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Abstract

KIF23, a core member of the kinesin-6 family, exerts pivotal functions in malignant tumorigenesis
and progression through orchestrating cytokinesis and signal transduction pathway reprogram-
ming. This review systematically delineates the molecular mechanisms underlying KIF23 activity,
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with particular emphasis on its aberrant overexpression across diverse solid malignancies and the
significant correlation with patient prognosis, substantiating its emerging potential as a therapeu-
tic target. Furthermore, we critically examine the developmental landscape of small-molecule in-
hibitors targeting KIF23, elucidate underlying resistance mechanisms, and address strategic chal-
lenges in combinatorial immunotherapeutic approaches, thereby furnishing theoretical founda-
tions for future translational investigations. Finally, we highlight frontier advances in non-coding
RNA-mediated regulatory networks of KIF23 within tumor microenvironment remodeling, under-
scoring the imperative of interdisciplinary research in surmounting clinical bottlenecks.
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1. 5|8

e P e 1 2k S A P oy SR A TR AN SR RN AN AR e MR B UIAH O, DK S 2 1 88 5% (KIFs) IR H i 45 22
DEAIRZ O T RSO I I 7T G . o, KIF23 (Kinesin Family Member 23)fE°4 kinesin-6 3V 2 % 52 ,
T IR R PR 5 O R R, AERFAR ORI . HL AR T LA T OR ST R N 3 By Ik 5 4 180
EIZENRE T IR X R C i R e M AR AR R 1, JETT0E RhoA-ECT2 15 5 Hli 58 B
MO 2E[1]. KIF23 [ThREZRBLAMN RE 2 AR 2, S I i s AR AIME 508 26 28 SONHE DK 5
WAL fEREEE . AR M SR 22 MR T, KIF23 #ESS@E A8 E f-catenin 25 A0S
Wnt 3@, 755 & — [ AEMT) A GHIE S PERSR[2]. i 82 O IR s — P47, KIF23 78
Jiti e B B R R b B3 ARk, HS B A AR A A AT I 2 5 35 A O [2] [3]. RE A
7 I I A5, AE KIF23 06770 4 4 A e 5 ot 8 200 %7 A 15 2 S oA 855 1) ELAE AL AT A e IR N AT

2. WEIFEH KIF23 195 FHLHI R &SP rER
2.1. IREHIFR KIF23 899 FHlEl

KIF23 (Kinesin Family Member 23))& T3¢z & [ (kinesin)i# K jif%, H AN Kinesin-6 FKEH i1, WHIFK
J4 MKLP1 (Mitotic Kinesin-Like Protein 1). %3R4t 8 A2 —ME KRBt ZsER, FE2E
A 2O R G BR, ngiiR R . ek AR 0 3. INGEH B, KIF23 A& fRSF
f N 3% Ty ik 45 Fdsk(motor domain), %45 KK B4 ATP BgiFPE RN 45 & 6871, A KIF23 VS IE WS
AU ST AR X (stalk domain) /™5 Ak C i B B KR S VE RN 9T 5 R IR R F A BLAR AT,
TERIIRETE - EP[4] [5]. HAZ O TR R ILAENE A b S G7HE4A (central spindle) F1H1 [A] 44 (midbody) ) 2H 34 5
e, EHA 2535451, KIF23 5055 (11 Rho GTP LIS 2 F1(MgcRacGAP) A4 it /3 24 J& 3 & A
(CYK4) TR A5 U 2 44 & 44 CENTRAL SPINDLE COMPLEX, 1% & 7E 97 A /R IE IR X 1 5 5, i
I H BB R TP AT O R NS SRR R R Y B A 23 B 58 A5 5 S5 R SBR[ 6] JU B i) 2
KIF23 i i 5 H WS/ GTP B RhoA ¥ FiiF i+ Kl F——Rho &R A #e K7 (RhoGEF) ECT2 % /7%
5. BECT2 & RhoA, T fil & R 88 7 F Rho-associated kinase (ROCK)FIJLEKEE [ 11 (myosin 1I)
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MBI S B, e & BREN LB ER R (4R R 25 5040, Se A FAn IR EE 4y B8 7]. #ikid
FEZRH, BSR4, ORI R AR s P i B R

KIF23 (1335 5 7 1 52 21 7 b 10 40 M B 30t i 42 o L2 53 52 400 i ) 31 25 A1 [ 905 X (Cell cycle genes
Homology Region, CHR) & 3l T ozl . 78 G1/S ¥, Z4MufitRi#| 2 44 DREAM (DP, RB-like,
E2F4 and MuvB)45 4 CHR Juff, i KIF23 #5%; 3t N G2/M #J5, DREAM & &WfEE, MMB &
PI(Myb-MuvB)HUT AR 2 45 %07 &, P[RSR R FOXM1, BRZN KIF23 787 RERE 7 1 m R IA 8]
IRk I S PR TR 1 KIF23 AXAE 20 M 73 R & R ¥R DI RE, 8 fa k2 20 = W s A SRk 1)
WAERS . deah, BB MR ik . 12 F A4k S0 B4R 7R 1) 25 BRI IR L (desuccinylation) A% 41 1 45 3
SERL. RAEMERNE M. B, AR E S, KIF23 X4ER s T/ fa s B o, Hihfe ki
SRR E FE 9] MAERRT 5 N, KIF23 1714 5 F it U 45 5% & 1 ik 39K o 301 18T 5348 7 SIRT7
AL R PREIRE S KIF23 SR, MsmIARE v, (Rt HRIR AR /- m 4 e 3G 5 5L #8 (6], X 3R
KIF23 76 e b 1) S VAL SR A T8 1 2 PR - 25 1, KIF23 14 AL R — A2 2 B 0O 2 R 10 3)
AR, HAZOTE TR RG2S ZM R BN, HAR N BB SR R RZE

2.2. EEHER KIF23 754 M b (R

2.2.1. KIF23 {2 i B s 4 3t R 9 53 F AL

IKEN R 1 KIF23 1 5725 ik L IhREZREL O e se 5 Z MU R 4. RIR. RZBRS KA
ST VIM O, AR R A R 2@ T i 7 2R L . BOm S BUR S 5 I8 s LU S A At TG
PUEEHLESEI. 7EANMIIG S Z 1, KIF23 (13 el 4715 T 2 F SR A g g b o 75 R4 a8 (HCC)
W, KIF23 54K 1 (variant 1) EET S, FPHEIRM TESIRRRESENBUE A RK T, H
PRI 5 B e (1 PR 2 IR R B A 1 5 AR A R A R 10] e AL b, KIF23 e AR I3 I 229y 343t
T, SRR BT 2 2L, 75 K AR B A5 14 (aneuploidy ) FH A KT 2H A Fe € P (genomic instability),
SRR 4 AR SRR S A B RN R B MR ERES] [11]. 7E4S B, KIF23 AR hmisREam T
A, HEFRIEAF SRR, M7E CEA K& CA199 /K2 IEMAIME. ThgHs sead ay 2 1) 45
¥ RKO AR AT RE R T, ALK K 2 SR i 58 2% p53 1 ARG : KIF23 R 58 MDM2
RARIBEG, BHmfaE ps3 B I B RS p21, 7 S 40 A 7].

TEe B3k IR 2 22 5 72 T TH . KIF23  B94% O A ) 2 — & SR8l b 7 — (8] 5 4% 4k (Epithelial-Mesenchymal
Transition, EMT). HI7E = B PEF I (TNBC)H, KIF23 it ikt T il L bR &Y E-cadherin. L i H]
JFibr £ N-cadherin Al Vimentin, &35 34 505 40 f L FE FR 2888 J[12] A, 78 HURIER 73 LI (ATC)
X f FAR 2B ) N 2B MR 2 — BRI FE o, KIF23 BEE S RS 40 IS /1684 1. #0i KIF23
AR E PR ATC 40 nIE B MR 22 R [6] . R R LIS SR B0 (5 5 0 B 1 7 o SO B %A 4.
R A KIF23 X} Wnt/-catenin I8 8% 112 . B 7R 8, 7E 7L H, KIF23 il id f20E I-{2 ik p-catenin
R, BOEH RS, HET RS GE A EMT #ERE[13]. 7€ ATC v, KIF23 3Eidiis Wnt/p-
catenin {5 5 I 79 41 JfL X 2R FE T (ferroptosis)——— PR A M i o 3t 28040 DR B0 R 4 i ZE T T X —— A0 3K
PiAe /1. MU L, KIF23 id3ik i GPX4 I FEACNE S E bR 54 MDA # LPO /K~F-, M4 520 i i) 44
PR REHEPLRE 75 MBI Wnt/B-catenin 38 i U 7] 56 73 18 5% KIF23 A 3 HISE T3P 6]

FEYRITHRGT, JUHORAGITIN 2590008, KIF23 HIVEHI H &2 8 EA. 1E RSN E A FGN ST
AR, KIF23 4 BIaf 1 i HHE TR 2 S BUN 25 pLE 2 —[5]. e, KIF23 55—k
BN E KIF14 JL[E R, B 55 5 8 40 i 5 2 47 3F JE (sorafenib) A EH (cisplatin) FT 245 7£[4] . KIF23 /i
ST 251 5 2 R KA S — 5, HAR S ZMPTR TG B 4R T R AR 25 K T BRI
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Ji— 7, JEILEEE Wnt/f-catenin SF(E L A7 RS, (R REAE SR A0 B AL 2570 8 S 45 D5 HOE R RE 1 LR AE
TR BBAh, KIF23 75 iR 40 Mo (CSCs) B340 M LA b i) e A AR 4ERF T S 25 R B e, 5
R SRR T ORI 1] 3.k, KIF23 i Z4ERE. 2 2 U BIATL ST T i e F) S 1t AR 245 7 185
A8t FE R AR 0 T A B AR X6 T 4 R

2.2.2. IREHEH KIF23 RGBSR

BT AT, KIF23 fENIKEIE AR, EMBE PR T — M Wnt (55 . BRIETHHT &
EMT B2 RS ME RS 4% . AZOHLHIZR A : KIF23 (@id 0% Wnt/f-catenin il 4% (52 € f-catenin Ff L
W c-Myc), B 5 A0 X R AL T T RE ) SRERAIESE, KIF23 JEFUUBA AT B B-catenin & PE, [F]
I8 IR SE T 5 S 57 erastin AR 2z, KIF23 RE@EEHE GPX4 (Bt H ki Stk g 4)F0
FSP1 (BRAE T4 dR 1 1) CHA FIRIE, M fE st AR B, T2 Wt il 5 8k 5E TR0 R 3R
2% [6].KIF23 iti@ it TAZ-TEAD2 fhifi#% EMT #E#2: TAZ-TEAD2 & &4 KIF23 #0355 » -1# CTGF.
CYR61 SF5EJEN, M2t Slug. Snail & EMT #3[RFIRIE, 40T AR 22 [6]. %55 Wnt
K AFAE P [ S——p-catenin A% J55 TEAD2 &84, JLFWEGE EMT MK ; 1 EMT HEFE 4R
g R (L R T AR E ) Sk B 4R KIF23 A S BRAE T3P [6]. Ak, RMBEAABMH WK RNA
X KIF23 JE 31 I 15) K B8 1% J5 S Ui 5 KIF23 BERR AL IR =) 36 [R5 40 45 0% M 48 I T g 2 UK
TEVRITZ T, KIF23 JREN I SR ST N 2. — Jy s id PI3K/Akt @ ERHIHF T2, 55—yt
f-catenin-GPX4 I8 sk AL TR L. BEA LM SEBE a1 Wt 0157 NTZ th [F2FE T2 S5 erastin, 7] 52
WA 251, TR IR T IR TR T A

3. IREHEH KIF23 {EAE M MEaTH R E N
3.1. KIF23 2 M B R B B 9 FHLE

KIF23 38 A 1 1 42 L 43 SR AR AE SR I8 R A R e R R R B E (L2 1) TEZH AT 2250 34K
H, KIF23 g H N b G5 i 5 g 45 &, NSO IR E R s R a5 0, & e s>+
YR 73 B[ 14]-[16]0 X — AR R R VNG B R AR A ML R, (R B R ARG € 7% o Takahashi
SRR FEUE S, TR RIS th Bk KIF23 R S /0 2RI, 51 G2/M HABE A JF . 35 4 i)
iR S, IF S A 2 e R A0 R AR B AT BRI TR 17]. KIF23 FR DRz i 4 i 73 2430
Wi, JLRIT R 2 ASURE SIS RME R A RS RS, Xu SRR KIF23 @i p-
catenin 25 24447, W& Wnt/B-catenin {5 55, 73 b — R FUEACEMTFET, AT s 40 i i 2%
e J1[18].

TE R i 15 B I T, KAF23 it 5 G 92 4100 1) 1 200 A P 52 EAE PR T e S e g i o ol 1) PP
WHtE7, KIF23 fE4 TAZ-TEAD2 ¥ E G0 N850, 5 ANLN Wip[A] V45 /0 40 39 5, 10
TAZ-TEAD2-KIF23 il n]idid 4% e i i fir FRIAES T ARFess, 6 it afirss. EEE
B2, KIF23 L] fgilid CD47/SIRPa flifh] E g4t i th @ i, THArme Il 2h e, AT Al 55 B4
i X PR 40 D 40355 B R 0 (BT SHP2 22 0L AL MLHIAF 72) [19].

AR, iR B 15 L R HE AR I FLRR A AB ) NK 40 bE AR, S BOLZR R D Re R AL AL
RS YE TR, T KIF23 27525 ARG £ 50IE . KIF23 62 51 F st k& yis . £
ATC 8 R I, KIF23 Jof 3805 2 3 PR G 53 i A6 7= %) MDA F11 LPO 7K, $2 i 23 bt H I S i
Tt T Jiv a2 M ST BB TR Re T X PR YE AT R S KIF23 Jdid Wt JEEX AT GPX4 HEHRIBAH
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5, NIRRT 2GR AL T . SR, KIF23 T A e 500 ek Ra 4 0 77 £ T (a8 i o
fift), FEAHRRAANE FR5ES, EAH T 40 &% NK 4I0EE[20]. KIF23 FISUR S I &R0
B Z 0, e E A, KIF23 53R MR R 1 PRDM1 JERIABI R E MG, W2 1 [H4)
P A B R %, SR R HE S R

Table 1. Key signaling pathways regulated by KIF23 in tumor malignant phenotypes
= 1. KIF23 R B M R B X RS S s

5588 L TN Jiib=E i
) GSK3p8 Bifktk, FasE B c-Myc. CyclinD1, #5 . PR

Wint/f-catenin Pcatenin Hekkfi EMT T

BRI R ARk, %

TAZTEAD2 WG AY AR T folbh WA
supsops; O O EARERE BT e, e TR ERICR
WRAREE A SELOEEARES PR BRI, I R S
CDATISIRPG 0 ETAEA A 0 S A R )
A S RORSERIL, SR A A

3.2. KIF23 £E BN MEPORE N ESATHEXYE

KIF23 FIRIE TR K 3L 515 PR 79U i O e 1 S FUAE iz S Bl 7 R A ARl T B . 76 B
A, ZHFAPIESE KIF23 /MR b B E mRik, HRIAKES TNM 408, KB4 E R
EADG, HR B I B AAFRMSL TG F 7. 8, Li S8 00 50590 0 k3, KIF23 76§
S HZA R R IR 8IS s CDC4S/ORCL A5 5 il g i 4 A s 5, 88 g 4] KIF23 w55 G1/S JHBH A
[217. 76 HUR B A, 415 B 220 i Bos KIF23 RSN b Rk B2 m s Ewdlgl, iS5
i ged SR AR BE AR 5%, S HAE AR5 W IAR S 71221

TE S B W IR 20 i e (HNSCC)h , Kato 25 & B KIF23 5 KIF 11 B [543k i 83 200 it 3 5050 P2 AR A i
Zjo WGIARFEAR M o, KIF23 5 R0 B R & 8007 A7 IO B 28 8 25 A, ot Je AR A7 B4 A5 0 40%,
AR AT I 25 TN AR E40(23]. B R BT FCIRIFEIESE T KIF23 WTEIME, 25506 7 s
KIF23 5 CCNBI1 ik i lit% D EE RN 2%, P R B PR A2 R B K FROE R B AL BT E, H
55 IR (R 2B AR B A R AR A A DA G [24] . BRB) ER 1 SCRRAE it b AR 58 KIF23 BRmpya 7 i 6t 1
WA RAERT KIF23 72 o (R e v 7o /b, {H KIF20A 55 520 i bt OOk I Sid i 1 4 40 f
2o Sy ZUR i R, SRR BRI 22 5y ZL R B A AT Re RO IR IR TT R SRS

MIBST T T 2, KIF23 (14 ) SR CAE 25 Fh s A28 e 3 B IR (L 26 2) o 72 R I PR AT A 72
1, $Em TAZ-TEAD2-KIF23 il i) Pl S s 3 0 iogg AR G, HaZam ek BT RaF ezt 19]. B4, 2
BN R AR R AE 1 R Th B E ST S KIF20A o5 M1 45 Sl Hoh R, % &3] KIF23 5
KIF20A 45t [R5, AR e S HATEY v] Be [FIAE B ) KIF23 v g ae[25]. — Bt Feda 1
BN RO T s KIF23 RIA 5 MRS AAEA G, SR IR 7T G KIF23 B ) 3508 1) Bk
SEREIE o T B R R YT UBE[26].
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Table 2. Clinical significance of KIF23 in different malignant tumor types
= 2. KIF23 FEAEIE M4 A 2 b A IR B X

WA ERE BUR R Yarr R SR E
. B TR (U SINMAM A e
WO TAZTEAD 555 A 00 F i H**“‘Zﬁ%?@m”‘” TAZ-TEAD2 HHl 37

S 5 KIFLL R RSRIE, Sz ik A %05 40% BT RIT T 2R S
A 5 CCNBI $E33E, P40 TR E T W BNIG T BORAITA FE AR

g + >
R Wt/p-catenin i ES B 1 45 i Eé“y‘:;g’i’w BRBET- 5 SRR O

3.3. KIF23 fr ST Z5HL 6 S #E =TSRRG

i gga it 24 A SR R VR I A% o Bk R, KIF23 783 R )i 2 B O M (L3R 3). 7E R IBHE 1, Kato
AR B KIF23 ik 142 DNA 451473 82 s AR HEIAR TN 25 . HLEIBE 73R B, KIF23 5 DNA MKt A
B (DNA-PK)E S Y0AH EAE R, I IAH 5 5 1 DNA SUEERT 2454, AT 11 58 250 40 i 3514 « KIF23
e A dE 2 B R4 S 1 yH2AX BB ST B, IE K DNA #0515 5 KR L} [a1[23 ] . £EFTE IR Z5 L HIATE 58,
Saito %F1F 5L KIF23 5 ANLN LRI SR hr AR e 2B, Hoid RiA S PI3BK/Akt AEA7FS 5@, [FHf
AN ek ABCG2 RIS ERIM N 29 R [19]. AR G Fudk— B4R, KIF23
RILKF5 2R AT 24 WM 56, HALHR D 25 P /MR BTG . DNA SR 3858, A Tk S AR
T P AR 5 2 FLRAR[S] [27]

Table 3. Major strategies to overcome tumor resistance by targeting KIF23

%2 3. #B[5) KIF23 72 AR AiEE s 20 00 == SR A%

i 2K SEgpL THisH Yy o A

PK 7 &R, B o \

DNA i1 5 438 Dﬁg&%i%ﬁzgg KIFZ”“E;E?& PARP g b 1K A e
o R 4B Ry e N
YTk Bel-2 rf}ﬁ%%%ﬁ%ﬁﬁs BH3 *%Mjﬁhugjfu KIF23 S BOLXL /S A f (5 2
. LA

LA ABC gtiheis b NFPTROTAC AR s g gt

a &Y i . N
O T4 B 5 TAZTEAD? {5 5i5q, <23 ﬁﬁgﬁﬁﬁf MHDE ) g 5 L
fehE R BOAETHERAS AR KIF23 SUBIFIRER erastin DI SRR LG

MU TR 3% Ff RE 5%, KIF23 G 4ok (A A2 10 40 A T AR PP AL E RS . (2 AR, KIF23
5 CCNBI PRI T%E Bel-2 FRER RIS, (2t 47 8 1 BCL-XL MIZRRIARFEAL, F25E btk b
N, AT ELISTAR I (38 C BRI caspase B0 NG AL [28] [29]. BEAh, KIF23 iE2 5 1% H WA LA
YERF IR AAE 25 S 0 P IIARAS . RO, KIF23 YIRS R A MO R F LC3-1V1 LU B34
BEAR, p62 BURIEHN, RW]EWEFZF, B 95 A0IAE AT 70T B E 3RIG BRAE /1[18]. IR T-4H A 4n
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MI(CSCs)TEMY Z5 A (3 14 [RIFE 5 KIF23 AHoC. fEPRB AL, KIF23 @i iiiE TAZ-TEAD2 55
i3k CD133* FHe 40l F R FEHTRE /7, 7 M40 M8 =Rk ABC Hig B AFRRUL, B AE i 25
B EBLAEI[19] HXF KIF23 /- 25011, 2 RS M Ss (R AR D K e o /N TR 7 T, A
T KIF23 Sk g5 i3l bR g5 M T H A LA Bh 25 P s i CUfE tH 2 AN &), it 5 ATP 456 1148
SR GBI KIF23 BOTHAES 0% ATP B#iE 1. PROTAC AR NGt ks vl T T-B, i i L
hRE T B3 2 RIEHMSEE S KIF23 EAMIT, HSHZ RMWMHMR5]. fEREAIRT U, KIF23 Ii
BRE AT S erastin BCH7E HUIR IR 20 A A ) v R I HE B35 VR IRI RS2, FEHLHYS ). GSH #EiR 5
Jig i A R AR B A0 1 R [22] 0 G VAT SR R REAE AR 00T, BET KIF23 KRR R BT K A 5 R 40 i
92 TR PR ARS8 op B T S RIS S 1 T ARSI, v AR 25 42 (7 JEL i [ 191

4. PBhFER KIF23 Gk N A EIGEBR SR K56

S KIF23 1E9iRy7 AR DL B350 1y, JLIIRFEA I G 22 SRk . 1 B PR 70 T 30 ) 4 5
i i ——KIF23 fEA4 VA 22 53 R AN el i, 4 S 400 m] 5 51 R B s 00 o) S5 700 SR | PR 5] 23]
BT I A, AR RAE A T SR AR R R S VIR R G, 9 QR P iR A S S R g K B AL siRNA,
BT AR B R A 250 . R, KIF23 (0 TS MR AEE s FE B 4% k. fEATE S, TAZ-TEAD2-
KIF23 fll5 ANLN JERIE [ 45t 2% , B— 8 ) v] G 5| R ACBEPEMT 25191 [30]; M7E B, KIF23 5 OCT4
(P TR FH$R 7R 7 FF AR sS4 A3 1] [32]. fRpe il 10 R e 45 & 22 2 R e R PRk e A5 5 T
fl i@ CRISPR Jifiik % & KIF23 A MBIk LR . S8 =, MurskZ af S M7 s miite £, BT
BN R 782 8 PRDMI AT REAE A KIF23 ¥EIAE YT AR IZ WA 25 [20] [33], (HIEHE A 75 KA L
WE. ARRMNIRRIEH M DNA H KIF23 JRAEHE . LWL BRAS &L 59ES S RNA 41 circRNAs [f]
FEAEFIMZS, @A I A R[S5].

MBS0, = KOG FIRAF A Ho—, IR (b KIF23 78 FoR AU R 52 b /R AL . AR5 i
FiiE~ KIF23 J@ 0] Cesld MHR I MR IR -SA L T BRI B B30], 1ZI0GAE N IR b 1) S5 2L il
iy A 8] B o 1) P 2 (AR 2H AR AR BT KIF23 sl 2 e R AR AE , T BB R IR (A 55 . L=,
HEHREHELA I RO R . S E RGBT AL KIF23 AT 4000 2400 R B34, FF R LK
Ji Wi 2 i BB R R VR T R B L=, IRR AR AL A SRIE . T BTS1 AT G e A s
FIENIGPR, 75 B 5 KIF23 $Ra)a7 I P [EHLE], R 0 KIF23 SR s di e 26 & T 20H0R
TRz . thAh, IR E AR S RS BRI, TTEIG R AT B R e DA VT T, PR
I R R AR o EA I8 5 R A Bl R IS IR IR TR oK, A R R S AT A,  SEIL KIF23 $E[)ya

TG R 3R 2 .
5. &

KIF23 {E IR 5005 2 M5t 70 R B S S R -, Hoar LI T 48 A i
KA E Mt —J71H, KIF23 @i 203 CENTRAL SPINDLE COMPLEX & & %)% RhoA-ECT2
M, WROR P ROEEALREAYE, HLIhRe R B S B O AR AT E MEAEE R ZE S B, e iR e A A
Bt H—J7, KIF23 @ik i g mss mBMgE R A, (2dF EMT. A EmiEM ik, £8%
fige  FR IR A 204 g S TR IR BN AR 22 5 7% o IR B 22T ST UE S, KIF23 7EM s . BV s A o A Rd
LSRR R Rk, HAS M AR A RS S AHOC, B HAE NS A e AR
VI 716

TEVRIT A2 T, BEn) KIF23 F5EES RBP4 M. IRIRATHTE R, UIBR KIF23 WS
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G2/M FHBH ¥ 25 40 g 38 5, ELPE B PRI v e RUBHL T I 0B A o RTT, A w1 505 T I
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