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Abstract: Metabolic dysfunction-associated fatty liver disease (MAFLD) is a chronic liver condition closely associated with
dysregulated lipid metabolism, with the central pathological event of mitochondrial dysfunction in hepatocytes. The mitochondrial
calcium uniporter (MCU) complex is a key molecular apparatus regulating mitochondrial calcium (mtCa®") homeostasis, and
mtCa®" overload due to its dysfunction plays a critical role in the progression of MAFLD. This article systematically elaborates on
the pathogenesis of MAFLD, with a particular focus on how the central signaling axis of “MCU complex dysfunction-mtCa®" overload”
drives the disease progression of MAFLD by disrupting energy metabolism, activating the adenosine monophosphate-activated protein
kinase signaling pathway, triggering the NOD-like receptor protein 3 inflammasome, and inducing cell death. It also points out that
traditional Chinese medicine can exert an interventional effect on multiple downstream pathways through various targets and has shown
unique advantages and a significant potential in alleviating MAFLD by maintaining mitochondrial homeostasis and targeting the MCU

complex, and therefore, it is expected to provide new strategies for the prevention and treatment of MAFLD.
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AR FH 2 B8 5 P 9% (metabolic dysfunction-associated
fatty liver disease , MAFLD ) J& AR 98 78 /R JE LR B2 i
WiE YL AEREAE 30 ~ 40 4[], MAFLD C i W 15t
UL AE T 2 — 2 HLATER O R 1K 30.19%, B
Fege ETHEY 29 65% BB IR 8 43I MAFLD i
YN BE (R T 5 #0223 kg/m?) B9 MAFLD (8 5 % ik
47.7% ~ 63.4%" . v L R HicHe /s, P A 725 44 1
K R 44.49%° 0 BEIE R W, 2 16% 1 9% i1
MAFLD 8 #2373 5 1 5% Sy 5 390 - 2T 4 A A 2 R 3001
e BN LS BN R

MAFLD LT 2 0 i 5 728 P | 2 S P 1 1 9 A A 47
Aedl o EERGFRARAE L R EHLRI R A %02 NG
AR ] S O A 7 3 R, 95 e g 7 TR 9 42 S
AL T RE R A% JE 4l I PX - B AR AL S 2 A
A B YT RO A SN A 2 R R Lk
A4S B 1] % 32 1R (mitochondrial calcium uniporter, MCU )
S G WITE MAFLD A= 2 i v i SCBEAE FH B i i 7
MCU & 5 W&k 5 2%, I RE Bl FE R I TR KR
I, 6 MAFLD 9 % 4 A e HAT B o

1 MAFLD % 97 i3 2 A D&% 4or {0 T BE B 4% o4 4% 0 B
HEIA

1.1 AR FEEMAFLD £ £ %943 B % MAFLD A&
R T A B AR R L, BRI R AT R A AL R A
B, A HE G 5 A B, 7 e i R AT A O HE S A
4 B JE R 7 20 20 i A7 R 0 ARURIUS A o i 5 g 7 P O
N 1 S )1 T 5 R (Y A S
I B SRR A R A 2 JFP R P 220 P P T S PR, 95 g o
TR g 107 NSk G R BT B AL i T R i i A A3
o TR R 8 2 MERE 36 4 Y. T E
J 7 DAk A5 JBG S BT WL 46 Ikl it A SR AL i i
5 BRI TSR B PR A S IRl 1, Ak 2B R g 1 2 fie
LU H I = BRIE 2UAE A2 3R Ry W AR 2% 2 i 2 11 0k B
ST SR 2 B R 2 T S 2K 1 B100 43S
ST PO A TES . BFFE SR A AR SRR W VE AT %
(metabolic dysfunction-associated steatohepatitis, MASH) & %
RN ZENE I B100 (A R FEAR , I BHAS AR BTis i, £
PEMAFLD B3RS . 25 F ATk Mg A R 25 2 i 3%
I P A T A0 R P B AR O T R D AR L
MAFLD B A28 1 AR

1.2 ZEikdhselE s : MAFLD & A 69AR 28 JF40
60 DAY I T R 7 A T 53 A %) R i S AR T R SR 4 L iE— 2B

IR NEREE , Hod 2R S BN ZoRi A . SRR Ty RE
Bep ot MAFLD fii BLIERE A A% 003010 o FEZEBIRAS R, 4
JHL B 65 380 4o 2R R [ I 1 o 2R A A4 1 38, 4 45 4 L A
WL SR, R SR A BE B P 2 AR O 28R 1R DNA
(mitochondrial DNA, mtDNA ) H 34k, #1) ihill £ R 4 17
FEIE L A IR irx3 S PR A R IR U5 R LORLIR IR Ak
H 28 5| R 4Ok 1A 2 BE 5 B , 41 5 MAFLD [5] MASH i/
JETY, Ty B A2 A A SRR 2 7 A K I 4 (reactive
oxygen species, ROS) , 5| & AL N i , I 7] GE 15 S 4eoki 1A
38 15 5 FL (mitochondrial permeability transition pore,
mPTP) TP, JE— B Il H A B 45450 Rt , 2ok iAo
AR A 2 AU ZE AL A S5 2R, SRR Sl B ) )™
Bk ey SR Bl X 3R A R 1 3% B MAFLD | 3 A58
AT TR O RO AX AL

13 RE#HFLERFEMBIL T KRR IES D
T UIRESZA ORI IT R 1 ROS FI45 A5 mtDNA,
WAL RGN BIAERAR 7 , NI A RS, & SRR &,
a3l 32 44 5 0 R 11 45 4 38R O 2R 11 3 (ncleotidee-
binding oligomerization domain-like receptor family pyrin
domain-containing protein 3, NLRP3) %% i /MR 25 0 18
B Zd BB ER N TR RS R AR T,
[[0R Y IR 5797 & N el AR | T e §EUES % TR
PO ol A A T BRAE T A SRR R NS TR
T2, FEUF AN B 05 o 30 b 2R A A T
LRI F A ER AR 547 , HE S D Sl

RIHAEPEII 98 FFET4EAb )5 2 Ak s

2 Z i 45 (mitochondrial Ca**, mtCa®" ) #8#k : K3
S EBRGE TR XBRESE

T bR R A 2L 1] SERE A4 1 GBS I v, 2%
KR RE I JE T A% O AL, T AERr AR AR T AR
[ SR PR 3 22— 76 T O B A 5 - (Ca™" ) R B2 1 G
WV . BSAESAE T RE R, B 5 ROS 7 AE I
HL A7 RS S A AR T2 DA O .

2.0 miCa™ A8 H 09 K A B A & kR 0y B A
Ca™ ] 32 43 A1 F 4 5 I S 40 i 25 o, LR B ARk 2 5 i
& B = #5118 (adenosine triphosphate, ATP) A= i 35t R %
Tt AN SE T A 2R A BEIRE . Ca® i ORI
BEARY ARl A X A A S (S e S RO B
mtCa® " $5 U 3= B AR5 2 R i Ca™ Mk B T 5
H mtCa® W AR I ARSI 2 AR, W DA S 758 e (hn 5
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AR mCa®" PR A L L 1555 oAb 8 1 B [l 32 L
il AT AT AL 1E miCa® it BEARR . R L ACM L Ca® ik
JERMETF e, mtCa® A 43 RN . AEXCFMEECT A
JBt Ca® 875 AZE v, A TTAE R X R 1O B RRS

AEFRRASTR ORI M TR 0 1) Ca™ VR 8 1o 5 5 46
BLAERF B 257 . AAR MR ) miCa® (<40 nmol/mg)
X HE AR 2 OCH R FE i R (5500 nmol/mg) W 2%
WERAE I ARRAS o miCa®™ W 2E H 8 miCa™ VR AL T 40 ~
500 nmol/mg & F A4 3 i 4B ON R K . Ca”
ML JE YT ROS Y BR i RF AU T, meCa® SEREL 1 R A0
FECROS 4 A B SR , T R LR Ty
AERER  Ca B I S AR T 2, i e A4 Ak R
WOV 5L 1 ROS KA B 23 #E— L il meCa® R 2K, i
RPELARIT . BLAN, B RS MR S B AL |k
ST, miCa™ 2o P TRE IR, (2 E ROS By,
TEIRANTT 39 S (A DB 2R

BRI ZAb 3 B 7Y ROS AU 5 bR DI fE , ik 22
fiilt & mPTP {9 FF 75, 51 A2 2 4K i ik | 43 45 DA B
mtDNA B {1 SR B BAT 7. mPTP 2R A A S
LR ARRE S, SRV TR A 1.5 kDa 93
TE SR AL RN ML 22 ) ) ph e '™ e A
Hr, mPTP 38 3 A T OCHTIRES (A 22 T miCa® 4
Al 87 2 1A 25 W Ak i S S8 T B A & T
mPTP T A 735 5T pl e A SRR BT, 7 22 T ik
WU 25 15 S LM R R H 57 i 15 Sl il TR Al e 18 1Bk B 2
KA, e 2 T B AR A AN 2L, 3 R R AR 4544
LT
22 miCa® R T AL F KA 5 MRAF — BB E
¥ /i % B (adenosine monophosphate-activated protein kinase,
AMPK) 155 8%  miCa’ 55615 ZFh AN LTI fE , 445
HAASZXEE, Ca AR =SRIRNG R P A A 1Y 5
P, 5 ER A i —RMRAIA R M AL BERR AL 5 ATP 7 2 N
FEXCIK , T VA 35 A0 B . meCa® R T F
P B 00 3% 1 T B8 Ay, 3 ECATP A5 U2 BH, 45
F AR AL , 6 Y DI RE &% B R . ™ E A ]
SRR G, T 1 P A R 2 T A 9
ATP, B AR R AR,

AMPK J& A QI AR A 1Y G 79 A 1, 7E i A5 s At
AL R RO AT, & MAFLD 4 3 Y B 2850 541
o AMPK Rl ATP 1 FE I B80T , 2F 1 5 IR AL FE 2 1
LA i A 7 TR A T 94 8 R R AR Y T AR Y
AMPK A 38 1 22 b AL i 90 1 A5 A A2 B2 S E A 4 AL

JOE 5T I T Mk A S O L JEOR R B SR AR s L
AMPK {5 4 3 400 48 D) 2 o) i S 5 RS0 BEL 85 Jig 7 T 4
P20 SR, TEFRSEE miCa® B4R A5 1F T, LR A
W 4 52 2% , AT RE IRIAC M 2 ALY L I, AMPK 7E
MAFLD &7 il 2 77
2.3 mtCa” #8 H i E NLRP3 £ 52 Ak RAE/MAE i
B A W) 17 3 i A A 5G 73T 03 R O o3 7 A S R
b fE R A5 BT i B 2752 5 W, s nl 51 &2 40
A F B TR P AN E T2 . NLRP3 &0 /MA & —
oy 1R 118 kDa W Z EHE A E G, th it BarE H
(NLRP3) {42 8 A R38O0 85 1 [ R 8 A 1 (eysteine
aspartic acid specific protease-1, Caspase-1) T2

NLRP3 58 430 f5 2 M5 55— 15 N a3l
FS LR TR RS . mCa B T E S
SCHEATR . miCa® B2 T B0 Adm T R S AL A
{21458 ROS LR b REAS B2 s 40 i X 48 A P Ay ek
P, AT BERIA miDNA . S A5 45 1 mtDNA 8 B¢ il 2
J 5T, B HE 4 4 R B0 NLRP3 48 M /MA2 15—
T, 32 B ) 2R AR A W 2 T R 32 10 OB A 35 Sk 1A
Jo i (1 OG5, 15 NLRP3 1% PRl o 5 ARG . AR B 1A
T B 100 R, PR o 5 P 5 05 T 00 1 i e
R, 100 BRI R 1 52 30 SR AR 47 227 A ROS T s
miDNA , 1 F545 () NLRP3 307 5 52

15 AL S5 B9 NLRP3 A 9E /ML 1% Caspase-1, YT TG
TR 1 4B 2 (interleukin, TL) 1B F{AR TL-18 Hij (439
PR BA TR IL-18 FTIL-18., [RIH}, Caspase-1 2414 12
2 D, HN i B A0 B O AL B, 51 Kk A0 i R
TR0 R 1B IL-18 S 48 X T IR TR S8, f
PERG A E ST LT AL b % R R
TR AR PN 2 ) (R S /MR SE SR W) TR AT A PR e
TSR S 2 A A T A A FRIELE Y RAE L
AR, bk MASH [ FF£F Ak ) 28 T REALAG 2 J 2
24 mtCa® B E ML IF @B G 5= mCa®
AU S A0 N T PR T B A0 PR T . miCa® R AT
DR 6 A PR , A A A LA T A 5 ORI SV, B RE B2k
RS MEE AL, BUE AL R C A2 T R
JI, e PR TP AN A K C I ROE
S FEATP B, h— 5 5w Lok R i 454 5 T B
FE MAFLD A L) 2 200 A5 17 A 1] 2R AR
FET-HEEAES) ), 0 IR H S0 5 JAE S

R 28 LR A R R T RSB RN AR T4 ERBE TR 2012
ARG B —Flop B A AL TR S, LR kA 1 A=
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(4 B 0T 3k Sk W A B B R S SO M RS O M
KRBT WRSE R FE MAFLD /N BB by | P Y k38 7
FHOCHR R Y (it S Ak J il 3) 2 30 S fb IR A, iz
IR & AR AE MASH 2 /i, JIF SE 8k FE T /& MAFLD 9] A
BT EENLRY AP IR B A Ak (AT 1Y
HLTARRAE ) S MAFLD £8 2 e 5 ARG 0 380 A g £ 2 2
— 5 AN, MAFLD F8 35 04 ST IR 22 SR B0 T By Y3 A G Y
JERFIAHRDT . FIRIESEFE I, 76 miCa® T B
FRSENLIET BRI T AR TS 2 U A0 i 73 0 =040, ik
FET A2 ) P48 43 1) T ZE AL

3 MCUE&YEEREMAFLD £ 5% R0 1ER

mtCa®" N i & B Aym BT SR 3l (9 29— 180 mV Ay Hi 4=
PR B R B MCUSEEN S . MCUE AW
P g B2 & S ORI BN G s Y S B =R 7 I A 2 1A
TR IS, LA IR A T L 2 AR AR, R 40 Y
mtCa® $518 BRGSO . EE G YIR MCU AR
B Ab IR HE Z R0 B AL, 40 MCUD SR A 85 18 MU
I (mitochondrial calcium uptake protein, MICU) K ik . £k
i A B ) 5 32 IR UE Y B 1 (essential MCU regulator,
EMRE) .MCU ¥ 75 A+ 1 (mitochondrial calcium uniporter
regulator 1, MCUR1) K 7 B 2% 1K &% % 25A23 (solute
carrier 25A23,SLC25A23) . fEAFLRATN , XL (14
FAHIEAER, BRI miCa® 7K F- .
3.1 MCU & &4 48
3.1.1 MCU MCU(ZRFR CCDC109A ) il i (1) 4% 0 2
1,73 THE20 40 kDa !, HLA5H LR N 32 M 442 02
TiE b ey o, | 85 P A X B B S g ek
S AR GRIBTELS MR AR %R (A N S AT C g
PR i ok AR T T S A ISR 14 6 4 Sy R
AN AR, 32 1 12 B0 v 4 DIME 3 5 75415 7 B 707 1) 2
JERREREE, X Ca® 1B E B e,
3.12 MCUb MCUb & MCU f % — Fl 7 #9142 | iy
CCDC109B 3 4ifis , 43 -5 H 33 kDa'*!!, 5 MCU BA 2
50% FIRITRIE . 8K, 1T DIME 385 i e Rl iR
TFAEZ S , MCUb Xt Ca™ Vi BE AT 5V FH 5 MCU AR B, 5
GRS, o s 3 15 AN AL E A MCU S I8 , B3R
B FLEZE A5 DB , TR LR Ca? HEHR 424,
3.1.3 MCURI MCURI j&— 7 fi CCDCOOA & [H 4 fith
B, 7 F 200 40 kDa, i TEORIAR AR, & 2415
I35 g 3R 1 A BB 285 g 3, N S A C s T TR — X
W WRFE W], MCUR1 BEf% 5 MCU 1 EMRE 45 4,

J S MCU 38 T8 9 52 28 B 7100, 3% Ca® SRR 45 1E 1]
WHER, P82 S8 mtCa> S BURT ATP P= il 4
BA RFEWLE NN, MCURL i = BEE T2 40 i
(02 C AL LESE , AR B MCU Z &4
3.1.4 MICU %4 MICU Z % th [/] J5 4% MICU1 . MICU2
FIMICU3 4 i, HAFIE 23 & A I 454 Ca™ I EF B
SEFYIK

MICU1 943 T 4 54 kDa, H45H 035 N s 2hobifk
A A LA T C Y Ca® 855 EF FIE 45/ 3k (EF1
5 EF2)™ . MICUT TEL R R Fa S PR BB T TR
FH , BIAE L Ca™ 7K P35 AR A 2 4308 8 DG 1A, k£ mtCa™
Z AN BHEE R 5 2T Ca™ Ve BE TSI, A MCU
PRI 700 , A miCa® AOSSE R FE B K e
2 MICU 138 53 15 5 MCU A3 59 (R RS 40 I 2 miCa®
B, ARIZHL R MICUT/MCU 85 1 R 22 5, il
SR LA U S miCa B B ) DGR R £10

MICU2 F1 MICU3 J& MICU1 () #~55 Z [al J54) , #4407
TREMIBR . MICU2 [ 43 1t 45 kDa, HAZ .0 450 5
MICU1 /= BEAARL, - n 8 i C 5 iZE 5 MICU1JE i 57—
RAK, “H AR RS HHTE T MICUL-MICU2
TRAR HARD RENL T 8 AEAEAS I . — R A A
N AR EUIRZS T, MICU2 & 01, 1% — B A
ShSEE “SET BT MCU W& 5 24 Ca®' K- FH i,
TR G kA AR A, MICU2 (4340 I 4 I f# 4 , MICU L
BT SRR CaT RO, A PR EE H MICUL
MICU2 VBl — A4 A, 3 2o B YR B [ 6 728 A i 1 Ca™ ¥k
JiE A AR A WL K T RE Y T AR
MICU 1 £ 53 141538 38 A FF A, 1 MICU2 WX MICU T BT
() 320 T 9 MR 0 AT A 20T A, S5 AT R
MICU1 Fl MICU2 fi#t = 85 RRA5F 1, W —F s/ A B %
2 GG S5 G TALE g 9835 30 38 & A

MICU3 (43T 4 55 kDa, A] 5 MICU1 JE i 57 5
PR R MICUL, MICU3 (1 145 16 M 54T, Hoo g
AU 1) A S MCU 3 38 A9 I 1] 985 551, i 2ok AR i 18
SRRl B Ca® 5, DTN miCa®* fO 3R 47
3.1.5 EMRE EMRE j&—F#/4>F 1~ 10 kDa Y HLif 15
I T ) T A B I SRk AR A A
MCU & & YA ] sl i 20 53, 78 4 AL 3 (MCU ) 559
A (41 MICU 1) 22 [ B S 28 BFge i,
B MCU 2544 56 88 H 338 1B, EMRE [T Rt & T8
BT A T 2R Y MRS M MAFLD P o554
Ao IS MCU 5 EMRE $h28 550, MCU @38 4" B
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A, PE T RSB R LB AR XS Ca® e BE () 15 5 1 B o
3.1.6  SLC25A23 SLC25A23 L RiAAYAE Bl 4K 5
LR A4 34 Ca® 454 BF TIEZ5 4. HAT 5 McU
K MICU LA E AR 78 miCa™ B P & FERUAR AR

R B R (LR AR T MCU 2 AW IE R i
Yk, HAE MAFLD Hh (i A A AL H AT — D B 5E .
3.2 MCU A &% #% % B MAFLD &A1k 4545 691
A BRI MCU & A YITERAR Ca” We T RITT f%
FCa® fEMAFLD FREEHf JEREVE A B3 4R AL
O S 22 R SR T IR AN I I Ca™ s IR
MG . SR E AP Ca™ Y SR ZELE iy, ol
1 MCU 5 A W48 I Ca® P ML BEIER , 3% 2 3 3 miCa®
TR AR B S VR ZISE0 MAFLD B3

o SCRTIAR , MCU & & W1 R 45 Ca™* i 25
T, HA A3 8 2 miCa™ Bk M AN . Bk, Y
JfL 5T Ca® ¥ B2 22 J8 125 I6F , MCU 5 ZL00 , K i Ca®t
T ALRLASER Y . Hk , MCU 5 MCUb % Ca® $ 51
AR5 AE FHAE A5 MCU/MCUD £ b 38 i A 52 Wi 4k A
P A Ca® I BRI Y A, B A A I
ST EL MICU 5 RS 408 D e, B 117 1 H
KA, T B MCU 3 38 7E AR 4000 i, SO 85 45
R ) JO7 2 45, DT A o mtCa® BB 48 19 % 21, E— 25 i Jgl
MAFLD Ayt . EaRBLHIE 6 & miCa> #Bk , U fih &
T SCHT IR 4 g R AR RS RS | ROS KR A2 A mPTP 53 JF
JCRE AR A R T o X B O A 43 1E— 25 3K Sl T A
L9 RE N2 FR P HEAE T A i R, SR A4S MAFLD AR
2 i A8 1) B U M I 26 LT ARk I . 25 TR,
MCU & &Y GE R L5 [ miCa® 2R A T E2 R A, 1
mtCa” AR &5 LR AR 5 1A% O N 2 XA AL T

MAFLD % A= % JE g BREL Al
4 HEZGETAEMCURE MAFLD BI5E 5

4.1 WA T B ARAL A M B s MAFLD #9 5 520 LIk
R DL 2 s 2 2 B R PR AR AL TR
MAFLD () Bty o Jre 90 i 5 25 O 4o ol 3 0837 Pl ik
[(E2 SN skt v S DL REPS IR RPN
SRR (Y 263k, RIEVAITVERSY . 4IRS 25 BT 5d
TR AMPK {5580 1, AR MG 5 22U o 2 iR 2 ik
e R KT LA BB IR AT 2L 300 v e 2% B 1 N p62 2
{17257k, ITTIAYT MAFLD™ o e gk 5
ST IR/ INSERZ ) AL 7 UL R HU N s
Dy WAHIESE ] N AT R0 22 i el MAFLD

B & % MAFLD fU ¥R A BT, 2 Fh b 25 SR L G )
A3 B UE B A 38 2o 45N R T B0 MAFLD . 61 4 : A5
2 AL B B R ARB, Je E AT s A A A
B 25 AT A0 PN, TR T AT R RS T, R
H 0 U AT T 9 NLRP3 4855 /MA . e 4, v 24 fip it ]
16T MAFLD 19 & E S g Brie AR, AL AT 68 5 6 =
T 1L-6 1L-10 2536 (R I A7 261 B M 2 T 3 3
5 I IE AMPK/AZ % 55 121 3 2 A OC H F 2/8% H F kB
i, B MAFLD /s BRUFFIIE R BT AR, 38 5 240 Bt 4
Ak HE 7 3 I AR I E 48 O, RUAF MAFLD %% HL i &2
% TEIRYT T ISP A AR Ok B 2 A SR IE R T
B2 256 H 2 A BRER T TR T (BT 1) 6
42 ¥ E ¥ MCU & 4406 77 MAFLD 49 3L A Bk,
LSixkrg
42.1 SFEIRMERIEG LRI W ESCR, PR
T K BARAL A W A FH 32 B8 ) 2R B 405 )5 1) 45 T T

AMPKEEEFF I

NLRP3FiE HREZET

=
BRSSBE

~~

»

1 SRIKIERBE
MCUE &¥1—

1 ROS, TP 4 mPTP , 2R i PR 5L AL s AMPK , IR — B TR 1% A6 1) 2K 115 B4 5 NLRP3 , B R S A 558 58 45 M BB S2 IR SR AR 11 45 P ek
AHOCHR 1 3; MCU , GO (AR5 B ) #3514k
E1 MCUEEWHELNEEEHPWNEHEFEG TR RER

Figure 1 Mechanism of MCU complex in mitochondrial calcium overload and schematic illustration of traditional Chinese

medicine intervention
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55, M )2 L AR E ] . R MCU R B9
S miCa® AR C W IE IS MAFLD #E R A9 A% oML {5
H A7 EL 42 0 ] MCU 38 38 (14 25 0 BIF 22475 1 1 3 22 9k 0
56, MCU B AW th 24 3 i &2 & 8 1, & 410
S [ R s 5 e L 1) B — 4 43 ] BE AT R A R SRR
WOVA . R, MAFLD 99 BEAIL I &2 2% | 45 0 R 3Rk J
IR & A W Sl A MU v RE S S Z R0 R iR RO, it — 25
BT R 25 B A o LR, — T G R
5P MCU & & 9 i bk 9 F e 48 /8 T MCU 2 & W) 78
MAFLD H 2 24E /T 258 R e R BR IR B AT,
JHFIE MCU %24 0 w53 25 TR JEF R i 225 1, -5 i 2 2
Tirf et R 45 2R MU, e Bt 4 A T i R A AL R K P
ALY X SRR MCU Z S IIIRE £ 2
W5 KA H B X MCU & G 9 09845 0 S 38 SR A AL,
TR SR — 1) Bk 22 bl 55 B/ 7 Ak, MAFLD 2
— A B  BE AR, AN [ s B B R I 23
(RIETT M X E— B FEE L3N T 25 A XERE
Btz A, v B 245 143 A FH 1 22 8 5 RRAE 50 1 )
FEMCUE AWM RAT G . W Seird, b2
I K FRARAL A E B UE S BT FE MAFLD R e A ) 12 AE
FH AR B R 1 TG 75 B HAZ U WL 2 e S S o 8 4
MCU & 459 77 A 00 5 8 45 G B B, 1 R4 FH T4 9
HoAbSSJE T &%
422 KRERBRF @ KT EEZRYT MAFLD A8 25 i
BEMCURE A AT M T R J8 8 L pL S
AT L AR W se ) ARk E R . Ak nTis -
25 2 B2 A vk AR ST ML) T O o e 24 0 M o
MCU & & YW I i 245 G A 2 i i 25 4 4k
BRI RET MCUE &9, B HJE 75 0 4 5h
FNECHE B, DT A 5 22 SE 96 S0 kS g Ty 1) o Ak, 7E
YT IR B ST B A TEAG R R AN B B ZERR
i RE R B AR AR BN, 1M Ry 40 Ak = SRS HE AR AR
W IR 25 43 B MCU 4% 4143 1) 2R 38 28 46 5 ROS A4 5% 2
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