R4 BEXRRMBRDIERENELER (x+5,n=10)
Tab 4 Content determination of serum insulin in rats

of each group(x+s,n=10)

413 ik, g/kg B % & i, mU/L
4 0.6420.030
fAI 0.595+0.046"
bl i 02 0.702£0.088"
WAL 140 06610043
iy Gl el 70 0.624+0.056
WG R 35 0.641+0.066

T SIE AL HAE " P<0.01; SRR LA, " P<0.01
Note. vs. normal group,”P<<0.01;vs. model group, “*P<<0.01
34 HHEKXRIEIREL H INK, Akt IRS-1 mRNA Hj
MEZ R
IR 2H PO AR ZH R RUBR IR 2H 21 INK mRNA
[ KK 3 TH s (P<<0.01), Akt . IRS-1 mRNA [l
TRIKAF- 1 AR (P<<0.01) ; SRR LA, & 4R 254K
BB AR 4121 INK mRNA (1435 7K - 34 i 3 Ik (P<
0.01) , Akt IRS-1 mRNA i3k K ¥ . 2 Tt i (P<
0.01) . AR EUBRA1Z1H INK Akt IRS-1 mRNA 1
MESE R WS,
x5 HHKREIRALH INK Akt IRS-1 mRNA K
MELR (x£s5,n=6)
Tab 5 mRNA expression of JNK, Akt and IRS-1 in
pancreatic tissue of rats of each group (x * s,

n=~06)
o ik
4 it o/ INK mRNA AktmRNA IRS-1 mRNA
&4 049003 2674023 213£021
R 1.00£0.03% 1.00£0.03% 1.00£0.05"
Z g 02 0.630.06"" 2064033 1784016
WAL 140 061£007 2314020 150£0.13*
WREopR R 70 0.79£0.06 1.35£0.16™ 140£0.11"
RGN R 35 0.90£0.06" 0.98+0.04 1.0740.04**

S IER A A, “P<<0.01; SHERIZE iR, * *P<<0.01

Note: vs. normal group,“P<<0.01;vs. model group, **P<<0.01
3.5 BEAKXRERAEALS INK Akt IRS-1 EARH#
BRI M E 45 R

SR A R, R ZH R BB AR 41 41 rh INK L IRS-1

HE A BE IR AR B B 25 T e (P<<0.01) , T Akt 25 1 )
iR AL TR B B PR AR (P<<0.01) . SREAIL 55, 16 AR
e 2H e — HOBUIAE K BB AR 20 21 H INKCFITIRS-1 2R
I AR PR AL R S 2 A1 (P<<0.05 B P<<0.01) , T Akt
R BEIR LR B B 2 T e (P<<0.01) o 45 2H K BRUBRAR
ZH41H INK Akt IRS-1 75 1 K HB R L 5 25
VKR DL 1, 4R BRUBR R 21 21 INK L Akt IRS-1 25 1]
Je HA R AL 2 1 A 25 R L% 6.

2GS 2019 4F55 30 5 21 )

185 kDa

185 kDa

[-actin 42 kDa

p-Ak 60 kDa

z

60 kDa

p-actin 42 kDa

54 kDa
p-INK
46 kDa

54 kDa

Z
=

46 kDa

f-actin 42 kDa

EREUIT R WEREAE THOROIG BRI IR
Bl 155 N 1 ¢ 41

1 SAXREREL P INK Akt IRS-1 EARHE
B E A RIZAEIKE
Fig 1 Electrophoretogram of JNK, Akt, IRS-1 pro-
tein expression and their phosphorylated pro-
teins in pancreatic tissue of rats of each group

®6 BHAARKRRARTDINK At IRS-1EBRHE
BRUEANNELSR (x+5,n=3)

Tab 6 Protein expression and phosphorylation of

JNK, Akt, IRS-1 in pancreatic tissue of rats

of each group(x+*s,n=3)

i HlE g/kg BafLE

pNK/JNK p-Akt/AKT p-IRS-1/IRS-1
R4 042+0.05 1.5640.14 051+0.10
{4 140£0.13% 055+0.08% 142£020%
A 02 0.84+0.07" 107£0.15* 085+0.07°
B 140 0494007 1354012 0.74£0.11°
B 70 13240.18 0.71£0.18 1.2740.09
WG R AL 35 148£0.14 0.63+0.06 1524008

T HIEW A AR, "P<<0.01; SRR g, “P<<0.05, " *P<<0.01
Note:vs. normal group,”P<<0.01;vs. model group, “P<<0.05, " P<<
0.01

4 g

B PRI o T B2 T e "V , 2 AR R S
SRR 57 S BEAF D ZR P B, 3 B L B 5 5
i e R B 28 2R 2R L = ) A AE
/N %Y @l e vy oG . NG ST E NI T /SN =0
JiREEL R, I B B S LA, B 2 A
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LA 3518005 Bl 5 A % 9, B v 22 B3 A il 5 111 24
faf 45 <, (ERCHE T I B o, S AR b AL 23 5 B AR
HEZ 5 IR g ) [ 0G4 BSOS, DABI AR b 24 89
AT R TR LA, A I PR A =2 it , R IMIBLIER L BB
Tl AR LAY 18 2565 322 5 AR I VAR Z
e,

AHIGE e B AR 2H K BRIt 3 R 2 R AT AR
2 EEAR T RS , R UMLYE B 5 2804 i vy TR AR A
U BH R RE LR BB A T AR % 200 M DR 28 o SR Z K i
JNK mRNA [k K5 FIE# 41, Akt IRS-1 mRNA
) F IR KR F IEH 4L, W K T U5 , INK mRNA [
TR TR SR EE R BRAE A i) INK mRNA (1)
Ko IRS ZMES R5 5 SFmAR mEEM s T,
FLFRIE K- 10T B mT e JBl 5 23155 2 ol , DT 38
JoR & 2R AR RB IR ARSI 25 SRR, SRIRIZH KRR
A, W4 TR T 10 5 K B Akt IRS-1 mRNA (4 A0 % 6 35
S TR R R, 4R KRR % L TR KR Akt
IRS-1 mRNA [ &1k K- AT 38 5 8 5 2515 5 3 5
PTIRS R AR . SR A, B RIR TS
INK . IRS-1 25 [ i i PR AL R BEAIC TR R4 5 Akt B Y
WAL R = TSR, 3R 16 A RE AL BHLAS INK 5 5
BI85 , b JF IRS-1 mRNA ik, FE{IK IRS-1 E 1 AY %
ik, IR 5 28 5 HAZ AR S5 4, 4415 IRS-1 mRNA &
SR IRS-1 B RR AL , 0 Akt (95 Ak, , 3 i e 12 25 40
WK I IR 3 T R IR H A

25 L TIR  E EEOK RR A R AG 2 UM PR A BRUAY 1l b
A, HHLH AT BE 5 30 ) INK A5 5 18 3% A0 38005 |, B AR
INK IRS-1 F5 [ R AL A B 1 R Akt 28 I B R AL R
EP
S5 3LHk
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