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(1. METBRF H%%, ®F 710061; 2. ®EXBRF F_WEBEMR, W% 710004,
3. P EH KF ABESR, 2 730000)

|

[(FZE] B DLRMIER WV EER 1 (Egrl) /i i J& 0 8 AR E 30 6170 (p21) 15538 16 4 B aily , 738+ 77 B A & 24
I3 % A = B 2L MR 98 4t e MDA-MB-231 YA T /56 . 75 3%« il 4 PR RN KB 265 107 , M0 4h 85 3% = BTtk L IR %8 MDA-MB-
231 4, A AL, AR o AR A (23.4,11.7,5.85 g-kg '), 491 B MDA-MB-231 41l Jifg 24 ,48,72 h, 41 Jfd 1 5if K
T CCK-8) A A6 I 45 41 40 a3 7 15 o 225 (4L, FRAN 85 Hp AR Ik 41 (23.4,11.7,5.85 g-kg ™), T MDA-MB-231 4 fiig
48 b, SR FH ¥t 2 200 A4S A Y00 - 2H 200 98 A 0 LA K 200 R A8 40 A A O 5 % B 5 O A8 B R Wl A X S (Real-time PCRY) £ il 4%
A Egrl,p21 mRNA 1R IBAF I ; 8 FRPEEN T (Western blot) £y Il % 20 41 iy Egrl ,p21 FEH M RBHFL . HR: G
+ ¥ MDA-MB-231 4 fifi 24,48 ,72 h, 525 (4L b, PHANZ @ P ) o 21 58 52 35 40 il MDA-MB-231 4 g 34515 (P <0.01) . FHFI
W1 MDA-MB-231 4 iy 48 h, 525 (A1 AH B, BH A &5 o 300 42 4 400 A 90 T SR B B 15 (P < 0. 05, P < 0. 01) 5 FH AN & .
R A I Gy /G, BT & L BRI, G, /M M1 BT o LU 81 /&5 (P < 0.05, P <0.01); BRIV & b il 3 2 40 L Egrl, p21
mRNA FI [H R BB (P <0.05,P <0.01), £i%: FHFIZ T ENG MDA-MB-231 40l 1 Egrl/p21 {5 53 i, 3% il Egrl , p21
RyFIk, 518 G,/M i i JE I BEL# , AT 75 43 MDA-MB-231 R 8 1=,

[kggiR] =02 % ; MDA-MB-231 4ijfg; BHFI; BIAARK RN FER 1 (Egrl); 40 i JE 30 2 5 40t 1 4 il 1)
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[ Abstract ] Objective: To investigate the effect of ancient recipe Yanghetang and its drug-contained serum
on apoptosis of triple negative breast cancer cell line MDA-MB-231 based on the signal pathway of early growth
response gene 1 (Egrl) /cyclin dependent inhibitor (p21). Method: The drug-containing serum of Yanghetang
was prepared from rats, and MDA-MB-231 cells were cultured in vitro. The blank control group was set, and MDA-

[KFBEH] 20190708 (002)

[H&TA] R A ARSI H (81573983, 81873311) ; Bk Pt 445 i [ 265 8 30 o B BF IS A I H (2019-22-JC029) 5 14 42 T o I 24 3 B 330
H (8ZJ201709) ; 74 4 17 v B= B iR @ B (YJ201915)

[FE—1EE] ZHKRAERDL, NF P20 15T, E-mail : likangle1 993624 @ 163. com

[EEEE] " SERD BRI E P25 5 25800 L RESE , B-mail : djw@ mail. xjtu. edu. com

.62 -



5526 55 8 W FEXEFFFRE Vol. 26,No. 8
2020 4 4 H Chinese Journal of Experimental Traditional Medical Formulae Apr. ,2020

MB-231 cells in Yanghetang high, middle, and low dose groups (23.4, 11.7, 5.85 g - kg~') were intervened
for 24, 48, 72 h, respectively. After that, the cell counting kit-8 ( CCK-8) method was used to detect the cell
proliferation of each group. The blank control group was set, while MDA-MB-231 cells in Yanghetang high,
middle, and low dose groups (23.4, 11.7, 5.85 g+ kg™') were treated for 48 h, and then flow cytometry was
used to detect the apoptosis of each group and the distribution of cell cycle. The expression of Egrl and p21 mRNA
in each group was detected by quantificational Real-time polymerase chain reaction ( Real-time PCR), while the
expression of Egrl and p21 protein in each group was detected by Western blot. Result; After MDA-MB-231 cells
were intervened by Yanghetang for 24, 48, 72 h, MDA-MB-231 cell proliferation was significantly inhibited in
Yanghetang high and middle dose groups as compared with the blank control group (P <0.01). After MDA-MB-
231 cells were intervened by Yanghetang for 48 h, the apoptosis was significantly increased in Yanghetang high and
middle dose groups as compared with the blank control group (P <0.05, P <0.01). In the Yanghetang high,
middle dose groups, the proportion of cell cycle G,/G, phase decreased, and the proportion of G,/M phase
increased (P <0.05, P <0.01). The mRNA and protein expressions of Egrl, p21 were increased in Yanghetang
high and middle groups (P <0.05, P <0.01). Conclusion: Yanghetang can activate Egrl/p21 signaling pathway
in MDA-MB-231 cells, increase the expression of Egrl and p2l1, and cause G,/M cell cycle arrest, thereby

inducing apoptosis of MDA-MB-231 cells.
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FL O 9 7T A 43 S~ Luminal A, Luminal B,
HER2 ~/HER2 " fl = [k 4 et Hoh =
PEZL IR (TNBC) B AR 76 FLR s B & b AR D Yt
1], 29 15 4= ¥ FLMRIE 6 A 10% ~ 14% P R
Hl D Wi R 2k R 2R AR EKE T
A2 HA SR RS M AR 28 P DL R i = 0 1) 3R 0T
GHE S PE T TNBC B3 5 A A A7 R B, Bl s
R 2%, BRI R b JE A AR I O
FHAN I A S e CONRHIER A ), O i e
FIE RS AR EOF T AU 2 H R RS
o ARG R 5% 45 2 BH , BH AN i F T L i i A
LI I T R0 R R A I R 1A
7 FL R LR B L R FLARE R S T & E LA KL
g AR e BT A R (B ) 2R B IR YT T, iR ek
MR G BEIR A, 18 5 AR T 797 8%, I AR )T 7 R
FRE, BEAR ST R B 2, 4 v AR T O LRI K AR
AR U A R AT & B, BH R 0 G FL R 4R RS
9 ELA I 2 TR T R S N LR 98 40 i
MDA-MB-231 A=+ i S 41 M08 T, 1 3 N A% 5% 5%
HF-«kB(NF-«kB) , F1 4 i 4 2 (IL) -6, IL-8 , ik [l
FHLR 1 (CXCLL) 45 ik Ko 8 Ah 58 iF 72 &
B, R0 A A SN R PR T (Egrl ) /200 ] 39 4R 1 A4 R
PRI 590 (p21) A7 5 300 [ 7 98 20 R ) 9 Tl B o R
FETCHE . Egrl RP R A= K R I 3 N — Fh
RE A 30 e & AR & R A IR N, R 8 50 2 b

triple negative breast cancer; MDA-MB-231 cells; Yanghetang; early growth response gene

R A Rk B VIA G, H AW Z M Ay o R,
S MG S, A A B, SR RE SN, 20 R S0 4B T
SEUR L p21 ST Egrl T A 41 A JE ) 2K 4
PR R D RETE T 5 S 40 B BRI L A
W9 B p21 AT LA B0 0 Egrl B3 H0E K& AR
JAT L ARG AE Egrl/p21 {7 5 9 B A -
J T, 38 3k B R S 24 13 AR Sh T 5N TNBC MDA-
MB-231 4fi L, ¥R 2 BH A7 XF A TNBC 4 Jd 98 7 i) 5%
i) S A I BILA o
1 &
1.1 4tk Xshyy  — 3L IR MDA-MB-231
0 H W R0 T A B ECA R A R (585 CL-
0150,%5 4 f{) . SPF ZMfEPE SD i & K R, 4 57 &
180 ~220 g Il T VY 22 3¢ 3t K~ & 2 &8 S 4 gl 9y v
L, A EAIES SCXK (BE)2017-0003 , 454 V5 %52 il
REFBE2ETR Y AR 0 S48 5 R ) 5 2ok
(b5 2018-191) . B &K A, & B E, =
118 ~20 °C , AHAEEE 60% ~70% ,12 h/12 h S g
BRI
L2 2550 Bk S2e B 5 BRI A 5 h 25 0 2
W3k B A st [F A (P2 B E RS ) . 25824V
U AT K2 2 2 g 5 TR AR 5 HR 2015 AR R (O
E 25 ) — T aE T %0 YO IE S, B MIE & 6k
YIIEHR . DMEM 557 58, & R-HE % R ,0.25% JiE
fitf ( 22 [# Hyclone 23 &, #it 5 43 %1y 7180009 ,15140-
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122, AD21573271 ) ; 40 g 384 58 5 2 14 46 1 ( CCK-8)
W a (b E Bl Ll E B ER AR A,
it 5 20160406 ) ; Annexin V-FITC/fillt 1k N g ( PT)
(b I 7 o LR A W SR ey A7 BR & |, it
20190114 ) ; RNAiso Plus ( H Z< Takara 7\ &), it 5
9108) s RNA 39 e s 351 8 (b st R il A B4
B/ R AL SBCOL) s Egrl L p21 8L 3 & 1 (B-
actin) BATERE A ( 22 [H Cell Signaling Technology 2
A, 5550k 41547 ,2947T ,4970T) ,,
1.3 {0 % facscalibur™ # 3% =X 40 B 1Y ( 26 H
Becton Dickinson 2 #] ) ; PowerPac™ %1 H 3k 1% H1 i,
Trans-blot # % EJf#  CFX Connect™ % 52 %% ¢ 5 &
B4 1 5% = 52 W ( Real-time PCR) {X ( 35 [ Bio-Rad
/N A ) ; Centrifuge 5424R ¥ % & O HL (2 H
Eppendort 2 7 )5 1510 8 % 3k K- [ &5 (¥ ( 2 ¥
Thermo Fisher Scientific /Y &) ) ; DS-11 AU i = 46
JCRETE (b [ A R £ A FR A 7] ) ; ECLIPSE Ts2 Y
{38 BB ( H AR JE B ] ) 5 Genegnome XRQ B %
A2 RO AR FR e (h R A BRA D) .
2 HiE
2.1 4O oAl B3R ALl 90% DMEM
FERR R SR + 10% JIG 4 VG + 1% 0975 %5 R -HE %
R RGN ¢ e B R 5. MDA-MB-231 41 Jifg
G LR BB FR (25 em®) TN oE 42 B 3R A
4 mL, it '8 37 C 5% CO, AR FRAF H G R o XS
B A A0 AT S0, s VA LB AN 2 LT
[N LN 1= i
2.2 EHAME MG & AR AR BT 60 kg 1T
BN 117 g kg™ S W2 LB
U B 20,105 548 Ry w5 oh AR bl
B 25 23.4,11.7,5.85 g+ kg ™' o KRGk E
RBR 10 mL-kg™' o MR MA AL 1K, ELEH
257 d, Z 5 AT R IR Sl bR . Wi I T i
T K, —80 CURAF# Ho
2.3 g R AE AN O R K MDA-MB-231
20 0, R T A, AT 2 L, A i 3% R TG ) i 4
VR VI AL, R AN B R 2.5 x 10° AS/mL, 2
it 96 fLAzH ,96 fLtRl 4 FLA B g L, i S fL &
BRI B R+ 2% vh i (PBS) W, By 1k 52 56 41 B 57
SR . T 3 A AL, AR S 7R 20 B 3R
B IR R, Th A M BE L WG RE S #EAT 25 T
T, 8 45 3R 3 0 B 10% & 25 1035 1Y 8% 77 5 40 il
BFRM g 24 hy SRS &AL A CCK-8 i 5
20 pL, B FRAA R AR EERE 37 4 by UG IR AR ICH i
.64 -

B R IR 1 min, £F 450 nm P KR PEAT A
WOGEE A RIS dl R, 8 FREER, Y
TSRS [A] AR Ay 48,72 h R A AR A AR
2.4 A AR SO I A A T IO B AR K Y
MDA-MB-231 4 it , F A [F] 57) 5 79 FH A1 37 % 24 1S
KA E 25 103 #F AT T B, T B 48 by, RS (G
EDTA) J4k ,1 000 r-min ' Bj.0r 5 min, Y5 5 20 it ;
PBS PE A 2 Y% ,800 remin ' B0 5 min, Y5 E
LN R4 B 5 I A Binding Buffer 400 w442 ¥
A1) 4 P A A0 MR s 1) AE i R TP A
Annexin V-FITC 5 pL,BEIRS), KR, B E
15 min; B A i A PLYL 57 10 pl, 14T, G vk
5 min; 78 0.5 h P 2 4t M ASGEE AT 0 T A
2.5 iR AR I 40 M R B xR BOW BUE K
IRy MDA-MB-231 4 Jfd, 1 BH #137 e A AR 50 4 25 24
M3 B & 25 1038 #6471, T S (8] 48 h, PBS
PEU 2 K, 0.25% JREEEIE AL, 1 000 r- min ' B0
5 min, W 4 40 B, fin PBS B 40 fg %k 1 x
10° A4~/mL, BUZH Mg 2 7% 1 mL,2 000 r-min ' 5.0
5 min, 7 3%, N A 70% #i ¥ 2 B 500 pL & 5,
4 C3t ;1 000 r-min ' B0 5 min, 35 [F 2 W, 0
RNase A +PI 500 plL,i8%),4 CBYGHCE 0.5 h; -
HLAE I .

2.6 E MR (Western blot) £ Eerl |, p21
mERSE B EUE KB MDA-MB-231 41 i, #%
FHE] S em IR L, 4310 5 x 10° A~ 40 i, 1% 5%
24 h, FEsEgR A BE AN R A 2 i v A
ANE I AT T 48 h, IR bR SR AL B O, Uk
V2 U WA A B, i AR P AR G T e 1 I S A IR
Ho BfiJ5, &L LA 58 20 wg, SDS-PAGE Hi k.
MUK B 2 1 7% 31 PYDF R 5% 19 5 g 45
¥y PBST i Wi & M. o &K, K H, Im A — 4t
(1:1000) , @M H 2 h, PBST PE% 5 K, A —
P, = WBEE 2 h, WG A ECL KGH, 2%,
B-actin Z B [,

2.7 Real-time PCR ;] Egrl,p21 mRNA ik M
240 R 5 R B 5 2 1T T P B 4 A, PBS W TR
Ve 2 i, AR5 FEbE PBS 4% 5 RNA 2 O] & 1 B
FEEHCE RNA, B RNA K A o, FH A I vl B ) o
ASCIN e JEE g e BRI B I 2 R R RE A A/
Apo S9TE 1.8 ~ 2. 1, £ 45 FF il 21 B BEOR o 4% FF i B
RNA 1 ug, 5 5 x PrimerScript RT Master Mix, JG
RNase /KZH 1 10 pL AR R 58018 & ¥ 5) 5 # 4T
FIG A4 O 25 4237 °C, I s V15 min;
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85 °C, e I R AT LI S s, S 377 1) cDNA g &1 51453
ﬁ:]: -20 C ‘ﬁk %ﬁo PCR = EZ %& ,fﬁ‘: .95 °C 10 min, Table 1 Primer sequences
95 °C 10 s, 60 °C 1 min,40 1§ ¥, i J Thermal ElE7 JPA(5'-3") K& /bp
Cycler Dice Real Time System "3 (% , £ H A% & K B-actin [ iif CATGGAGTCCTGTGGCATC 157
HORIRE 35, L4 274 F% mRNA HIXE R ikt 519 i CAGGGCAGTGATCTCCTTCT
J?ﬁ']ﬂﬂ%ﬁi%Iﬁj(ﬁﬁﬁEé}ﬁl%ﬁi,ﬂ% 1, Egrl i TGACCGCAGAGTCTTTTCCT 236
2.8 éﬁ,i‘l‘%ﬂ}i %FH SPSS 18.0 %H‘ ik 'fq:iﬂ:ﬁjﬁ Tii# GATGAGCTGGGACTGGTAGC

p21 % ATTCAGCATTGTGGGAGGAG 131

AT B AT G R S A, R R R R O 2240 #T
BHE L v s RoR o ABIRATTA ES 0, R HE
SR I8 £ Al 37 FE AR Kruskal-Wallis H K 56,
P <0.05FK/RERAAGIFE L,

3 &R

3.1 BHANG & 25 10076 % MDA-MB-231 21 jit] % 58 1)

T TGGACTGTTTTCTCTCGGCT

W . 1 410 ) 40 LA (P < 0.05) 5+ 750 48 h, FH AN
Ve AR AR R B MDA-MB-231 41 fig
IVEFH (P <0.05,P <0.01); T 72 h, fH 1%
R AR A A S A M R A (P < 0.01),

W 57 Ak, TR 24 b ARG ARAE k2,
*2 PHFIHXT MDA-MB-231 40 B 14 58 & 2
Table 2 Effect of Yanghetang on proliferation of MDA-MB-231 cells
1 24 h 48 h 72 h
13 “Ji,]
/g kg A(x +s,n=3) R/ % A(x +s,n=3) MR/ % A(x +s,n=3) R %
7= H - 1.379 0. 051 - 1.328 +0. 089 - 1.362 +0.043 -
A F17 23.4 0. 698 0. 042" 49.38 0.389 +0. 035% 70.70 0.183 +0.023% 86. 56
11.7 0.948 +0.061 31.25 0.649 £0.031" 51.13 0.445 +0.017% 67.33
5.85 1.224 +0. 044 11.24 0.936 +0. 072" 29.52 0.713 +0. 086> 47.65

EHEAARER P <0.05,2 P <0.01(K3~6).

3.2 BHAIG & 25103 X MDA-MB-231 4fl ffd i 1= 11
o S5eas HA HARL, BRI e A T B AR 20 A i 3 54 mmm L :

4 [PHFNZHIT MDA-MB-231 44 i [ G (x+s, n=3
V5 o R 0 R TR ’
ﬁtﬂ%%,ﬁzﬁﬁ ’ KH ﬂ] {Z“_J : EP“IJE‘(H (Hﬂjﬂ_ﬁﬁt% )EJ . Table 4 Effect of Yanghetang on MDA-MB-231 cell cycle(x + s,
BRI (P <0.05,P <0.01) , FLEI RV 8 ) REACR B _,,
U 32 BRI 5 24 17 BE S U5 L i MDA -MB-

0.01), %4,

%

?qlﬂ
231 M T, BLER 3, 411 /g’ikjl Go/Gy ) S 01 G, /M 1]
%3 PEAFZHX MDA-MB-231 B TS (i +s, n=3) 2 - 75.41£1.97  18.03+1.02  6.56 +1.05
Table 3 Effect of Yanghetang on apoptosis of MDA-MB-231 cells I #1137 23.4 50,04 +1.88" 20.81 £1.21  26.25 +1.55%
(rzen =) 11.7 61.11 +2.01" 19.53 +1.37  19.36 =1.67"
A FR/g ke WT%/% 5.85  69.89x1.54 20.26+2.12  9.85=+1.56"
% - 2.13 £1.02
VSR 23.4 24.10 £1.13% 3.4 BHAIGE 25107 X MDA-MB-231 40 i Egrl,
17 16.20 £1.21" p21 A FIFRILM I TH 48 h, 557 (4L, W
5.85 5.71 +1.05 M7 R R Egrl, p21l EHEXHH B L

(P<0.05,P<0.01), W5 K1,
3.3 PHANA & 250 iE X MDA-MB-231 41 jitg J& 31 1 3.5 PHA 2 W X MDA-MB-231 41 /i Egrl,
B W48 h, S\ A bE, g E . b rE p21 mRNA FEILFm W 48 h, 525 (4l L%,

H G,/G, W40 o ] I B A (P < 0.05) 5 BH AT
o AR AL G,/M 2 i TR i (P < 0.05,P <

AN AR R 4 Egrl, p21 mRNA 33K 3
Bi#L(P<0.05,P<0.01), WLFE6,
.65 -
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*5 FPE#AST MDA-MB-231 fifis Egrl,p21 EAREBHNF N
(xxs, n=3)

Table 5 Effect of Yanghetang on expression of Egrl,p21 proteins in
MDA-MB-231 cells(x +s, n=3)

21 51 Fl /g kg ! Egrl /B-actin p21/B-actin

= H - 0.304 +0.011 0.325 +0.017

[H 037 23.4 1.573 £0. 0247 1.286 +0.013%
11.7 1.215 £0. 046" 1.035 £0. 033"
5.85 0. 853 +0. 025 0.649 £0.012

P-actin | W MEEAE  BRE SS 45 kDo
Egrl B " " h75kDa

A B C D
A5 B. B ARG 5 415 C. BHAT G 3R 45 DB A 5 5
e
B 1 PFAFN%{EFA MDA-MB-231 40/ Egrl,p21 & B &% B ik
Fig.1 Electrophoresis of Yanghetang on expression of Egrl, p21
proteins in MDA-MB-231 cells

* 6 [HANZHIT MDA-MB-231 4 A ch Egrl,p21 mRNA & H &g
(x+s,n=3)

Table 6 Effect of Yanghetang on expression of Egrl,p21 mRNA in
MDA-MB-231 cells(x +5, n=3)

2531 Flt/g kg ™! Egrl p21

25 - 1.012 +0. 080 1.079 0. 420

[H 0% 23.4 4.043 £0.381% 3. 895 £0.047%
11.7 2.521 £0.175% 2.371 £0.216%
5.85 1.434 £0.236" 1.380 £0. 115"

4 itig
LRI A8 42 3R 4 P T P e R v R BT T
AR 1AL, A P 2 P R bR 2, 2L
RALTH AL JETRALTH S 2. HHT, 2R
T BT LA TR O AT S O B AR RETE
— B L b PR B0 B AR Y e A R R
Fe Mo RS W 3 (8 9 AR A7 i 5 AR A7 A . o
PR 251 O —Fh b 58 5 B AT, B RTIG T ZL IR R Y
IR RZHE LG PRI W EHEREAE
CHMPHIER 4 R 42 ) vhods = LA™ B ZL IR R /9 K 5
B HEAT T TR0 A B A, AR 45 36 T 2 5 1 7 BH A
Vo IR EHHIE TNBC (2% J8 BH i %€ 8 %, 2 1 i

- 66 -

W28 AR s 2 1, T T LABHRNZ 5 ik . B
A7 R AR I S0 0 AT ML AT T

BE Az 20 7 o P R L 35 ¢ L 2 Ml B L RR 9 REE A
B H R AT RS, E4EEI Y ALA
L PR, B0 R B, 6 O 1t 4, G I PR 3 B BE
FLIE ., A & X I 1 B 45 2 A, 3 ) 32 b 34 3 b
L[] I 2 B 22 i A T R 3 i PR A 2 R
IR, AMBE IR I 25 RS R A, 2L, T B
SREH” A B A5 B Bl A= 4k 655, 0036 B =2 o) 7 35
L RO R, VT BRG IML T A% L 5 I 70 S DU T R T
B I DU 7 e B T AR R U K A
TFWUPT B i bk 2> b, 32 5% PR BRI OF T
SEELIA > ST IR BLIE A . LA Ty, B
e me PIEE HE A DL IR SRR 2 LT B,
FLIF T LAY B LS O 22 958 5 L 2 3 % 15 R 465 U b 1t
IR, JBR 34 75 28 b 3 U3 5 T A & 22, VA I A
Be, W H O — MR FE B SO IR 4

A 22 1 BIF 58 % B Egrl 78 22 3 1k i g o
FIRB A HAFIE INEEESI A Egrl AT LI AR 5
S5 0 0 2 K BUARIT 22 6 ) Egrl 4 p21 B 1 i
A AR S p21 i B T A S 1 p21
23k ARBEGE K W Bgrl 1 p21 S A1 5
S = PRI R AN T GRS B T U
HOBIT 5% 32 B, Egrl 3 4o F 8 F W 0 3 B 4 31 2 70K
6 2 5 24 i R S0 45 i R 240 M R T A DR, G p21, 48
T Egrl (9 g il sh g7 o AR S BT 5 AE W
Egrl 5 p21 A H AF FTJi i i B B 45 4 A0 R X i
p21 J 30 T R HE R U T S aE R AN, AT
GEUESE Egrl 7EVE FANMM T B E T EH B

AR 5T 3 WY, BH A% T L o = 4 L o
e MDA-MB-231 #y34%E , 5|2 MDA-MB-231 44 Jifs J&
1 G,/M JIBH % S = [ 1 LR 9 40 L MDA-MB-
231 (PR TS, BRI & 251003 T B MDA-MB-231 41
M2 )5, 525 4L e, MDA-MB-231 w1 Egrl il p21
223K W9 48 7H 5, 3% B B R 9 AT LA MDA-MB-
231 i b Egrl F1 p21 B9k, H Ik, AR ST
= L B B A AL T AR R 8 S 0F Egrl/
p21 1551 % , AT & $E B0 9 7

ARSI Egrl/p21 {75538 % b & BRI 16 9T
B LSRR B 40 T WS LR A R S 4 44
T ERSCE R, HE TR O L A 2
WKL A 2 I RAE T, s —
(952 % L 48R Wk, — o % AW
HLIH
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