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WE: ERAKREZGRERMPRE, THRATBAGEN. KRER, Affepibd—RIKHE
o 27 4E KA (type 2 diabetes mellitus, T2DM) & i AT A5 Xt 4L, EAFREME. BB MR
J Bf (non-alcoholic fatty liver disease, NAFLD)%¥ %89 K £, 25 A K ET2DMAEIRG A X7 X, F
B AL BB TR RE RS A9V R o RS A 3T 5 R 2 3 7 & T2 DM RE AE X 49 48 % F R 4T 4538,
[ i 12 5 38 33 2 & BE IR S & #& 4 (insulin resistance, IR). #AL S #k. HALKEBARR E RALH AL,
LR BT ik 518 4%, BV ARG RO, AR KE RS HF 4R & 5 AL K-F, A i 42 i T2DMAT AE
RE Rt 4L, 4155 T MT2DMAT ARG AR LR A Fo R 3

KRR 2R SRR B APAE; AR

Mechanism of exercise intervention on liver lipid

metabolism in T2DM patients
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Abstract: Liver is an important energy metabolism hub of human body, which can carry out a series of
metabolic activities such as lipid intake, de novo synthesis, oxidation and secretion. Type 2 diabetes mellitus
(T2DM) patients often have liver lipid metabolism disorder, which is easily associated with obesity,
nonalcoholic fatty liver disease and other diseases. Exercise is an effective way to control type 2 diabetes
mellitus symptoms and improve liver lipid metabolism. The purpose of this paper is to discuss the related
research of exercise on improving liver lipid metabolism in T2DM in recent years. It is expounded that
exercise can reduce liver lipid deposition, reduce inflammatory reaction and improve lipid oxidation level
through improving liver insulin resistance, oxidative stress, mitochondrial function and promoting myokines,
hepatokines secretion objective to provide reference and basis for reasonable exercise intervention on type 2

diabetes mellitus and improvement of liver lipid metabolism disorder.
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2K PRI (type 2 diabetes mellitus, T2DM)/& W, ok &l = EEAE I AR, S BUIR T AL

PLR B Z K Pi(insulin resistance, IR)NHFIERIHLAK
AU B, RN ME K & Fm, IF
P BE G R A = . I LR B 2 R
WS, EPEI AW WY R
BHMEEELEH, RESREANEZEEH
21, T2DME FEBE TR AU ZREL, HAEH 5 Il
AETP RS M 7 F (non-alcoholic fatty liver disease,
NAFLD). HFHife 5 555 IR0, IR, &4
70%[¥I T2DMJF A [R]I FEATNAFLDY AT WL FFAEAR
WAL S T2DM A A F VI &R . T2DMIILJE 57 %
IR & RFAE 35 5 U I 10 A8 14 A O, 1 i I A 7% 1k
SENAFLDIFR 55 AP 123021697 T2DMIFIA 2L
FB, MUz ) a] 58 & g & R U . b
REFRUCAR . ALk Re SV FE S 05 B HE AR
WK, XNT2DM™ 4 RIFHRIEITIEH, RE&
OFy ERMWER . BE GEZFNA . HAREY,
123 Af DL /b T2 DM & 35 1 FF G ot & =, %
T2DMATAE AR A M 25 AL A s/ D . A SGE et
JNEREACE I 2 . T2DMAR AR RE Sl 1836
JE A PR 52 A2 32 3 T FRT2 DM A A QU (1) 43
THLHIEETT AT LA, Nis 3T FT2DMIH I g
AU EL VR IT TR ALK R -

1 AFRERE B X5

JH JUE i o A 6 355 JHUE IS 7 2 (free  fatty
acid, FFAYREA. MEWIM KRG . i 107 AL A g ot
WA VYA 7 TH o i o 4 23 R I A H v = R 7K
A2 BSCHFFA 2 JHFJUE I 107 $5 N 1) T B2 oK U5 . FRABE IfiL
TG BNIE AL, K FRAE B AR i iR i iz B
(fatty acid tansport protein, FATP). Jg i ER%: il
(fatty acid translocase, FAT/CD36)¥5 i€t A\ 41
H™, BN IRIFFA R 4 AT 3 A 1) s U P 2
A RCH = lE, HARFFAM Y HUE N4
Mo JHHE R RE DT K& B EE B, il R %
LI AR 1L (acetyl CoA  carboxylase, ACC)
S5 g R A B (fatty acid synthase, FAS)WE A K
BHNRIDTER o 4 U TG DT R Rk I T M R AR Ak

TURE il Sk & 02 S BT o ks & A e
(sterol regulatory element binding protein-lc,
SREBP-1c¢)f K /KA &) I Bt 45 & & A
(carbohydrate response element binding protein,
ChREBP)# 3% KT #5197 . 42 v BT 4 4 28 i 4
IR AR 9 % #2 1 1 (carnitine  palmitoy] transterase-
1, CPT-1)iF P A 52 i JB & 3 A0 SO I s 41
i P R 28 A, U v SRR H ey = 1 i 17 H 9
— i€ fi5 i I (adipose triglyceride lipase, ATGL). ¥4
F B AR M B (hormone  sensitive lipase, HSL)FH
FATEH i AR W7 B (monoacylglycerol lipase, MAGL)
YRR R AR BCH T L BEFFARR ORI AR AL, 50 A
AR e Ah, U e = 6 7 7E 4 A
PN 5T R0 o L B, DA AR 2 2 i 2 P A ]
I 0o i BEN LR, LR 75 2 2R 3 IR Wi )
I, oRE AR H i = B s B A AR A R AR B
e AREEEER, WS ET S =
MEHE Iz /b o AR T 2 A B R PRI, Ak
/b B AR R AR

2 28U 5 bR % BT RIERS X5

IR B 5K SRS 3 & 2 F B T2DMA
JEPRUOY, R AT 2 5 0 AL R R A It i A
A, AW ARFACH M EENX L, T2DMEE F 1
BERTFAFIR 5840 0. R 1R, T2DM&EH
JHFRE R AR TR, g M 15 3% B 55 A58 JHF 8 D o e 2 A 11
WEREG N, BUE CBERIRAE RIS 2, LB
ATEACCHEFIVEFH I AR A AR il 2 BT
s, (R PRFFA G R,  [RII H] Zok 44 Bg
VR T, IR, BRIRE AR NG I Ak
JKF. T2DMALAA 1 =5 % %8s 7K F 7T 5 2 SREBP-
lc. ChREBP# 3% R 7KV &, 7EFASHEE/EH]
T, (RS FFAS . AF40 AR N FFA & R4
o, SEOFIEH M =AM 2, R MR FFA
AKF BT A H I =R AT fEHSL. ATGL.
MAGLE TR R I i i FFAZK - 5
i /KFFFATEFATP. FAT/CD36%% 8 (11 1E Fl T i
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MM#HEFFA
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TG: HH=Es; ROS: &M% (reactive oxygen species); VLDL: WK% EAREE

B 2BHERR AT B A ACSHE R ALEIE

Mg BIE, 2 R EUF I =R =D
R, T R R G AU 25 AL R B R PE I . LR
T2DMAEIRVE A s FEARAR B HE AR, 22 T 80U IE
P B . AR B T g
Al , IRTET2DMH AT i A it 72 A 4 v 1 B 2
o

T2DM 35 IfiL g VY BB AR IR M 3 22
R MRS RS R BN, T2DMK R UIRTE
Ko IR E BRI R A I .
M=RE. FFAZKTFROES KBRITHE, Mm% R E
I JH B K P BEAC, 3R KRG 7 8 . Z R
LW R RN, SEE A KR, IRA
K BRAA A I 07 B A S SC B FH I ACCAHICPT-1
FiIEKP R Z B, RS 1 IRZALK BRI 2B
ALK o N TR SR A 28 52 LR R FFA R B % fi
AT 197 R B A 1) — R H B s RS, TR T 6
HEZFAS. ACCHg LA J % s i 4% [F - SREBP-
Iev ACCHERIFIE K52 o W S AT 2H 23 iR
i A BOE R F A R, BRI S 8O H =
B AR 2, I AFAEIRM . fk A W, AFAEIR S oL
JE S8 J R FG o S Sr TR R R %), T2DMIHBiE
HLUR A IR AT T BUH IR AR 7 & BOE 3 B2 38w,

ET 51 AT HE AR B TR 5 R A KL

3 IEEh RS ATRERE it A2

20t 70FAM, A AR E K Blis B
JHREREACE 52 , & INAE ) I 2R Zucker (JEJHE)
K BR A R R 5 5 MR O R R I S5 % JH U 2HL 23
=R SRR TR, R, i)
B PR AP K SR B AT R B, 18 3R] 3 AR
TFHEFAS X ACCHI B A IRAIA KT, & R ACCHIBE
B A AU, 38 B G0 T 35 T I 28 R Ak 1 %
B KEAMNIK, 3 — D EOE AMPIE AL E
(AMP-activated protein kinase, AMPK), FF{&HHE
g Jo A
3.1 2EIEEhRS AR RS A5 2200

SV IE B A SR S LA e 2, e s R
Iy RS RE R A AR IS A ) B i, BEEIE
B 5 AR SIS [A) B G I, 31X 28 ARk e i — 22 Tn
JAI, DAAERRRSE MBI . ZHEPIRE T, £940%
(0908 A IR 07 R A FFE IO R AT, X 8 g Jy TR AE O v
0 73 e B AN g TR R A S AL, 8 0 A T A D H i
=ERAEAAREOR . o, H il = ERAE I bR g
BRI URARE R E O R AL, 5
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EENRREEH W =AW R REZEH, 2
PRI Bl 0 5 7 20 23 Fh 18 i 2 1 1 T 9 A 2 el g
AN RIS Bl IR N K 2 i U R B L
A BRI, RS NLAE AR N H i = e AT AR 1 AR
iR A /> B ok, (R R 1 A
o RN 2 5 aeer R EoRE . AR
FENY S KRB, 60~90 min/d .Yk 15 Bl v] 5 11
WA R K V- J 38 3 Jig 3~4 hAF I H il = s & 2
E, BG4 hWWIKRE B 2§ A
BT, RIZE A/ S R sk Stk s
BT RE 225 IR R ST 2, 5 U IE4H 47
RAERIERRL, SCEZYE) 1 REEe 1. K
SE A L LA B 3 o I B s e R s
I, BRR SV E B0 I E AR AR R E R
PR, K2 2 AT e A2 U 1 A A S A 2
FHT7 .
3.2 KHAIE %3 BT AR AE A5 HY 22 Mim
PAREKINIZ 3 T 2 KB — R V&R
OO, AN s AR . B R LS 4 R R B UK
PR, DRk R B UL 6 2 B 1 B, B AIC I 07 2H 21
A RAE R, e T A &, X AR
R T A AT FRFARI W e, A5 AR /K, B
A AR AR . 7E e BRI T O BROME B Fr) B B A
i, KBSl Zrnr LU FE R T I s AT 14
IR BT e S AEIAE T . MiRNA-378b 115
K BRI A o AR R DG B Y, K IR mT LARE
I AR K B E A i R aA M 3 I 0 R AR
. K HHIE ik AT DL In s B R 45 A R A K
= NG TR AT 0 vE I, B2 v IR T R AR U R
3, VAT G AR T . WA O 2R EN M T A
B, KIZsh T PRIRACC K FASTE I, #mzk
FAFTIRIR GG pRRiiREAN AN A4l e RCHR
A i 5 B AL A DGR IRV 1, AT B2 v 2R R A4 B4
K, LA IR AR K. FASH5ACC
SREBP-1cHIChREBPA™T, LA 4 i ik 5 2 B
JEME ISR , FAS. ACCHE LK T 325 450
i, EOA I R T 0 A Sk A A Uk S, FR
AT, KIS —J7 5 v T AR A I B A Ak K
S, EES ST R AR, s B S A 4
SR AR H 1

4 T T2DMATAEAS XI5 B 43F ALl
4.1 IZEhERTAEIR, B ERITAR

TR AL ZIR BT 3 BU 41 L N FFA A ji 5 e da ok
i, UEARANE N T o i, PEBEFFA R FFIERE R, Tn
JE P AR B AR . B RUiE s PibHIzZh . sk
J5£ 18]k 55 3z 3 77 20d a8 9 0 R I 3R ) U
R 21 BB AT, 38R Ak B IR /K
L, BRI R AU . S SR AR S B nT S
JHBEAMPK &N U BE R BE UL EE 3 - Bl
(phosphatidylinositol 3-kinases, PI3K)/22Z &/ &
R4 B (serine/threonine protein kinase, Akt)if %,
A3 FH Pk ] 20 0 0 DL 0 e i, B T v
IR ZHL 00 g 1 3R OB, BGR IR BBHIE B
Al T2DM G K IR B 5 A 2L i PR &5
PR ZR 0%, a2 IS B -4 R
FZARECA-1 12K B B TR B2 42 1 JoR & R
EVER . FFARZL U, B RS T R
W) BT . AR, B3I ZRIOE 1
WERR B 2= A5 S8, a1 IR B R Uk,
SN T e BE R ie SR 2 ARk, BGE TR
PRI T 5 R4S 5 B R A S ELE

A, B sl gerrd i Ve T HAm 2, ]
BEOCEMIEIR, wb BRI . H5k, aRULA
2 I 25 OB I 32 v 0 BGE MR B AR IR 7K A
A EIETIR . I8 23— 7 s I PI3K/ Akt B (2 3 3
B i O AR s B4R, $R S AR
fiae Y. SO0, AR BUBLIZ B BE AT AL
RN B &R, kSRR ERE, 2
R AR R Wk, sshee B R
B LA AR KT, HOx A 2 TR FR) O 5t L AT
MARIER . Hk, AR, A%iEzhimd g
hnah & 240 4300 F A2 B 015 7 20 23 1) R I 3R UK
PEL PR NR T R 7 B A . BRI R B TR 7 5
B R Aoz E N FFA S & FRACH
JIEFg 25 B, e I S R AR MY AR ER T R
B, 8JE Ik IZ B e T2DMIS BRI 7 U AR 1)
B 5 s JH U i 7 1 58 N\ B E Joi R B A s A
TRIBMEK . B, zzhn] i 5w is b H 2%
By R EURME, iR IRARAS, MG B AR T
M. 28 b, M@ AFEREs 7, v EE
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V)47 24 35 BT R YR K 7, 3 F I O 0 A i, PR
HUA ML AR KT, Wi N ZRTFIEFFA S &2, 2207
JFF R R LA
4.2 ITENUERTBEE L R3], B4R R E 2 [

AL PR NAFLD R AR 1) 2 BXRS, RIE
M ENAFLD ) K e g #% 0 fEH . NAFLD 5
T2DMK R % V), T2DM & H # EBENAFLD) &
AL IR RE AR R, S BOS &R TE
JRE AT UTAR . WEAC R L, NAFLDEE T .
S E ALY FIDNA AL ™= P 56 N o i S A K P 3
. A B . A B RS B A B
FEA, XLEBnF SR EM RESHEAN R
giogtr, A REROS, SEGEANE, EBH
LA R T T i R ORI R B 5 AT 40 A
A RLBOKSEAR G, a2 A E i 10 AR 2R 2 B0E I
JIEZH SO FEA NG 3 M R B S B, i o 8 g i
FEUKE S5 2 45 1 400 L ) SR A S K T, R B g R
AMKFPFHEERAE TR, % RIER
R, T2DMA FENAFLD 3 AT 500 A £ it
Xil, HSFROSHEMAEG KEMMN B, TEN
ROS [ SN 45175 5 48 E A IR OK 2 R AR 72 A R
KL, % SR T -k BN R RE A 5 B 1 S B A
T, TEROS B JOE K7 R N gtk — s, MLk
T I 4R AZ B 3 R T BRI AL RO S JOE RN
KR,

18 7)) 72 U I I AL 28 AL S P R AT . B
I JERE S B2 — Fiof 2 T F B . 2 ERIZNE
BRI AFROS/K -, 51 RFH RAER L, Tk
HA R 12 20 ) 2= 38 5 JFF E 1) e 284 BB ) 5 R R A
e, BRAREACRIEOK T, B2 P At
RAEACY. Biltn, %02 3h A5 R K R e
ik S YIEE . A BT M, PRI
W BES &, MM RENREEOKY, [FR
Fe AR Dallak %5206, 5 vk i 3h fig 2
BRI v i R ORI T 1 K B I R R DA
AR A 2-61 MRIRIER F-an KB
HRMMREEERKT. A, SaBa HA
AT B T TRARAE 50 S R T %
ER R REEEER . BRIEHHKE B RMLE
T T Ae A2 2 AR 7 IR A Ak, DD IR i R
JER AN, e m M H LU A B R, B

ICT B B S RAE R T L 3R -6 R S R i
B IR, AT B AT AT M SR A A3 4%5 e 980 R B2
18 BN 45 B IR T V2534 7] 12 15 2R A4 I W o g v 11
Kere AR E A L PRACIE B A AL OB TS RR
ROS, MR PLEIMAE Y B3 A 4
ARDIRIT A R AR S I, G R
REOK, EIRSEINARECER . AN ER -4 R
FRIE, FBEEANEK-6. MRERIER F-os5 KAE
7 RERY . dbnl WL, BGE 3 DL s sh B A
LA 245 W () T Pl K5 e 50 U A B B, PR AR AR
i SN o
43 ZHILEFEEAAEIIGE, REEHEL
7K

LRARE IS TS AEEE 5
S 2 L EE R R T S A A oG
BEAER . SR T 7 A 7K1 6T 4 RF AT 2 i g
Jog VA A B L, AR RE S A AT R B
MR ARG B, iR R0E S5 4 4E 40 I R 3 8
NAFLDMR AR &, 2R A8 1 5 TR 20 i 1) 58
RESVETAT L. JERE. T2DMEH LERAA T RE
W, FRILAE SRR I S A Il A 184 B D U0 2 Ay
VG LR 7 1 (peroxisome proliferators-activated
receptor-y coactivator-1, PGC-1)FiA Fiff, Zkpifk
DNARZH &R, ABERILEES N, #F
JFRERR L UUR, b — B IR AR 5 T2DM A2
T2DM #fFENAFLD i 3[R 27 1AW I )y BE B AR
R AR RS 0, T E e T E T DT AL
KPR,

iz 7)) I 5w AR e AU e S M R
LR R DT R AL K P, 4E R U BE T A8 AR
Ao CPT-152 I Gobn A o i =15 i 7 1R B AaU AL 1 5%
BEREEE, 23T IS AMPK, £ e I 2R R A
CPT-11 Ik /K-, 38 5 6 i 10 R 1 84k 7
3P OkZEPE SR iE , 23N T NAFLD/)M R
AMPKAMICPT-15 AR IEKF, {2k T IR ERp
A, PRAC T ARE, AR NI TR AR
ACCHAMPK Mif#lEE H, IR ACC-1/E T+
B EBRBRE, ACC-17] LUK L BE B A AL N T
TIBEHIEEAZ S5 RITR G . BEIR A AMPKIE
VAR ACC- 13 T b AR 7 B 1) & Yo kb, 2Rk
A o B 23 R M BRAR R AR K-, T2DMEE & i
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JUE 40 £ AN [ BE R4 40, kA Jod & B
B R R BT, ZRifA B KPR
S 2RIk W TR % 3 B HPTENS T 1)
P 1(PTEN-induced putative kinase 1, PINKI).
5 4> #% & [ (Parkinson protein, Parkin). & ¢
5 H 153 (microtubule associated protein 1 light
chain 3, LC3)LA KRR EIE 52 AANIP3FE & [ XAl
HREASEEARNSY. 7RI, NAFLDZE
H PINK 1/Parkin FUAE A 5 JFF I 22 R0 44 B W5 7K ~F- B
(SR 2T o U6 =2 Y R NS N & S E RS 1A
R, SR RAThREZ I, SR MT2DM G
FHNAFLD [ FFAE 8 SRt BUIR L. w78 R B, 12
BN 25 mT 38 v B v R S SN BRI FRELC3 1T/
LC3 | HEEESE, WEPGC-1a/t T HZKIAK
AR A A S ARk BT B ), R AR AR H
Wi RE 77, $E AR T S A KT, SGE /N B RE 9 e
FRPUBUIR L o 23 8 4558 i A 480s 3 Al 5 35 4%
JIPINK 1. Parkin, LC3I/LC3 I bbfd, fRiEZk:
A, BUSERARS, EENAFLDWfE. H
IR, 38 3 AT B v 2R A (1) i 7 S A I v
VT bR H R KT, AR R &, $E iR
i E ALK
44 EENRBHFE. MAEFS W, BAPHERE
it

JH JE BR] 5 8 — A F HF A B 3 22 ol O 4 i
BVEE BT, B2 5 e JH 0 A o U o 1 i
9 I\ Sk s B P U 40 6K 22 S i 2 R SRR A
16 R G TR P FE . Donnelly2E A7 R bRid SL56
WEFRIL, NAFLDH 3G I ) fig s 7 &t 5 2ok
B8 k& AE ] . Samuel &2 WE 7 KB,
T2DM 35 B LIR 2 5 85 MUREAE A i 5 2% 1
FiE, T VR AT 0 T 41 i ChREBP B % 55 [H 1
SREBP-1cififh, #&m il & g1k /K-, T
JiE & BCFFAS /. SREBP-1c 5 ChREBP&Z LA FEAL
R T 107 25 s P B B S IR, o] R EASSENE W
AR R, RIS IR R AR S IER . Wt
FUR I, IR B2 4 20 B 2B K R F-2 1 (fibroblast
growth factor 21, FGF21)r] AFIHEAMPKIEES, —
J7 1 T M SREBP-1¢ A H N if ACCEE MR it & il g 22
B, AT AR RE AR 5 —Jrm, B
1l S CPT-1 2B /K-, 4 i 2 i Joid 8k

K. IEENAT DR B FGF21 %5 KT s, 404
SREBP-1c. ChREBPZik, BFAK T A 45 5
J 17 T 1) B A e, s b B E HRORR TR A BRI
B, ZRATIEAR BT EFGF21EIE KT rl )
1 P Tl s e X TR T PR A 6T 60 W O Bl TR
(3G 1, B I PR AW 5 2E R F B b L ) 55
5 Sk B B2, 1830 JFFGF217K - 7 vl BARE
A AW % 125 H e = I S 3 T R R AR T AR
W BRI, AR FGDF1S 2K A
TREBRMEM LT, ERFIE. BE. MaEagih
Tz RIS, BAMEIEAR. B R U
AR U g i R B- 8L AL AN S W I ARl
128 7)) I 5 4 2 8 IR DR SRR ST A B G 2 A T
R W 45 5 R 3EGDF 153 W, nl PR R &R
W, SCUU & BEAC R Y, DAL E
e B B N AT A 02 3 T 2 M GDF 15K
L, BATKE I RIZLE 0, HUAAFIGDF 15K
iR, R, ZBEN. AR NHE
A7 HH 5 FE N 7 B v e B R B 5, MLAAGDF151H]
BER BB, MR EB, 8315 FIEGDFLS
RIS MEAGDF1S & & LT, n AR
AP B R IG IS 2k . PGC-1an CPT-10%%
B RIE AR, (E3ER TR o il , SZ R0 R
SHINAFLD"”,

Uk, BEFURBL, B WLAT DU 2 R
Sy AN R T B AR KR T, ISR RR
WIAR 7, How st A g " sesl
rEREA W, B3 ESEZMINE 70w, W
SRR, ANER-6. B-2HEF T WAEKMHER
S XU T I VA PR 5 I v 2 4 LT Rk
XU OALE],  FE VT HLAARE N AR T 4
TR, HEAEsSE, BahEEBILE SRR
SREEMNFEG T, SRERET I MR
R 2N 5 T S T U R B B AR B TR
W, FERRRAE AT 11128 5, SREKF
T, PIBERERG & & 2 SO0 IR B FEAK, JR e
01 Fiy 170 4 €20 B B (0 6 AR R, d@ sl T i
SMHRHETFANR-6 KB-AHEF TR, AN
F-61] LAY I/ BB R IR R AR IR- 15008, R
BEUURG /K7, 38 i B VLR 5 3R U, (3t
R A RO B-EE T T RV FECE
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B2 =z FTT2DMATARRE (LS H & &l

JIE 5 S AT A/ R B, 3 PR AR LA A4 IR 7 2
bo. SRS B R, SR AR AT,
RETT W R ECY . 32 305 B B R i 4 o i
55 UERL 7~ B4 W ) 11 P 8 28 2 e i 120 A Al 7R 1 )
R, B a A e st G n i L A b I A R
2 RS EACRE ST, OO B BRGS0 Y B AE
73, VA R A P 3 IR Sk A R AR
AR M= Rz, EEE A LA
PR 73 b T i R WL A4 o 1 67 B PR S, B LA
JE W7 SR A KT o BB HERTHE UL A S 40 B 1
B, TSR] XS HUR, AR LA
HE AR R T A AR

5 #iE

2, WE AR AR 6 4 T IEFFA B
A SkE Ee BRI A AR 5 23 s DO A 7 THI
WAk #5580 FiRPISK/AKME 5B, S0
IR, FEARARBAERF T & pk. AR, 2shar{i
HPUEAEERIE, FRFEROS/K, AN
B, BRIRARIE RN . Ak, 38 S AMPKAS
SR, AR AR T AR, B A IR
AAACE IR BT . WL R 72, 1854 AR
Rt 28 BATER, Z32&BAT2DMIA L. &5

T B, K2 sh A DAL IEHE g 7 AR . 2
5 HTHE AR PR UTAR 7 T RCR B3

2 % Xk
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