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WE AR T K 3E% A RNA(LncRNA) MIF-AS 1 ##%+)s RNA-423-5p(miR-423-5p)/48
F 8 & T HALEE 2AKDM2A) 43t 2% S8k e & (ESCC) iR 3g 74 . it 4412 209 %h. qRT-
PCRiXAEM 394 20234 1 A £ 20244 1 A #918) f£ B4R £ ) & B IR 3E47F K49 ESCCE# R vk
#) ESCCA 4R B J& % 4B 4% F LncRNA MIF-AS1. miR-423-5p. KDM24 mRNA#) & L. ¥ KYSE30
tm L AL A Control4. sh-NCZH. sh-MIF-AS148. sh-MIF-ASl+anti-NC#8. sh-MIF-AS1+anti-
miR-423-5p2R, - KYSE3048 2. LncRNA MIF-AS1. miR-423-5p. KDM2A mRNA &AL P
W E. RREI . Transwell £ 3o 5140 KYSE30%a 03878 . it 45, 12 £ 5 JL; Western blot
M KYSE3048 /i PCNA. KDM2A. MMP-9% & 69 & A K-F, 4R IZ 7, ESCC4L4 LncRNA
MIF-AS1. KDM24 mRNA£EKF & T & F 4L, miR-423-5pF L K-FAKT & F 4147 (P<0.05).
JLEK LncRNA MIF-AS15-2 a4k, XRAEF. 124&4. LncRNA MIF-AS1. PCNA% & .
KDM24 mRNAF»KDM2A%& & . MMP-9%& & % % /K-F K (P<0.05); #74%] miR-423-5pi# 44 7 JL
LncRNA MIF-AS1%f_Eif 484749 % 7% (P<0.05). LncRNA MIF-AS17T A ¥ 7 #8142 miR-423-5p,
miR-423-5p=T vA¥e6) i 42 KDM2A4, vA L 2ER KB, ST LncRNA MIF-AS17 vA37 4| ESCC4n 4y
Wb, A, A2, HAUE T 6828 i A4 miR-423-5p/KDM2AAE 5 38 34 2 IL4Y .
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Effects of LncRNA MIF-AS1 on the Proliferation, Migration,
and Invasion of Esophageal Squamous Cell Carcinoma Cells
by Regulating the miR-423-5p/KDM2A Axis

XIONG Yumei*, GUO Jianfeng, XU Fenfen, LIU Jie, XIE Yufang
(Gastroenterology Department, Pangang Group General Hospital, Panzhihua 617000, China)

Abstract This study aims to investigate the effects of LncRNA (long non-coding RNA) MIF-AS1 on the
proliferation, migration, and invasion of ESCC (esophageal squamous cell carcinoma) cells by regulating the miR-
423-5p (microRNA-423-5p)/KDM2A (histone demethylase 2A) axis. qRT-PCR was applied to detect the expression
of LncRNA MIF-AS1, miR-423-5p, and KDM24 mRNA in ESCC tissues and adjacent tissues of 39 ESCC patients
who underwent surgery in Pangang Group General Hospital from January 2023 to January 2024. KYSE30 cells
were separated into Control group, sh-NC group, sh-MIF-AS1 group, sh-MIF-AS1+anti-NC group, and sh-MIF-
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AS1+anti miR-423-5p group randomly. The mRNA expression of LncRNA MIF-AS1, miR-423-5p, and KDM2A4
was detected in KYSE30 cells. Plate cloning, scratch assay, and Transwell assay were applied to detect the prolif-
eration, migration, and invasion of KYSE30 cells, respectively. Western blot was applied to detect the expression of
PCNA, KDM2A, and MMP-9 proteins in KYSE30 cells. The results showed that the expression of LncRNA MIF-
AS1 and KDM2A4 mRNA in ESCC tissues was higher than that in adjacent tissues, while the expression of miR-
423-5p was lower than that in adjacent tissues (P<0.05). Silencing LncRNA MIIF-AS1 resulted in decreased cell
clone number, scratch healing rate, invasion number, LncRNA MIIF-AS1, PCNA protein, KDM24 mRNA and KD-
M2A protein, and MMP-9 protein expression. Inhibition of miR-423-5p reversed the effect of silencing LncRNA
MIF-AS1 on the above indexes (P<0.05). LncRNA MIF-AST1 could target negative regulation of miR-423-5p, and
miR-423-5p could target negative regulation of KDMZ2A. These results suggest that silencing LncRNA MIF-AS1

can inhibit the proliferation, migration, and invasion of ESCC cells, and its mechanism may be achieved by regulat-

ing the miR-423-5p/KDM?24 signaling pathway.
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&% (esophagus cancer, EC)/& 4= BRI iE A1
RICT SN KRB, FORW 3 B A I8 35 1 X
Z5, WHEECKHAF G151, £ 8 SR a0
J&& (esophageal squamous cell carcinoma, ESCC)
R W R KIEECZ —, R i H WINECK
BN, ESCCR— M A KM, M AR R
REMEME, ¥ RAEE E=02 2 7 AR
ZYUHT VbR T 65 i oK L 1) e A G T IS A R L R, 54F
AR RARP BT BRIT ORI MDA e, ¥F
Z W IIBTT 77 S0 TRYT ESCC, WS 7 A 5l F
RICA LT FEOT , HESCCHEZH R AE T SRR
ZP, ik, #% ESCCHEREKIHLHI AL I ESCC
BETFRFHGTE RaEERE. KEFERD
RNA(long non-coding RNA, LncRNA)E A i 4% il
A A HAEMEAL . EAM . RNAS T
L2 PIRe, TEECHIR A FIHE R 1 72 vk 15 B 224
™, LncRNA MIF-AS1& 4Ltk 22q11.23% 3¢
1 LncRNA, 7E 3k U8 SE0R 40 M s < 15 88 1 i R
AR Kk BLZRE LB, 7N RNA(microRNA,
miRNA)H S 75 5 mRNA PR S TR 57 H R IE,
5 ESCCHAE) i B2 UIAH OG0 MO FE IR,
miR-423-5pfE ESCCHHRIA N7, i H £ H AL
fi 2 A(histone demethylase 2A, KDM2A) & JmjC%5 14
A 2 ARG B B, T UM B A
R, AT GO MR § 5 S
BAYRE, e MBI ARAL R B, A AR E A
5 E , KDM2ATE ESCCH i #ik, ATE A ESCC

T2 W A0 TN e R AR T A AE AR M . AR
Tift 5 B #A I 5 Starbase (X 3 & L LncRNA MIF-AS15
miR-423-5p. miR-423-5p 5 KDM2AZ [AIfEE LS B AL
Mo JEIEHEN, LncRNA MIF-AS1H] LI fimiR-423-
5p/KDM2A1% ESCCAN MU R G5E . TR AR 2%, L
FERESCCHIZIA RULHE -

1 MRER*E
1.1 fRAWE

B 3941 20234F 1 H 25 20244 1 7 A 18] 78 3 B i3k
TFEARIESCCHEHE ML EBEMBRE)R BB
W ESCCH L e 55 2 . AW RS A B /S &
RETIHAEAL S 2023005).
1.2 FERFSNE

KYSE304H I (525 : PriCells-h098) 1 H i &
A FRAREWE R R AW 55— HEcDNA G ik
A& (P25 - BW-RT0212-03)I E AN 51K 2 22 R
AR ; qRT-PCRIAG &L (525 : T427)E H TN 5
VIR PR A ] ; BCATR AR k77 & (0r
51 BN27109)0 = Jb 5 FE 2k AR R A W]
ECLAIMR 7 (585 - HZ10015) [ i sl
ABRA T Bt 7 B A 5 RS I 7 2 (3R 5
SLDL-100)Jt) H b5 E R R AV HE AT K HRAF
PCNA. KDM2A. MMP-9. GAPDH. HRP(f% % :
ab265609. ab191387. ab8245. ab8245. ab6789)/
H 7% [F Abcam /A 7 ; qQRT-PCRIX (45 : qTOWER 3G)
6 H M E ST A IR AR, 58 RS
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Revolve)Jl [ |~ M & i BHCEHE AR A F .

1.3 733k

1.3.1 qRT-PCR%# M LncRNA MIF-AS1. miR-
423-5p. KDM24 mRNA%.ix  ESCCHLZURINE 5541
ZUSL RNAK H TrizoliA & HL, [ 5% & i cDNAF:
DL AR, LncRNA MIF-AS1. KDM2AV\GAPDH
YENN 2, miR-423-5pLh U6ME NN S, 4T qRT-
PCR. #EIAZHUA: 95 °CTIAEE10 s; 485 /295 °C
A5 s, 60 °CIR-K 10 s, 72 °CIEMHI10 s, FLA5IRAEIF;
B Ja—UEHZE 72 °Cy 5 min. #2251 ESCC
HAURIE 57 4L 2L LncRNA MIF-AS1. miR-423-5p-
KDM24 mRNAMXRIEE . 5175 LK.

132 @fesnse KHKYSE3040 L4 JyControl
HEFRFR ) sh-NCHL (74 sh-NC). sh-MIF-ASI
4 (Y4 sh-MIF-AS1). sh-MIF-ASI+anti-NC41 (sh-
MIF-AS1Hlanti-NCHE# %), sh-MIF-AS1+anti-miR-
423-5p#l (sh-MIF-AS 1l anti-miR-423-5p L4544 ),
R SEI0 T 3k, FIR2AFAT . SR 131051
T5E %40 KYSE3041 iy 7 LncRNA MIF-AS1. miR-
423-5p. KDM2A mRNAAIR} FEkE .

133 PARLEEEN KYSE30M@eig7a 5L
KYSE304H #5748 hitf, WORAMM, SR 0.25% )% H
fif£E37 °C FiH461~2 min, B2 T3 10% FBSHI# it
IRk R AE2 mL 0.5} 10 MR, #2 mL
YRR LR T 6f LR TR, £E37 °CL 5% CO.ff)
BAESM N E 20, Fl4%% 5 s = I [ e 4n i,
0.5%45 A28 Z . G (05 min, 7E BT N IR IEI %2,
1.3.4 XVREIRAMKYSEIO@AL TR  KHEEYLH
ESCCHH MM E 6FLEE TR, 55922 90%I &
J&, 1200 wLJG B RS E BT AR A0 i 2R 2 Hh T 2 1
RIYR, PBSIPeAL3 UK, 2255 i va 4 i, {3 FH 158 B 0. 0ss
I, TR0 50124 hik AR . 6 T A
45t % 47 24 hi 5 0 hiF i s 45 1 58 25 e A

e LL100%.
1.3.5 Transwell 2304 KYSE304m iz & ¥
50 ng/mL Matrigel% i i TRk T Transwell |2, 4
KYSE3041 g & & T 300 pL Iy B 72 3Em, L&
S0 NI E 2T BN, FIRE T =
500 uL7510% FBSIR; 773, 37 °CiiF 524 b/, FHtR
SRR TR B AN, [RIIE, K R 5 — M 42 22 4
Jif ) B R [ 2 20 min, FEFH0.1%45 il = iR e
420 min, 7E 18] B WLAMEE T WSS, THZ 22402
1.3.6 Western blot#& | KYSE304m &2+ PCNA..
KDM2A. MMP-9%& & #9 &2 H5L  7E RIPATEHL
BTN PMSF 8 [ i 1) 77 2L AR 400 P, 8 75 T 2
400 W, #7453 s, [AF7 10 s, A 104K, 12 000 r/min.
4 °CZ.020 min, f# I BCARFI & 2 B & HIKE, [FH
FEECE MR A B 10% SDS-PAGESF &, H-#4#£ %
PVDFJE b, A5 MG 2= 95 75 23 R R 1 h, 3F
5PCNA. KDM2A. MMP-9. GAPDH —#i (¥ #%¢
L3411 000), 74 °CF I B I, B il 25 L (s 5
ZHL(1:2 000)EIEFEE 2 h, F ECLAL 2 &Gt
AT AT ALAL, A Tmaged %o 45 S E1T &4k .
137 MEAFHREARLE @ PCRY Y
1] % LncRNA MIF-AS1H1 KDM2A5: % 7 51| Fl 58 A
5 P B (MIF-AS1-WT4. KDM24-WT. MIF-ASI-
MUT.KDM2A4-MUT), F44 3 5 F& 2 pmirGLOZ A I,
7244 3 5 5 miR-423-5p mimicHmimic-NC, % 43|
15 24FUH A AE K A K'Y SE3041 A (5% B M 1x10°4N /4L)
Wi, B YRA8 hg, WCEELNI . i F XU 6 R BER S
1 R GAERHRGHEAT 7347
14 Zit594%h

¥ 4% F SPSS 25.00 47, fF & IEAS i &
BORIDA (eks) e , ESCCZL RN 55 71 LncRNA MIF-
AS1. miR-423-5p. KDM24 mRNAH kK FHHST AR A
AGIGHEAT ; AR [FZH ) 1A] miR-423-5p. KDM24 mRNA

&1 qRT-PCR3|4IF75
Table 1 ¢RT-PCR primer sequence

P FiE51(5'—=3"

Gene Upstream primers (5'—3")

NESI (=3
Downstream primers (5'—3")

LncRNA MIF-AS1 ACATCG GCATGATGG CAG AA
miR-423-5p CGAAGT TCC CTT TGT CAT CCT
KDM2A4 GCC AAG GCA CTT GAAAGA AA
U6 CACAGCACA CCAGAATCA

GAPDH GAA GGT GAA GGT CGG AGT CA

TCA CAAAAG GCG GGACCAC
GTG CAG GGT CCGAGG TAT TC
AGCAGC CTC GAACACTCATT
GCAGTCCTTGAATCCTTGT
AAT GAA GGG GTC ATT GAT GG
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Fik. ibEH. WIREAEFELERHBRNET
ZE0HT, I ELEEAT SNK-gfa 56 ; PearsontH vk 44T
LncRNA MIF-AS15 miR-423-5p LA K miR-423-5p 5
KDM2AMIE S . P<0.05% R 253 H St 55 L.

2 FR
2.1 ESCC!AZ2AHLncRNA MIF-AS1, miR-423-
5p. KDM2A mRNAZRE

ESCC#414{LncRNA MIF-AS1. KDM24 mRNA
Rk E TR A, miR-423-5pF ik KPAKT
S 55 1 ZA(P<0.05). WL,
2.2 STERLncRNA MIF-AS1%TKYSE3040Af 4 Ln-
c¢RNA MIF-AS1. miR-423-5p. KDM24 mRNA
FIEHIFN

sh-MIF-AS141 LncRNA MIF-AS1. KDM24

- pwn
bl < e
F—=

—
(=}

Relative protein expression

f=3
(=] W
g

MRNA KA K P T sh-NC4. . ControlZH, miR-423-
Spik /KT Tsh-NC4L. ControlZH(P<0.05); jsh-
MIF-AS141. sh-MIF-AS1+anti-NCZHAH L, sh-MIF-
AS1+anti-miR-423-5p4] miR-423-5p 3% 7K 1A,
KDM2A4 mRNAZRIEIKF- T 5(P<0.05). W2,
2.3 TEALncRNA MIF-AS1XIKYSE304AR814%E
A

sh-MIF-AS14H v B4k T sh-NC4H. ControlZH
(P<0.05); 5 sh-MIF-AS141. sh-MIF-AS1+anti-NC
HAHEL, sh-MIF-AS1+anti-miR-423-5p2H 70 F 50+ =
(P<0.05). W3, *2.
2.4 STEALncRNA MIF-AS1%TKYSE304A/8:E %%
AL

sh-MIF-AS1ZHRIJR 84 %K T sh-NCZH. Con-
trol4H(P<0.05); 5sh-MIF-AS14. sh-MIF-AS1+anti-

1 Pericancerous tissue

= ESCC organization
*

*P<0.05, G F AR L. Xks, n=39,
*P<0.05 compared with adjacent tissues. X+s, n=39.

E1 LncRNA MIF-AS1. miR-423-5p, KDM2A mRNAZEESCCHR A Fik 1B R L iR
Fig.1 Comparison of LncRNA MIF-AS1, miR-423-5p, KDM24 mRNA expression in ESCC tissues

*#

—_

Relative protein expression

0

Control

sh-NC

sh-MIF-AS1
sh-MIF-AS1+anti-NC

NEH0T

sh-MIF-AS1+anti-miR-423-5p

LncRNA MIF-AS1  miR-423-5p

KDM24

*P<0.05, 5 Control41# Lk; *P<0.05, S5 sh-NCZLAH LL; “P<0.05, S5sh-MIF-AS1ZHAHLL; 4P<0.05, 55sh-MIF-AS1+anti-NCZA L . Xks, n=6.
*P<(.05 compared with Control group; *P<0.05 compared with sh-NC group; ©“P<0.05 compared with sh-MIF-AS1 group; 4P<0.05 compared with

sh-MIF-AS1+anti-NC group. X+s, n=6.

E2 RLAKYSE30ZAMFLncRNA MIF-AS1, miR-423-5p. KDM24 mRNAZRIAK LS
Fig.2 Comparison of LncRNA MIF-AS1, miR-423-5p and KDM2A4 mRNA expression in KYSE30 cells of different groups
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WL -

NCA AL, sh-MIF-AS1+anti-miR-423-5pZH %I JE &
EHETFE(P<0.05). WIE4RIES,
2.5 STERLncRNA MIF-AS1XTKYSE304H{52E
EaLEpAl

sh-MIF-AS1Z0 12 28 fik T~ sh-NC4. Control4
(P<0.05); 5 sh-MIF-AS14l. sh-MIF-AS1+anti-NC
YA EL, sh-MIF-AS1+anti-miR-423-5p4112 25T 5
(P<0.05). W.E5F1%4.,
2.6 UEALncRNA MIF-ASIXPCNA. KDM2A,
MMP-9&E BRI F RSN

sh-MIF-AS141 PCNA. KDM2A. MMP-9%
FiE KL T sh-NC4L. Control4l (P<0.05); 5 sh-

Contr - sh-NC

~ sh-MIF-ASI

E3 PSR NKYSE304ApEE5E

MIF-AS14H. sh-MIF-AS1+anti-NCZHAHEL |, sh-MIF-
ASl+anti-miR-423-5p41 PCNA. KDM2A. MMP-9
EARIEKFTHE(P<0.05). WLE6RET.
2.7 BUERAREFR LM LncRNA MIF-AS1
F1miR-423-5p. miR-423-5pFIKDM2ARVER G X &
Starbase™ ¥ i 7nLncRNA MIF-AS1 5miR-423-
5p. miR-423-5p Al KDM2AW 2 [AIAFAE 45 &40 55, WL
FISFIE 9. A HT 7%, LncRNA MIF-AS15
miR-423-5p & 7M1 56 (R=—0.528, P<0.05), miR-423-
5p 5 KDM2A 5 A% (R=—0.671, P<0.05). FE&:4L
MIF-AS1-WTH KYSE304ii /i & , miR-423-5p mimic
21 1 5 ' B S ME BRAK (P<0.05); 7E5E Y KDM2A-

sh-MIF-AS1+
anti-miR-423-5p

P .

Fig.3 Detection of KYSE30 cell proliferation by plate cloning method

+2 FUEKYSE304AR T FEHLLER
Table 2 Comparison of clone count of KYSE30 cells in each group

415 e U

Group Number of clones /pieces
Control 117.52+12.07

sh-NC 114.38+11.93
sh-MIF-AS1 62.54+9.85™
sh-MIF-AS1+anti-NC 64.86+9.43
sh-MIF-AS1+anti-miR-423-5p 97.79+£10.46%4

*P<0.05, 5Control AR L; *P<0.05, Hsh-NCALMI EL; 2P<0.05, 5sh-MIF-AS1414 EL; 4P<0.05, 5sh-MIF-AS1+anti-NCZLM Lt . s, n=6.
*P<(.05 compared with Control group; “P<0.05 compared with sh-NC group; “P<0.05 compared with sh-MIF-AS1 group; #P<0.05 compared with

sh-MIF-AS1+anti-NC group. X+s, n=6.

Control sh-NC

X+£s, n=6.

sh-MIF-AS1

Oh-----
24h-----

sh-MIF-AS1+

sh-MIF-AS1+anti-NC anti-miR-423-5p

El4 RRSEIAMASIOMALT R
Fig.4 Scratch assay for detecting A549 cell migration
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Table 3 Comparison of scratch healing rates of KYSE30 cells in various groups

415 QR AR

Group Scratch healing rate /piece
Control 44.85+4.97

sh-NC 45.96+5.03

sh-MIF-AS1 21.34+2.76**
sh-MIF-AS1+anti-NC 20.78+2.68
sh-MIF-AS1+anti-miR-423-5p 38.63+£3.8944

*P<0.05, 5 ControlZH L ; #P<0.05, Hsh-NCZHAALL; #P<0.05, 5sh-MIF-AS14HAHLL; 4P<0.05, 5sh-MIF-AS1+anti-NCZHAHEL . X+s, n=6.
*P<(.05 compared with Control group; *P<0.05 compared with sh-NC group; “P<0.05 compared with sh-MIF-AS1 group; #P<0.05 compared with
sh-MIF-AS1+anti-NC group. X+s, n=6.

sh-MIF-AS1+
Control sh-NC sh-MIF-AS1 sh-MIF-AS+anti-NC anti-miR-423-5p

5 Transwell S MIKYSE30AR{RZE
Fig.5 Transwell experiment detection of KYSE30 cell invasion

F4 HLEKYSE30MARZH LR

Table 4 Comparison of invasion numbers of KYSE30 cells in each group

415 B2

Group Number of invasions /pieces
Control 99.84+10.26

sh-NC 98.53+9.97

sh-MIF-AS1 52.76+8.41*
sh-MIF-AS1+anti-NC 51.63£8.23
sh-MIF-AS1+anti-miR-423-5p 82.41+£8.5444

*P<0.05, 5 ControlZL A E; *P<0.05, S5sh-NCZIAH EL; 2P<0.035, Hsh-MIF-AS1ZLAH HL; 4P<0.05, Hjsh-MIF-AS1+anti-NC4IMtL . F+s, n=6.
*P<(.05 compared with Control group; *P<0.05 compared with sh-NC group; “P<0.05 compared with sh-MIF-AS1 group; 4P<0.05 compared with
sh-MIF-AS1+anti-NC group. X+s, n=6.

Q
w“’b
< &
S
&S
N N N
S
& & & &
P F ¥ & ¥

PONA S S w— —
KDM2A D S e w— —
MMP-0 i S c— — —

GAPDH “ils <SS S, a—

&6 Western blot#&MKYSE304Ai & B RIEIF T
Fig.6  Western blot detection of protein expression in KYSE30 cells
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1 Control
201 = sh-NC
B sh-MIF-AS1
=
2 EE  h-MIF-ASI+anti-NC
% 1.5 l
& l AA sh-MIF-AS1+anti-miR-423-5p
§ LA a
A
4 .
o *4
>
ko 0.5 i
o)
o~
PCNA KDM2A MMP-9

#P<0.05, 5 ControlZHH LL; "P<0.05, 5 sh-NCZHA LL; #P<0.05, 5sh-MIF-AS1ZHAHLL; 4P<0.05, 5sh-MIF-AS1+anti-NCHA L. ¥ts, n=6.
*P<(.05 compared with Control group; “P<0.05 compared with sh-NC group; “P<0.05 compared with sh-MIF-AS1 group; #P<0.05 compared with

sh-MIF-AS1+anti-NC group. X+s, n=6.

&7 |LEKYSE30MEFERRIAIFRILER

Fig.7 Comparison of protein expression in KYSE30 cells among different groups

miR-423-5p 3’ UUUCAGAGCG-AGAGACGGGGAGU 5

MIF-AS1 5’ CUGGCCGCGCGCCGCCGCcccuce 3
[El8 LncRNA MIF-AS15miR-423-5pHI45 &L=
Fig.8 Binding sites of LncRNA MIF-AS1 and miR-423-5p

miR-423-5p 3

UUUCAGAGCGAGA- GACGGGGAGU 5’

AAUUUGCACUCUGCUCCcCCCUCU
&9 mlR-423-5p5KDM2AE’Jz XA~
Fig.9 Binding sites of miR-423-5p and KDM2A

RS WIS REFMEELER

Table S Comparison of dual luciferase activity

ZH 5

GEjJJ MIF-AS1-WT MIF-AS1-MUT KDM2A-WT KDM2A-MUT
roup

mimic-NC 0.99+0.18 1.00+0.27 1.00+0.15 1.03+0.34

miR-423-5p mimic 0.53+0.14* 1.08+0.32 0.33+0.11* 0.97+0.31

*P<0.05, Smimic-NCAIMH L. Fts, n=6.
*P<0.05 compared with the mimic-NC group. ¥+s, n=6.

WTHIKYSE3041 g+ , miR-423-5p mimicZH ) %¢ )6
HHEETE R (P<0.05). W35,

3 g

ESCCZ i 2= ERECHH 1] 1190%, H A1 id 50% %
AT E, FEESCCHITETER R AT RE WO FATE
IR KA EVEAR Y. BHAr, W5
HHE K 2 ESCCHIARAEIZ I 5 3%, SRTM , A71E1R A
i AR CRFERZER, PARAT RRIBR /N A8 55
B R AR NV MR AR B, W IR R

M SCCHUE , CHH TIH K ESCCRIR AL T , {2
TE WS ORI AS iR 2k e A A A 2 10, R
BRI ESCCIIRTT i i 7 i3k fg, (HESCCH
A HEAR BN BRI, BT SRR
1 9%% 27.1%2. 8], 18 V) 75 BB HII6T7#E 5 .
DR, R ESCCI 23 FHL , AT LARf 2 8 (1) 5 s
EW B TE R FTE T 7 WA ESCCHRE 11
=
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