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Abstract

Glucolipid metabolism is a core life activity that maintains systemic energy homeostasis, and its
dynamic balance is essential for the body to adapt to changes in both internal and external environ-
ments. ATP citrate lyase (ACLY) serves as a pivotal regulatory enzyme in cellular metabolism, bridg-
ing glucose metabolism and lipid synthesis by catalyzing a key rate-limiting reaction that links
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glycolysis to fat production. Recent studies have shown that ACLY regulates cell proliferation and
metabolism and is closely associated with the pathological progression of various metabolic diseases.
This review systematically summarizes the structural characteristics, biological functions, and ex-
pression regulatory mechanisms of the ACLY with a focus on its regulatory role and molecular mech-
anisms in glucose and lipid metabolism. Additionally, we discuss the research progress of ACLY in-
hibitors in the treatment of metabolic diseases, aiming to provide a theoretical basis for mechanis-
tic studies and targeted therapies for disorders associated with glucose and lipid metabolism dis-
orders.
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1. 51§

BEREACUE Ry AR RE B b 4s EEORIE, eSS T oA . H3RAL S0 M . 2 OB R
9o S AU A 5 g 7 1 0 55 22 o o KA P 1A R A R S B DDA O [ 1] o 30 287 W R I 1 ek i 7 A i
J5i 4= i (De Novo Lipogenesis, DNL)ig 15 55 %SG, ik & 11078 465 W m] 48 s A2 5 Ak D R iy B R0 HEL T B2 2]
FEIX — REERAT T, ATP-FT R IR 2L B (ACLY ) R HE WA AN T AR 2 ] (R AL VR - FE R R AR
T BT A PR TR R R N R PR 22 = IR IRIG IR AR TR IR . UV RE B h 70 R I, ZRRAR N AT
FR At . e, FEZRRAFT IR AT IR BUR (CIC; SLC25AL) M T R, & kI 12 24
MR, Il ACLY AL ZLMR N 2 BEslE A FIHEE 28R, [FIREE: ATP JKf# )y ADP FIBEER£E, M fS 5
DNL [3] [4].

ACLY J it C7E 2 MR h IR S22 S5 B0m R, BRI BONAR RIS I iR T 3E vl o BExt
ACLY BRI A, WHERANED S /N, OChsEEE. £CEERGMHNT ACLY
(B A MIRRIE S AR Thie S FL AR 358 R SR SR 30 R AR MR S5 AN [R) 2 R BT 32 B Rk AL, R4k
HAERERRAC S b A CE ] 22> TR, HIBSE ] ACLY FITAYT HEME 76 A0 S8 T #4018 )1 5 N T AT

=N
2Ro

2. ACLY WIZ5#IFIThEE

ACLY ZEDENL T AR tlE 179212, Sioidfidy 1101 A2 EMRIKIEALARIT ATP-17 15 B AL i g
(ACLY), ZBEERAFEAYIEIIGE, FE 4 ACLY 415 1B %) 480 kDa (1) [EVE VY R AK[5]. M7 T4t
K%, ACLY tH ACLY-A 1 ACLY-B WHHB/r M /e 1EJRAZAA R, X PANHR 43 LA ST (¥ 5795 45 i 5 =X
FEAE, TTESh YA I B i Th B (R DU SR M. A Bk L N Ui TR A & i (CCS) (B
¥ CCSPB 1 CCSa WEIX)HI C uihTiF B4l A RFIG(CCL)E M, b C v Tz Mg AL 1 A0
[2]. ACLY f% 6 NMRFEMELE M. 4iMtl 1 R4l A 4G Z5i5 2 7% His760 AL IR 1L
PR ZERI0 3 R 4 41 5t ATP IR HT B IR EE AL TR 45MIK 5 RATIEIRE: & 07 ss C Im&h Ml 54T
W45 PG (CS) A7 LE AL S5 I PP F1 [RIVR M [ 1] -

ACLY AL B DU5 4 8, ] Mg-ATP 5 B HIBESE &, LR ST B S IR VR L ik e 1k
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BORG 4

FlEfE Mg-ADP BRI, TE AT E FIAT IR IRIG E &4, 2 Johiiig A RIS 0ds, TEFTIE IR Eh AN
Bl A Z R BB S S RO LB RR 2L, B BRSSP IR AR FT AR IR A B A, FRId I S 5 SR I B (548 i 1%
TCA 1B ZLAR, A L B A 2 BEH G A [6]. ACLY 11k A4 i 2. Bt il A SREh 5 RN & . H
o] AU 2 e IR s A B DA B R 1 SRS M S O A R, [ B R 2 A AR R 2/ TR TR 2 AR Aty
AR JRERAS[7]. ACLY T @A TN, (HEAmFeR A, 7E0 7L sh P 2m M A% Hh 7 e s i 1) A7 7E
[8]. HLARIKIGE AT AN, ZBEERTFAE S (g i Lk 2BUERIE, WM OAE. /Mg & E s
MZRIE K AHXTEEAR[6]. Mk ACLY B, &S ZTh4EE A & %l 2 (ACSS2)RiE i, FIH 1%
th5 ATP [N AR 2Bl A SRYERFANMIAEAF[9]. IXLE LRI THRERF AN IR 7 T ACLY 7EAR 1 4% M
L5 Ot Ay, BT B PE e A R 22 R

3.ACLY ZZEifFiE
3.1 BFBE

ACLY 55355 2 Pk e R I 45 . SREBP-1 /2 JH[E B A AR TR & B IR Bl S I, 44l iy
JIH [ RE 7K - FRAR RS, SREBP £ 4 Joit RS T8O %12 28 5 R Ak, 48 S1P. S2P & BB )& AL s SREBP-1,
NG G54 ACLY JEBH J3 5 T30S HLEE S [10] [11]. LXR (FFIF X 324K) @ T4 3¢ P 7 B A is A A% 2 A
GBI, T A A JE ] P S 28 Sty b AL T e/ HERIIR D7 A2 B [12] . LXR AT B 445 & 4 ACLY JE[HI 1)
J& BT X LA ST 3RS 5 5%, BT 5 SREBP-1 Wi [/ AL R L ACLY [3RIE, M4k RRH [E AR 2
L RE W5 AE P AT [13]. ChREBP 2Bl IR e - 31 - I8 e/ e Z FR b e 5% 5 N F R e, ChREBP £ %
ChREBPa 1 ChREBPS W FREAY, i ik /BN 24 i P 78 26 B 7K1 I A2 A sh &8 4% ACLY [)3R1L[9]. 78 b
AR, AEFEARUY) R, {8 ChREBPa #E U H MRS 5 A1 NH A%, S84 3] ACLY JE3)
FXash iz, R4 E® ACLY, 4r4bif 31 ChREBPa FKiAJk 55, ChREBPS 1A AN bk
[14].

3.2. BREEE

8/ RNA (microRNA, miR-NA)& — 2 5 ML 75 B R R 1 3Eg 5/ RNA, B LS5 AR KA DL
K BN N DUBRFE D R IX 1) — R LI[3] [15]. REMTFUESE, miRNA )55 RIE SRER G5 . 7
To. R28. BRI 4 I 55[16]. miIRNA 5 ACLY k%M 52[15]. Fl, miR-126 fE#H
PEFLBR IR TR B T, HRIAKP 5 R R AR Y)-1 (IRSL) R ACLY SRR, JEid | ACLY FH
TR A JEE o B RE AH S ALC I AR AP M miR-22 #UE B Pd i EL 2 T ACLY Ik R ) s B R 1L K 6
(ELOVLG) ) Fig J R A B A firk 76 41t B4 5 [ 1] - miR-182/PDK4 (75 i & it S BbFis g 4) 76 it v 3 o 1 1)
ACLY 1519 i 10718 M Sk 2 B DLURR /D g A= K [17]. miR-24 383 R A 07 A= s e ACLY ik, IF b
H HMGCR/SREBP2 1) &3 S 18 hn iH [H -4 5[ 18] . miR-133b, AFRNLAE:FYED T, 25 LA M 1k
HVLAHMIAE B, He B PPARy #1477 XA ACLY %% sk ig 14 [19]

3.3. HiFRiEh

ACLY RIABRZH SIS, TEEA/KE Ll B CBeis e, FRlid iz Rpm. xend
T 40~ 46 T R 0K 50 200 ) 0 R o TR Ik I BN [4] . LA A T 3 A 5 A v BT Z A7 A, 44
ACLY AT M. TR BT, P300/45 454 & A< X -7 (p300/CBP-Associated Factor, PCAF) Z,
FRAL R BT ACLY 52 iR R V& 3 (Lys540, Lys546 FlI Lys554)f) Z.BkA, AliEad b 95 Haz R A7 skl
2R R A, TG 5E ACLY RS E I, S ZREIRNIBR MK A ORIt fa g FE 6] AR, 25 ZMkAk
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B sirtuin 2 (SIRT2) W] EFRIX =AML BB, 1 ACLY 5 T2 R I B 284 B AR [20] -

PIBK/AKT & 2 41 B A7 15 (1 S B 5 @ g, 2B g — 77 T n] ELEEWEIR 1L ACLY 11 Serd54 £y LLFa
EHEELEN, H— i@ S SREBP-1 [14% il ACLY mRNA 7KF B8 [ /AKCF R 5 4 Sr T
SREBP-1 [11]. MtAb, #%H _BEERIEEGEA cAMP AR5V B i &6 th r o i R 1L I 1T ACLY Thg.
ACLY @I B BR A AE 1 B LA 5 S 40 i 98 5E [ B -5 DNA #5158 Rt #2[21] .

YR T H A A R — B A I R AR S N FLIRE 4 5 MCF-7 F1 MDA-MB-231 4 il i 1K
KDM5B mJ# it #d AMPK {5 5@ %, &K ACLY & FH3#RIA[3].

RREAOMRERGTES RN BRES, FHMHZRSTSEREASEE, ZRAEEEAR,
WRAEAFBMNEEREZ — EFTE T AR+, ZREZBHESYIIZ0ES Cullind (CULI)E
i 5 ACLY MIIERCASEE I Kelch FEERRL 0T 25 454, AR AEZ Rz 2, Mgt ACLY &
E A AR EM[22]. CUL3 KPS SE ACLY EAME, %M % Sl A RS B3 MHx
[3]. (A, $27 CUL3 [MFRIA/K T, R sEGT ACLY HI9Z RALEAR, HEMmHmiH b ACLY SRS 1 A5 i
MKAE R A B B S S B RS MR AR K A E

4. ACLY EEREREHRIER
4.1. ACLY 5/

FEA A AR DL “Warburg 2087 b, EDILRIELESAS 7S L MR, ik seimid mdk
SR T g 11 = 2R A ST B TR A R SR X R [23] o AR i 0 o 4 I i 1190 22 N IR A0 R (W T e K
B A OIS . B 2= ) N R 8 43 DAFLIR T HE tH A, 12k 7 D v 32 306 T ) 20 B 32 41t 2
BEIRE R, AMBANIABE IR AL L HEFE RS IO B[ 11] o E 43 7 AL 1 PR B Rt N 2R 5 5] S 2 bk Hh A 7A
BRI _ETF, AR A IS M BN R)RE R, W ACLY R . Bk A[2]. IE4h, ACLY B E B
J2 4 R R A B S R RS I DG 7y 1, 3L Ser979 47 YT O-GIcNAC Bl S AV G 1 T 12 52 41 i 41481 287 vk
FESHAS T [24]. MR A HE 7S L0, Ser979 WEIEALINSE, Wik ACLY BEvE, X! & BE R I5 1 Bk 1m) i
JDTIRE B S ARG s A DL Z N, B I8ES, ACLY JEVEFE(K. Ser979 fir sl AL (1 Ser979A) 2=
SEAFHIWT ACLY Xof 761 27 B 2 BRI IR ., I SE AB U S R4 3715 5 5 P AR a5 RS i 7K,
f8 ACLY Ref% Zhas PR BEACU S5 8 5T & [ 24] -

4.2. ACLY Shg{tist

ACLY MUEHARHEEAR, Eib25 THREMAN . ACLY EAREAGRNEZEN, Ak
JUTIR & AR AN P R RS AR SR I A G A [11]. Z0M N SBEATRE A 72 S AR A FRILEF(ACC)
FOHEAL T 3 Ak P e A, BE T IE I IR 1072 & BE(FASN) B9 22 A S BRI B D (AR BE , e 2% & R
KRR A AN G TR [25] . 76 R IR IRAE T, ACLY $RAtH 2 BEaiing A T3 TIHEEE &M, %Ot
i A BLS CBEEE A 486 TE R 3-F2 5-3- L I 4G A (HMG-CoA), B J5 H1 o — A K PRI
HMG-CoA & J5 gL J5 8 ¥R IR, #Fif&id — RAVE AR S B i 2 A I [ BE[3] . F R R AN A [
B AW G SRR TR HMG-CoA & JE B IFI =4, W2 & BB Q10 J 1l — I 55 51 A W 431 I R it [26]
IR BRI AR ) S ORI RS B 7 SR INE, A R X — @ A2 R I SIS T e A A AE ] e 5 R el =T e =X
KAEAEREEE . AT RVAL, R 40 i pl il 5 e B A QU AR 03, I PR 2 o o R 0T R ) R AR R R B
HEPW[27]. BEFRM, %] ACLY R RHTIG IR & eds Mg g il “ e Lk ” msers, 5—75
I, A REIEIE 755 2 MBI RIS FA M SRR, fid & ki DNA s, AT E0E cGAS-STING
RAR GG, A BT 5 IR XL PD-LL Y697 (i 2514 [28]. bk, 53 AhAR AL gl Lk, ACLY
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B LIRS, DRI e 2 BE W) 26 b A0 st v g 5 & B P 1 e 58 6 [5] [28]
5. ACLY fEFERE R s O N R
5.1. ACLY RypEIF

ACLY [ PR I oy 2 Mg A7 ARUHRFAE,  AEVF 22 JAE o ML 50090 AT A 25 L Hh A B
ACLY )5 i 1 [25] [29] XA S s iR s AR S, AL oA B 51 iy #8hR. HTS4IT A
LR ACLY TR, ECATTRE A% 2 40 il A 1 A L 2T 1 5 ol 1 TR0 S AR T TR B R4, T2 R e TR A
FERNL

511 KAKAED

RARMA WAL R PR AT LR ST R R A 2 F0835 24 ) R e 2400 T 52 Bk 2 1R 007 . e
RILMT ACLY HHIFIE R IRAFAE IR RIR $h 2500, ()-FRFEAT IR R ((-)-HCA), Wil 58 S+t 40 ACLY,
[ B 0] DN FIIH [ B AR 06 Bk [2] - BFFE R, (-)-HCA VR AT B E L ACLY. SEREEEF(MEL).
SREBP-1c 1 FAS MRNA 7K, [F] i} {2 2 & L35 R B 22 7K 7 LA & PPARa FI G A 2 52 /8 25 1 1 (AdipoR1)
MRNA /KF[3] (-)-HCA tHr] i ik RS AE PR BRI IR I ik, il g KPP LI 98 2K (1] SR
M, IXFHMHIFIE — 2 R, ORSARESEERAR. 7R mIRE A R &ME ACLY, DU
e S A T It 00 (\ DH) 35 LAt A QUG ™= 2F I AR 38 RE[11]

B P B (CuB)J& —FiE B b & FE Al s I R AR A NS PR, |2 9 B T TIOME SR« PR R A4
10[2]. CuB I i7-5: {41 s 4 L (PC-3, LNCaP) A= K3 AN T, i %k 1F 5 57 51 I R 48 g (PrEC) 5 1 L
i, SN RIEFREREYE. MR, TR AN FALRIA ACLY AT FR CuB 75 4H e Jf T2[30]. X HfilE
T ACLY & HAZ O /E R EE R

Radicicol /& —FP RINAFIEMITTL I B RIF BRI 2G4, RIS G AHH #R 78 90 (Hsp90) 1B
11752 B V27 [11] - 5 A 35 4 P01 7 AN 7], Radicicol /S EL#%E 54 ACLY [T ER B ATP 45 407 55,
M2 g A TERE ACLY MFLehr g, LAARTE S J7 ) JLvs k.

512. ARLEY

Bempedoic acid (BemA 5 ETC-1002, 8-#£3£-2,2,14,14- U FJE 15 —FR) A& — Pl 20 4 HH o] B K 1~ 114
PRSI, 8 ACLY RIEIEM . BAEIRIRATE A R I B . Puah iR FEaEfh. Bt
R IR 1) 22 B [31] [32]. AEIX H63MF7 o, Bempedoic acid A2 ME— At T I PR 16 (0 A
P ACLY #il57, & —Maiikzayy, 76k ae i i i KRk mESE 4l A & -1 (ACSVLL) 1k
HoAiE % 3 Bempedoyl-CoA, Bempedoyl-CoA &4 PEfMIH] ACLY [ CoA 45& A s, (HARZMFTIEER
AT ATP 145G, AT AT 280 il A ] B A0 g 197 R 4 Sk 5 i [33] 0 ACSVLL st — i FF AR S 14 20K (1) 1
TEMG A SN NIRRT LA Wi sg ag Il JLPARIS, X {15 Bempedoic acid (124 B H 3= 248
FREERTHE, e KPR B8 G 7 Aty T 28 25 LA 25 1E[3] [34]. fE IR R A, Bempedoic acid {35 PR AR 25
FERREE I IH B BE(LDL-C)/K-F-,  BEMEATIE 32%, RURDL T HAhAEAR T EFE AR 254[35] . BILRE (R E G &
i B (apoB). A% 5 Mg a5 I [ B (3F HDL-C) Al iRy C SN2 2K 1 (hsCRP), - [R] I o) A AL [ AT A
SO o AR N TR B S ARTT SR 258 SR AT 2 A BRE A I [34], Bempedoic acid Y23 HY 2 ) IR &
R, BrEmFEm sz R L, T EEIER[3].

BT HRIE 46 G ) NDI1-091143 S5+ PEHIHI N ACLY , s —FpAS ki 7), 3 @it & fi7E ACLY 25
G A BKEF, FEUTZ ML, AP R 5 R4S 6 [36]. EARBA B T4 a4k
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P AR AROE, (R I o B R L S R B SO 2R Re PR T B ACLY SRR T — s 7 32
[2].

BMS-303141 & —Ff 2-F85E-N-J5 FERBENE G . & ] LLdEd ) ACLY A 2 @i .. #htais
JigE (PR 5, DL RO Sk ERHS fE (HNSCC) 20 A 2 2 10 IS 4 O RE [37]

SB-204990 /& SB-201076 ) I IRAEYEERTZ), g4 it 7 SB-201076 A 4FIH
FE o ZAEDNER—Fhm 8 B R AA R YR ACLY SHIF], £E B F0 b a2 B T A P S
KA A L R I R 4 B3] B4, SB-204990 it ik ACLY BRI 1 8 i SE0bE % e 1) T kg
IG5 SR N R 216 [3]. BFFTIFSE SB-204990 i FAAM I /N 41 5t 2. Bk il A 7KF, AL
PR AR S 1 B0 51 K MDA & ORI L /NG FE SR [3]0 X — R BAE R T ACLY FE I/ AL 1)
WEIERH, #t—2mE T SB-204990 7EARMH M AAEIR YT KN AT 5, BIL T HAEZ Fm B &1
Mz 7.

ACLY I RV T7 ¥ /13 5k — 0 e B o 75 250 22 (R AP 5 SR8 TR DA 49 4 790 ) R e RS S
FHH € SEAT BORIRE S ACLY i 5] o
5.2. ACLY IR &R MIEM

TENRIFTRAS G 2R, ACLY  BRTS S i il 0 9 /2 i M AR M A 2R SR ENL A . AR T 21
SURI KRBT B FFAEM AR R DURY, IR B 4HM 25 204k B I P9 B THREREAT, AR Ik P o AT AT 350 4 1) 2R 1
HAT e R SRS TR K E BRI . N EERTT ACLY EERE. FET R 2 BB IRIG . O I
RIEFHIVER

5.2.1. BBRE
AR5 B AR S 2 DA o, LRI AE g i v = B8 ISE « 75 %8 B I 2 A IELE] % (HDL-C) 7K P BRI

DA AR 2 i i 2 L AF ] B (LD L-C) FH v o JiR B SR P Bl i e IR e = ZE S R R, 3 80mi g foRE A1 3)
KRR LG 5 o AR S G 0 . VR N TG AT ACLY V& PRI LA R 7 0 6998 1R 1l S0 i o e
fik[1]. Wang Y % ARHEH, SR A5 5 20 23 B 20 i (ATM) SRk (1 2140 58 6 ] IR-61, ]l i 4%
ROS/AKY/ACLY {5 5 54 ATM {2 2380, HE M 58 N PR 5C 1 J6E i 3R AT 5 AR RS P I 197 JH[38] - itk
b, ACLY | 77 7E JE Tt b f 30 HH 8 ZE S H A/ {8, Bempedoic acid #11 BMS-303141 7 Il PR AT 8 35
AR R E S INAIE R R A, B S BN E IR TG K . HEZENZ, Bempedoic acid SRl 5k A
T FE AR R 2] -

5.2.2. NAFLD-NASH #A 2 BUEFR %

AEVERE 1 R 7 P99 (NAF LD ) A2 08 P FFE 5 f5 5 DL P S DT, /0,55 BT B £ g O 2 e 38 S YRS o i s ek
JHF 9 (NASH) ¥ — 2 51 W95 22 [29] » 40 A HH 384 560 11 DNIL 5 25088 TR 38 in & NAFLD (1) 32 ZE R 21 [39] -
Morrow & NJFRIFERAE T —FHii NASH /NERBEZY, AT & B Bempedoic acid /b 1 g B 28 1
M SBREEAR /N S95E DS AR A0 [29] o 33— 55/ BURT N BT LR 40 i 1) 5 56 22 B, Bempedoic
acid i AR 5 A= e I BT RS A6 AR K TR 7 B (TGF-p) 15 5 XS4 FE RS, AT 7 D4 P 47 4k A i 2 R 35
BYEM .. ACLY MRIAWAFIE T MR g AUk, KHIEEE T He iR R PR T ACLY TEHE, X Fpsgm
S ECTFAR B 4TI TR P R RGN, X ARSI E B T T2D (MR IR([5]. R RN S 2 U
BHARDG, R Z MEE R, Jk> NAFLD mlgE<sik/> T2D RO M B (CVD)[2]. T KREH
NAFLD £ &6 CVD, MARIFAEIEAAE, KR 3] — R A SO FEAE = A s, LD T2D
F CVD AR 2 197 1% B B I R X [29]
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5.2.3. ILILEKR

ACLY 1E M I A 46 B G BRI A, RO O U 5 (CVD) B A (1 B L8 o LI A A8
55 LDL-C 7KV B A% DA S O I oA JRURS: T B S35 A DG, KRR B, LDL-C /K-FTt mrg s ikt FE il 1k
PR LB (ASCVD) K JE HIAZ O BEMLAI[3] . 11 ACLY AE JuRH B4 sl 2 H HMGCR 1) _F i ok
B, HCAMIFRILE R RR VAT R I SRR I AL 3 [40] . BEFER B, ACLY #lIil77] BMS 303141 AMYFE% 2 3
SO I S (R ) A2 PRAR LDL-C /K°F), i figimad b i A [ B4 s 25 9 ABCG5/8 33k, (e AH [ FE
JFFRAREEIZ, T34 s A ] e 1 ) A S R kR, RPN FERE AL AR R [3]. LAk, Bhpsiin it — b
WE T ACLY fE AR MR G748 S AT /7, BMS-303141 Al SB-204990 PRk, & W7E i i MLYE sh 4k 7Y
HR I8 R B3 PR AR ROR, A AR TG IR A (0 H ik = R AN AR B K T [2] . Baardman S8 AR, AR
BNKR R TP ) B4R & AR IX . AR X IR, BRI ACLY B3 mRiL. fENH R R 2k
B (LDLR ) M B ik ok AR AL /I BRABEZRY e, 23 M ) B0 e 1 e B E MR At B R 1) ACLY R, 35 RE K
SRR, BARRIARIFE IR S A 4EE JE RN, (A B PR BEA% O 2 3 A0 /N RFAE I AR [41] o TEIG IR
T, ACLY AN ALTT 2 AN 32 807 SO B et T BRI 7 %, b nTRedd
22 B8y VA5 (P o L T 24 s (130 AL T ML 25) FE ASCVD Bl ¥ A R 4% 58 AT (A R SR 7 i adk
— IR R HAENG IR (R ) B K 22 A, AHITD 9 O U BRI T R R AR 7 5%
6. LB

ACLY FE R 5 A s Bl b b T Ll ™10 o, 2 FEL I 3] 260 R ARV g o 5 Rl P B AE T T i [5] o HeThBEAS
B0 I 9 A B A RS RE AR I Zh AT, B4R B AW BB (L5 T Sk, JRBh R AR A
)iz AR G AL AR, IR W i A DG e 2 o 1 IR (s S B 1 3 X i A
BEAT RGN % o SR 1T R 2% (K AW~ A P s R ™ VR 7 B, A6 T 00 1 T ™ A X DA 900 P e #2808
H %51 % ACSS2 AUELRL NI HI 9597 &, BAh, 2665 ACLY ik /b RAIIRIGEIEI RAESE ACLY XK H
HARBAER], et n] gl A Bta tER B ok, IFH ACLY £ 5 SRR CIAR B i D REILIE
RIEAUET[42]. RIILAETFR ACLY SIS, FRGEVFAbACH b 1A A S i 2 S0 B 2L

ACLY 1A Sl A 2RI, HIhge Clbae QA IRAS S T4z
YUE 5 1 R MR AL 1% - 25 T A R AR AR 0 A il R o) LI Al A 45 IO A7 7 22 57
AR T HR AT ACLY HHETEA 40 A S HY S AR BORAS R R S R T R, D0 H I O Gt i ] K 4k
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