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Research progress on the mechanism of mitochondria-associated

endoplasmic reticulum membranes in diabetic kidney disease
GAO Danni, YANG Yue', JIN Liang™
School of Life Science & Technology, China Pharmaceutical University, Nanjing 211198, China

Abstract Diabetic kidney disease (DKD) is one of the major microvascular complications of diabetes. With the
increasing prevalence of diabetes, it has become an important cause of end-stage renal disease, which seriously
threatens the life and health of patients and aggravates the medical burden of society. The dysfunction of
mitochondria and endoplasmic reticulum (ER) plays a key role in the progression of DKD, and the mitochondria-
associated endoplasmic reticulum membrane (MAM) is the core hub of the dynamic interaction between the two.
Mitochondrial dynamics and apoptosis affect the pathological process of DKD. This article systematically
reviews the multiple molecular mechanisms of MAM in the occurrence and development of DKD, reveals its
involvement in the fine regulatory network of kidney injury by regulating calcium ion (Ca*") balance, glucose
metabolism, inflammatory response and autophagy, and clarifies how MAM dysfunction drives the
transformation of DKD into end-stage renal disease. In addition, this article deeply explores the potential of
MAM-related biomarkers in early diagnosis, as well as innovative therapeutic strategies such as drug intervention
and gene repair targeting MAM, which provides theoretical references for basic mechanism research and clinical
practice of DKD.
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B PR 9% 5 94 (diabetic kidney disease, DKD) J&
FHBE IR Y% (diabetes mellitus, DM) 5 |2 18 B 2
i, B DM R RGN, & C B 2R B ik
B —A> FERG R, IFXF DM R B A= i e e ™
M. PGS, BE 2021 4F, 2ERAH 537 108K
AN DM, 29,5 20~79 2 ABE1 1/10, Hix—4
EIRAE LT, T E] 2045 4R A 7 4P,
H, 25 90% (1) DM H& 2 BRI PRI (type 2 diabetes
mellitus, T2DM), 7E H1 [E, T2DM £ # 112y 21.8%
A DKD. IfiPE I, DKD £ 54tk k& H R
FVEF /N ekl ik ARG, Fe 2 AT RE e S 2RI
. DKD AR E I 1B i B, b xf
FEAMAT R AR TERIET . ik, WA
5% DKD [ A5 tILi], X T 0r 4 3 [ R f R | oiis
FrosRF M EAHEE XL,

£ L 25 7 240 A AN SRS Th 9 s 200
TR BT A Y P R A
154 FR G0 B PR, AR AR I 22 TR) B ) B A2 6
T DR RW], SO T B R 5 RN A 5T
(endoplasmic reticulum, ER) 1473 7£ DKD ¥ & Ji&h
A OCREAE M, 2 A4 A 5T I A G JE (mitochondria-
associated endoplasmic reticulum membrane, MAM )
JEEHE ER FIZR AR 1 Bl A B A A o, X T4k F
P 25 19 1E H DI RE, JH4% DKD A4k B 2%
. MAM {E R ER FIZ kLA (] /) 4 B 5% 3224
R, B ER MRS B BEAb 1l . s A g
5 ER EAHIEHIARNE G, MIBETE 5~25 nm, 8 H 3/]N
FIEHE 25 LAWY . MAM 5280 F ER Jii
AHEAZE, HE URRIR A M, 3R] T P 5[] e R ik A 7
Y515 53889, MAM 16 A 22 41 i 375 3 v 93 7
KEEA A, W IR AEY A N S s L B
(Ca™") WAl AR B A2 1E LA K ER I g
L2 I EY . ARSCATH S T MAM 7€ DKD &
AR Z EAERAUEL, #5757 MAM Jifig k4
JinjEl DKD S BRI INTEZ 4R, RGNS T MAM
T IIER 2 00 VT i RN A {EL, 2 DKD #9515
WA YT PR T Y S A A S B AE

1 DKD W& wmHLH

DKD S H T 0% i3 05375 22 R il A 91 &
i o R BEE o 2 Rhs AR T R AL, S8
B HELS A A REZ 0 o B S — AR5 oK HE %
FIASE, SR = MRS T, Bobi iR i DI REH 22 3]
A, 3 A 2 A S B0 U 40 A e R AN AR
T 52 0 B AR %) TE 5 A AR 1 D™ s T
44 (reactive oxygen species, ROS) #E—2E 4 kr
AT ER, & BCEMAGIA, s AT DI ae g =ik, &
AR ER N2 (8] 9 528 B AR FHAE DKD 19 2
SRR T OGBS RS S ROS o i
A B AR B AZ DR AE, X A B AR R s
B3 B A S . B SR DNA, 2T A
INERIE NERIGEERIFTIRE . SRR AT ER N 3
B2 B AEH IR T DKD A RERR 33X b R etk
AT ROS Az, Ca®' 2 i B A 5 38 1 1Y) 5 5 9
&, BT —A A IR R A HRE ER . 940, ROS
fEE ER I3 A9 [RIBE, 8520 ER 5 4 ki AR 2 [a] 1
Ca’ff iz, T80 Ca a2 1 Z5 HL 2k 4k 1) B s
o XA EEFLARE S — LK T ROS 774, If:
3 YO B 2 SORE RN T YAk i, TInEE TS R
MY, SR, ER S ERA Z [H] ) MAM
TR R R AR ZE AR, ARk B 2 e R
B], MAM RE& 5200 DKD A& A4 & fE .

2 MAM 5 FAM K7 DKD HEI{ER

2.1 MAM #5F 20 m%,

MAM % $ ER R R A, J& By — 28 & i F
ER FIZR AR 1Y 8 H 5T 58 5 A2 A R R sy &2
ZePELEAY . W EL 3 W Al M i MAM R 2 A
MWEAREZGY. Kbk s aEn
1( mitofusin 1, MFN1) I £k ki {& @l & & H
2(mitofusin 2, MEN2) & —Fh Lok A il & =W R &
F (guanosine triphosphate, GTP) fiff, & v/ T £ i {4
S, VBN MFN1-MFN2 & & ¥ FF 75 MAM rht,
2R R R 2375 1 1(fission mitochondrial 1, FIS1) Al
B 41 iy 52 A& # 5 2 H 31(B-cell receptor-associated
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protein 31, BAP31) 41 i 1Y &2 & W 77 7 F MAM
il MAM S — A H BT E A W) IP3R-
GRP75-VDAC & & ¥, WLBE 1,4,5-— W% R 32 &
(inositol 1,4,5-trisphosphate receptor, IP3R) J& fif T
ER B | 9 Ca® 38 18 ™, H Fe AR 5 1 B 5+ 18
(voltage-dependent anion channel, VDAC) J& —F £
RARSME R, 5 IP3R FIZR RS B ) 45428 2 11
( mitochondrial calcium uniporter, MCU) — ;& ¥ 75
Ca™ it A £8 KL 4 I 9 17 = % R i 7 ( adenosine
triphosphate, ATP) B BIMIFirh . MAM HidLfr7E
WEEH, HZUR SWiE R .

MAM 3 84 2 FI7E 15 5 DKD & JEA I 45
Pl FE P G E T, 78 DKD (& &, MAM
() 5 7] B B AR D REBR A . AR % 3240
IR SZ 400 . AR SN L AR YA T AR I,
M fERE DKD f0E
22 MAM iz Ca &

Ca’ a2 X DKD M) &A= K e 5 %5 EEAEH .
Ca™ (it B R AT 23 5 | Lok A IR H A2 (9 0 5,
A FEERAR T REZ A E T . MAM
EH IP3R, VDACI “F 5 H R BEAE A 17 ER 540K
TR ] Ca* i 3h, 24 IP3R 78 ER BE E 4l it 2>
B Ca™, i 28 Ca”" Bl VDACT Wi, I it MCU
HEALRARRE T, 72 MAM B, Ca 550, &
A 2AVE R, I AERFZRRAR Ca™ Fa 8", Al
[ 2, MAM Hi 1 TP3R Fil VDAC /R B 4% AH H 4% fik
RAEAER, M E 4 3 8 1 R A A H R 2R
75( glucose-regulated protein 75, GRP75), H: FZ A
F 4R AL T, 3% $2 TP3R A VDAC B 41 g J
GRP75 fiff ER FIZLKLIRZ [0 B % IF51, LAY Ca™
M ER BIGRAR I, 14 i 2[Rl -y e iA
th Ca¥Fa4S, VAPB-PTPIPS1 B & ¥ 21 MAM
AR C RSN EELE G Z — FERACHRE
1 4 5% & 1 B(vesicle-associated membrane protein-
associated protein B, VAPB) 5 &5 [ 1% 2 FR W A it AH
HAE H £ H 51(protein tyrosine phosphatase inter-
acting protein 51, PTPIPS 1) ¥ AH EL/E Al i 4ERF ER
FZRLAR Z 0] (1) K AR 1 Ca™ I AN ER [n] 4k
IR . S 20 M5 B R sl A N AR T B, 3
il Ca® {8 xf AR AR Ay = oC 2, 2
ABTFE KB, MFN2 7E I MAM X Ca® {4 1%
W R A S BEVE F, MFN2 Gl i 958 ER 5 28Rk 2

] Y Ca® W ENEE MAM H9F45E, 24 MEN2 Jfig%
FPPHIET, ER FIZebifh Z [/ Ca* sc ez, &%
HAMEHN Ca® MR 2 AL, MAM LiF£2 &
FARE IMEIS LAGER: ER SR04 (1) TF 5 ThAE M
HeFEANFRES, 24 DKD /4T, MAM DI RE#E B3R
FE Ca” TR KA 23 5| & Lebi 1A Ty B W i1 1
Tl DKD %) % 4 & &, BT L MAM X} Ca® B 745 1)
YrRtl Ry

2.3 MAM idid & ki 4x DKD

AR T e FEAS A & DKD Ay S ZE 5 K,
LR B 772 B A X T 4R R IE R B SRR ) RE
Mae R E X EZ, 7 DKD By & el 2,
YRR Bl ) 2 R I A5 0 1 AR e T H
RN IEH 2 2= 2R, IF HL %5 DKD 9 if Jie
MR, Wang 5™ F 58 R B, MAM 7 DM /)]s
BRSBTS i 2 7E B e R S5 R RN DD R S 0 . s I
ot B A AL R i, S 3 MAM RS SEPE T [, R
MRS ER Z 8] 1)) A e e 56 . iX
B MAM D REA 0 AN AU 1 B /NG 4 L 1) g
AR, ISR UE T 40 Ca¥ WL B, JE T
ST A TR 4R & A . Xiao 50 KB, 1E
58 E Y  ll A 1 DG S Y TR % N 2 ) | S TR N
ZU K (mitochondrial fission factor, MFF) [l 3515 |
JH. 4 MFF W 3RB 0015, 2 40 M 00 7700 R
ERER . X R, MFF /AR S R LR 1A
B T 1IN AT BB 2 X S AR 7 AT 14—l i 3z AL
il 65309 P TT R A R B AR R . AR,
Li 5529 &8, 25 WAL B 1 (sirtuin 1, SIRT1)7E DKD
MR AR AR T AR . FEm RS R,
SIRT1 AY3RIA I 3 T B, 3R T ez 5 Fn
NEGR T, WS SIRTL, RERS M5 2k
RI5E, A2 DKD i BECAE, AT DKD B3R
SR TR A SRR A R AR Y
s, DI REJCRTE 2R 1) & Az it AR rh 4 T
P, 1 MAM 8@ i IR LR AR DKD 19 &4
KPR E] T B A, 32 A A i e A
i A AT Z AL e B R RE
24 MAM ALz 5 #%

MR L (I FSE s, MAM () S5 T RE 2 —
VAP NR 0 A= W & BURN B R) B 558 o 76 8 IR
FISEIR T, B PN R 5T () BR SRR R kg AL R 1
TDUR, B I B S B W DR A 1 B 27 4k Ak Fn e
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' S A R OCHER R . 7E DKD S8 1Y B i ZH 21
H, MAM (98 FKP 35 [, T —a S Al 5t
fifi 2% L [ ( disulfide-bond-A oxidoreductase-like
protein, DsbA-L) 558 [ 1 IR PRI, X LLARL 5
JIERE BT TR B R B 52 7 AH DG, W7 T MAM 4514
FI IR AT fiE 5 DKD B AR iR A ¢ . AMP
15125 1 ( AMP-activated protein kinase, AMPK)
J& MAM JE IR RSEEE FH . Chen 25 47 1, DsbA-
L ZB Ml 2 il DKD S g BiiAs, i AMPK
15 5 38 [ 1) B0 2 B IR R T T AR Hh AT BE 2 DsbA-
L RHEVERELENLE] . Zhao 0 BFE K I, F¢ 5
A RIS AT i B /D T R R 1 R R 0 R i A
2( phosphofurin acidic cluster sorting gene 2, Pacs2)
9 DM /N BB B /N5 0 R bR SN L, HL
/NVE IR BTN, X %A PACS2 &35 DKD
Hh R SSRGS AR 1) R - X SR S5 AR,
MAM A5G E 78 DKD g BTt AR I 19 p A 485G
B
2.5 MAM A-k5 %) F 4B

' IR 28 Rk SO A 10 D815 e L A A
ER IE T DIRER 4R, ZORLAR ER 3@ it MAM A H.
VEFH, Pplml 44 10 5 2R U S i pitass . AT
MAM Ry EH I FL i d s RN EHE A1
1 (mammalian/mechanistic target of rapamycin complex 1,
mTORC 1) FI#E R 2A (protein phosphatase 2 A,
PP2A) 15 8 19 ' JIHE 200 i 19k 12 3R 1R v & 4 o A
F, mTORC1 2555 1 2 WA Qg 5 g A Rt )~
i, 17 PP2A W3 5 25 W A A RT3 Je B 2R A0 A
AR, XA R DRSS I T RE S BB B R AR
P K Az, 1T 52 0 ' U 1 ) 20 0 8 BRI A )
BEAh, MAM F i) i R 1 0 5K 1 8 3 TR IR 5
B9 3% i 1( phosphatase and tensin homolog-induced
kinase 1, PINK1) 7 4E 45 [BR 1 2 15 5 % 5 HE 40 i
FIR) 6 e W S5 SR T FLAT B VR L PINKL A= 2%
WELAT: A2 400 0 ) 6 2 B I, X TIE R PINKCL 7E4E S
e 5 2R A5 5 e S R A2 A0 R A b R SC A
AT B R T A VIR, MAM H Hid £k 2
BRI R A5 5155, M0 MAM SIS R 5 51%
FAFTEL SRR AR R DGR, $8 7R TEA ] (4 A BAR
BHALEAIT, MAM B HIRER] BESx A T AN ], H:
TEI 5 AR A8 T VR W R B 52 2 i 5
B, PRI, MAM 728 5 ¥ 40 i e i 2R B0 A

T B RS P T e R R S MAE FH, MAM 7E
DKD & it & EEAEH, IKE MAM 5325
fRRYFAZS AT fE A DKD BRI IR BERT AR .
26 MAM A5 X e R

RE/IMASEHT E B UE A AT e DKD B 1 4
i 52 R 5405, T S8 /N R B 3 S Rk A
ROS W77 A 45 XY, 7E DKD H, £ A 7= Az 1 ik
i) ROS ¥ NOD #3224 1 3(NOD-like receptor
protein 3, NLRP3) % P£/]MA, 1fif NLRP3 5 MAM [
AHEAE F 233O B RS0, AT o) e IO 468 47327
W2 & B, ROSIEE KM AR EH LIEEHEA
(thioredoxin-interacting protein, TXNIP) i )i % £k i
PR R P/ IMAE Sy 7 2 MAM, JE i, TXNIP-NLRP3
LAY, YRR s AE /MR G . 1Ak, ROS i
SRR R AR AR IS S S DKD R AR R
YA IR IR SR RE S S TXNIP WA SR L 2 (A 1
B IS0 E MAM, AT IR 56 P /IR G 86 O
X BRI T B B RAE S, 38 (B
T B U, (A B2, il TXNIP
DNA i} i B TXNIP, 8 iiE B BB A5 A3 00— 47 K R
B3 fen UBE 5 (0 B #1473, 78 TXNIP 7£ DKD &
AR G E T . SIS R, NLRP3 e M/IMA
SEORARDIRE R A B AE DKD R rh [R) R 2 5¢
# %, Zhang % §F 5% & B, NLRP3 B35 A {3
ik ROS Wiz 48 P I I, i 38 4o 3 58 MAM 1Y
TE R, A E T B /N A I A 5 40 RN 2T AL E AR . %
W5 38 1o o F NLRP3 #1461 551, £ DM K FUE L
B T B I B S RE SN R AT AL RR B, $OR
NLRP3 5 MAM (¥ AH B /F FH J& DKD % 4k & e )
FEHLH 2 — . FELR S B AR S e e, Rk
IMAE RSB A B MAM R T REJE A 5 DKD RAEA
A SRR 26, MAM BREIR AT BE S B0 A n, iF
MifE#E DKD ) &4 K& .
2.7 MAM 45 DKD # 569 4 i 8

2 B 98 T WA K & DKD (1 — A~ R 2
B 21 g bk 298 2(B-cell lymphoma 2, BCL2) 25 1 7
VAT AR T I A AL O A A AR
S BB TR (1, BCL2 3 8% H/ERI DKD th
A0 B T A A R AR Y, BCL2 8 5E v A # IR
A0 ER L, MBI T TG B 2 MAM
L pifArp, HoAe DKD & P RAKFRE T
B9, PACS2 J& DM 5158 (9 5 /NG B 1 v 4 47
MAM Fa 5 CHE 5> T, Xue 2559 BF58 & B, PACS2



386

V-f 1@1% 41‘/\‘? 2  Journal of China Pharmaceutical University 2025, 56(3): 382 — 389

5 56 4

F B A T DM /N MAM B 5231k, FR i 1
BT . VAPB-PTPIPS1 & & YIRENSIE5E Ca'
£ MAM XIRAf%38, Had B RE 5 MAM )6
B 4% Fl DKD (19 32F & 25 U A 5C, VAPB #£ DM /)M B
ARSI v SR 3k o, ST R M 200 YL RN O T Y &
A IZAGE RS T /E DM 5 RS IR, VAPB
A BB T MAM g i B /NS 200 B %) 08 ) O
B LT AL, MAM £ DKD 7 2 A% 20 i 05 -1 2
rhg T G OCHE AR (0, IX 2L 2 I MAM 7E DKD H?
H R VR AR AL T 7 AT, s T AR A0
T B,
2.8 MAM A Ao A v

R — N FE Al A b R R S B 4 L
il BT T o i FTE AR FH A0 PN P 4 R K A
MR T, AR R B N A 1. 5 A
WA S04 (i FUNDCI B9 ESE /e A Wt
it 5 ER WY IP3R 454, M7E MAM AbRRER . 3

W TE MAM I 19 %€ fil 25 11 17 (syntaxin 17, STX17)
REfs 5 FAWEIAZE &, Imitric A S, I MAM
LR, HE HWRIANIE R 58 5, #E DKD
FBE R S A TR 11 " I v O 38 e R R AR 1) R
FAPY, g s 2R AT BR AL T 68 K 3 WAL ] A2 90
T3 AN, Li P R, 75 NS /NVE | (human
kidney-2, HK-2) 4fi g v i ik PACS2 BHIKr 13 7
# F A % 8 H 1(dynamin-related protein 1, DRP1)
MIZRR SR, TR T = f b S N i SR
AR B4y, BEIS YR T MAM 1 58 88 P 5 34 5
TERR AME, 25 LITIR, MAM 38 o ol RR Y 2
P 5 20 18 RN 2 8 2 45 5 U 240 i PN B 1) e A £k
FE(E 1),

3 MAM 7£ DKD HiJtEx RHtREY R 289

3.1 MAM 4.5 DKD #9-F#4=E
bt 5 B 9% TR A, MAM 7E DKD H 17 11 %

A5 Y

"‘ — —— N
[ | — a

EE————) & Yo @
L Z |
—g; = .
AR = |

VAPB
BAP31

MFN1/2
PTPIPST

-

e

~ 7 ’/a\. ‘/’i\‘f:-?-"'} E w_

(o R = O} P3RS o5 |

o/ L SR <

o/ = e \ 2

o { S l

= P ol 53 P 4

5 o X I8 2

‘o |= z ) |

= ‘ 7‘ = | E D [ E |

L Ao S BEE ik

B, \&/ /\‘—”*RQ'%"/ S

| BTG
__ L

MFN1, MFN2, OPA1, DRP1, MFF, 4

DsbA-L, PACS2, MFN2, %5

mTORC1, PP2A, %

NLRP3, DAMPs, TXNIP, 4§

BCL2, MFN2, PACS2, %

FUNDC1, CANX, DRP1, 4§

B LA ST AR R RE R 4 T I S AR DG T

T 3

SEALHE TR

1 — @

MAM: ZERLR P 5 AR SC I MNF1: UL AT 15 MNF2: LA IR F 2; VAPB: B0 A1 G IR 1 B; PTPIPS: 2 (A ik & FR B R e A E A
FZE T 51; TOM40: SN A7l 405 FIST: SR 245E 19 1; BAP31: B 4132 /R CE 1 31; IP3R: = BRI K; GRP75. % b6 15
H A 75; VDACT: H AR B S T30 38 15 MCU: 2 A4 2 ) 5 12 K ; OPRS: Sk 12 11 5; OPRS: ZE k12 8 1 8; MITOL: Zikifkiz
K M ; MOSPD2: 15 ik 1140 & 5 1 2; GRP78: #i 2 Hli 515 25 11 78; WASF3: WASP 851 3; OPA1: MMZZE45 5 1 1; DRP1: 3
TIHRE A 15 MFF: R /& 53244 F; DsbA-L: i AL R E A R [H; PACS2: BREREEFITK 11 88 (1 R IR 417 S 2; mTORCA: il 3h
YRR EAE AW 1; PP2A: & B IRAEE 2A; NLRP3: NOD EZ AR5 & pyrin 45 H1#E 11 3; DAMPs: i {Jit 543 F4#55X; TXNIP: i

FURTE P EAE R ; BCL2: B 4k L8 2; CANX: 58K A
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Wi 2. MAM RYAHSCEE H, 40 IP3R™, VDACH,
FIS1" 4%, £ DKD Ry A b R 30 2 35 19 A8 4k
EATI R B ACE BT RS FTE S MAM Difigny
SR, A R DKD I2EbrEY . Ak, 40

MIN Ca® Fa &S A8 b g i ik MAM 1 DR 5%,
5 MAM BT % ER FIZRAR 2 [H] 1Y Ca*' 38
i 7E DKD (R3], Ca® W EE AL AT RE : MAM
AR PHIE S . A, MAM i3 i i o £ Q35
HEAH RN 55 DKD it ik
I 1 9 8 R 55 i T A R AR A I JORE G B A
B CAnRRIHIR™ . =t Hr ™o 9 Y &%), mT LA
Wi MAM BRIk, T4 DKD #YH 112 W
R DEA B AT % LS .l A MAM AH G
EHRFRIR, A Ca W ARk g AR5 Al
AR AR YA, AT LAY DKD #5112 W it
A I SCHE, 1R W 1 A A R B A Y A= bR
B BEEEARN LR, KA MAM DIGER)
Wi N T DKD #Ii R 2 W fniG 7w, 5 Bh 540
PURIFNT T DKD, 9827 Fofk e, st i iy s o
32 $ed) MAM #9348 97 Rk

AW MAM DIBERIRYT SRIZ 8 A DKD if
Jr R —ASERS e . BT, #15 MAM DIRERIR
J7 RIS E AR T I, SEDE SR RN A0 T T A
JUR T

250 TH, R A NTHRE T ILEA I

25T MAM DIfE. ELan, ER 3 il )
AE L AHRBENSING% ER RO M 303% MAM Y
TyRg, IS DKD RYFERM, Ca® i 1815 7
TE—EFLE Fl LIPGE MAM IhfE, WK 4N Ca®
FaZs, MR i MAM 25 94 515 it 20 g 16147517
P AT D)3 0 D% AT, PR MAM 57 iF
— B, R T RIS MAM DIREMVE I,
J S AR 9 4 590 0 T e ok A2 AR A IE
RE, 8% MAM FIRE, 1828 DKD iRy, 78
FEPRE S R R 5 1, Bl A S R i e AR &
&, W5t & B2 iiE B R 5 MAM G 3
Rk 2 HThBE. Bl4n, &1 %5 MAM #5658 [ (4
IP3 24K VDACH | FIS1U" 45 ) () 55 [H & 42 7] LA
HLHEARE MAM (2549 5168, 1828 ER MR £k
iR BEREAS, M 8E% DKD B B FE . Ak,
21 g P AN WA AR )t nT BB Bh TR R
MAM [ TIHER A W RE S T5 bR 1003 1 41 i 4%, ik
% ER W IMCRZR AR 5, S E MAM TIRE.

H i, $E1m MAM TIREMIRTT SR IS AT b Tk 5
MSLEBYBE (R 1), BARE A — L 25 FIH R 7 8l
Yy S AR T I RO, (B 2 SRR N FH IR AELE
—EMIBEEY . AR BIIFFE Ty ) SR A T IR AL
% MAM 7E DKD i BARAE R BLE], 1 & 5 A
EEXTERIR YT 2 S PUE R R, LRI IR
7 P AR B LA R A ae 4k

R SRR AR SRR R P P SR G RLIAR 3G S ify 7 R

Iy fig 7 kK & H
bR Lo A A ST R IRAR G 1 JULEE1,4,5- =R SZ A v R IS] o 10 1 45 3 e Al
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