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The role of astrocyte aerobic glycolysis and its product lactate in
synaptic plasticity in Alzheimer’s disease
WANG Ya-Xin'?, ZHAO Li"**
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Abstract: Glycolysis impairment within the brain has been increasingly recognized as a cause of Alzheimer’s
disease (AD). Astrocytes are the main site of aerobic glycolysis in the central nervous system, and lactate, the
predominant end product of glycolysis, has recently been identified as an energy supplier or signaling molecule for
synaptic plasticity via the astrocyte-neuron lactate shuttle system. In this review, we summarized the relationship
between glycolysis and pathological features of AD and the effect of astrocyte glycolysis on synaptic plasticity in
AD. We further discussed the role of lactate in synaptic plasticity, hoping to use lactate shuttle as a therapeutic
strategy aiming at combating the neurodegenerative risk of AD.
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FERM T A4 T, BRRRARLER
PRI E 2 AL, /R AD P, B-IEM AR H
(amyloid B, AB) IYTAR K 3 BUR TE L5 40 L A AU b
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WERE ML A A A A N T AT, A
SERE T RO e AN M R s AR T 2L RO
“Warburg RN 7, RIAE S TTE 2 B S D RES I
T E N, 7EFLER B A (lactate dehydrogenase A,
LDHA) [1EF R AE LR Mo A7 S0 AR AE K i
fR AT e AN R EG 5 AR T A B B, XU
B B 2 AMUT I B 2 0y ] BT 4
DAL L [ MR R A A SR P i O 2 v T K
P35k Bl M2 o T R R bR T LB
FRBEZ Ah, A SN I A T DA A2 R kv 30 e 75 22
Mt R, FNAEREERESS T ERZH.
WG R AR RS RINR B R WA
RN, AN LR A2 2 5 TR Al AT M
G i A K % B ) R TR () 5 F Rk A R

KISk, fix A RE AR ARG — B v 2
AD R — e 25 AR R R, IR ATt R T
R T AR 30 R ) R/ 5 B ) ™ B R R DDA O
Vlassenko %5 " [ 55 R B, 1E 6 4R 55 AN KM
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HAMRNE,  Asoh e A i X AR UTRRER %
AT A AR PR A R0 B A R 5 R tau R R
WA O, R A 0 P A R AL 3 B
FrREEE TR, tau B AR AR IR R 2 — P, Il
PRAEEFE B 7 AD B3 A AD B3 ik B W 1)
122 FpARI Y, 45 F 7R AD 38 KN Hh B A 11
TR R A, G R R Y I 1% B2 (dihy-droxyacetone
phosphate, DHAP) F17 1% 7 ' 74 Bl i2 (phosphoenol-
pyruvate, PEP) & 3 B P sh4 sz il se 1 5
AD /N 5K A7 S0 I A AR08 05 s 4, Zheng
S Ut 6 H i LR S P AD BRAL /N B K v i

fife i R B B AT A, R IR 2,6- IR
1 3 (phosphofructokinase-2/fructose-2,6-bisphosphatase
3, PFKFB3). Pl (pyruvate kinase, PK) [)3&
KA R FEAK. B HATOC T AD KR A Bl I A2 10
KA —HMMERER, HHRIVT R AD B8 PR
B ik T, HERE AR RN, X R 2
— PRI AP FIMUARAREEDLR, T A BT IR I R
A SEURE I fip O S A5 T ) R 2 a2 3 G P I
2L, IE T AD RN, XA B A5 R
A HE S AD ANFE B RERE A 5%

BRI AR AU B 521 AD KA KO R @A
— e LR Al B, REOA R R . Goyal
2 Ui PET W& T M P9 A3 SR A 1) (L e Le 431
Jfi83d Brain Span Study 4 e 1 50 24N 4
BEESIG )L ZE BAE N KN 16 N [X Hp 1 35 H 32 58 %k
I, KA ARSI A 5 X L R Rk AT T ORI #T
RIS AN B iR B AH 5% ) EPH %2 #& B6 (EPH
receptor B6, EPHB6) 2K 2 5 | £ Fi kK & A E 1)
SRR, BEAh, HoAth 116 A5 5l B fif 25 D) AE 5% 1) 22 K]
O ELHE B B - m B SE IR L O Ml A 3o R0 T e S A
PR IR NP AR IR B2 AR FE PR 4, O HLAST T sl 3 (Rl 34
2% 15 W £& 43 Bt B 4F User List Enrichment & 3, X
116 A~ 54 S MERE i AHOC I B DN s 4R T W& Je e v
PEFRICY). AD. 3E3E K H HREAH IR, A
W T A 00) 7= 4 LR ] A % fsh ] 98 A R G ik AT 1Y)
Feik, U Arc. c-Fos 1 Zif268 ', 7 2 4 T 48
P s 75 R TP N FLIR J5 BEAT RNA U204, R
MAPK {5 5 38 % F1 5% fi w] 28 1 AH 5C 1) 20 A BI Z1) B
FASEIR () mRNA FRiE 0 7 s 5ol B0 7 s ik
B 7 09 M R H o O\ O B IR Ak B 0 41 5] DAB
(1,4-dideoxy-1,4-imino-D-arabinitol, DAB) I i ## J5
gy i E . BEWT T i A0 OUE K I A2 3 55 (long-term
potentiation, LTP) (I 4E+E, 7t LTP if5 3 5 K LR
5 DAB — 2 IN N K BLFLER W Bk T DAB Xf LTP ]
BHMTVER, TLH T AR A= ) FLIR F A\ A 22 e mT B
FOM LTP 3630, Moo flml 481k 1Y,
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HEIPETHR A RIE A T NG LR, B
TN Jo8 A0 A 20 1 S i Jo BB 92, MAsh a7 S
BRA, 5 RMATA IS5 TOE K = E R
SR o RHAT I 2 T o A 36 I T D R TE AR
VI, R TR S I BE M) I B 0 08 o A 126 B A 2
TR A, AT CE iz KPR RIVa L, A 2ot
Q& 7 — oAU RE R, HHTREREILE, R4
T B HA s B R ER K S Ak e TR R A A ) B
AR LA L e 05 1R 52 A B PR BT R g9 284k, ARDXT
M2 TCHAE R T R RE R K .

M2 T EAT R I BB R R, i 2 AR
20 B AT R A AR R AR A, XA R
FEHPUF LA R RE -

(1) TR0 o 40 1 e 0 LK T 1) 78 XA A 7
WY, FERERENUIRE T, BRI AT DL R A
AR . S5AMAHGRLE, ERAE T X ph 2
RGPS ARG, (EE R KN R OK 1 B ik
Hro FEANHACT B, BRI LF RAFLE T KN
BIBI B . AR e AR AN R A
(ELRIF 5 2 WY 1 A AR PO ATL At ek o 22 0 i I 5 B
B ORFFAE — R ARTEVEIRZS, WHIRE R (kA7 44

Neuron
Glucose

Glucose-6P <= Glycsgen
Fructose-6P
PFK ﬂ

Fructose-1,6P2

GA3P DHAP MG
ﬂGIo
Phosphoenolpyruvate
i Y D-lactate
PRI ﬂ LDHB
Pyruvate L-lactate

PDK2/4

o

B 7% 1w 28 0 vh R o) BK Bl R A A I 1 2 3 B
BT Y, UG TEM A R, Wk T
JUUIE 2 1 0 A i i (Lafora) Hp 42 W %% 1 i
2T IIRE RS AT . B LA 4 b 23 A 1) SR PR A 1
BT R TR 5 40 i A T I e A A

(2) A2 TR J5T 240 R 28 56 %o 4 6 W ) Ak 3 2
AR, AT AR AR ELAME, XA
Z 5 EER T AR E BB D, A
Pl R0 T N = R I A0 A B 2 1 A il L- L e A T
1% Bt & B & & 14 (pyruvate dehydrogenase complex,
PDHC) i th €. FEFEAH KA T, BIIRJ5 48 i
PDHC 35 PEARAR, PRI A s 1) 22 450 7A R R e 1) A2
ALES, MAEMZ G PDHC §E MR, A B RR ik
AN TCA fE¥F, #ATA BRI P2 shsoh, 2
TE 1 Jot 240 B 22 35 v 7K T 1 D T Gl S I e 2/4
(pyruvate dehydrogenase kinase 2/4, PDK2/4), . 7] DL
Y4+ PDHC MIRFRR AR, EDFEPERAR IR A B,
B R4 ik PFKFB3, ‘B 2 s 1210
MR R 7, AT AL b -6- B TR 2R A% 2,6- — 1
B RNE, o AR R e IR G PFK OS2
BEA SRR, TR e PFKFB3 i 5 H i A4 AN
WrF g, = PFKFB3 ) F B AR LM AT %2
B, < S8 E n Mg, RAET P,
PK Ji ik i B 1k BY 272 45 PKM1 A PKM2 T2,
PKM2 VA E TR I S 4 i b ik, m) b s I i
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DL NG RE R R R, MAEMZ T h RIA K
PKMI1 A BA7 X — 45 bk ™, FLR it 208§ (LDH)
P E T, 43 0 UL FLER I AU (LDHB) A
R FLIR B e (LDHA), 272 15 ot 4 i 3 22
#i5 LDHA, RFFALIRMA R, T#H 2 T 2 RIA
LDHB, {7112 i AR R (1 % 14, B0,

(3) W 3L Z, — % (methyl glyoxal, MG) 2§ ¥ fift
MIRIF=4), R R LR P ) R BTk, S
HZM#ABITMERm Rt oM R G EY
XF MG ARG PE ZeFAb SPfi e, RS0 P
PEEEACF AR P KRB 2R . 2 RS
45 2, BEEE 1 (glyoxalase 1, GLO-1) fil 2 g 2
(glyoxalase 2, GLO-2), 15 T M5 40 i i v iy
FRIEAKFEER 2, FILRE%HHT MG 5,
M2 TC L BRI BUY, BARE M ERET .
LR RGAE RN b 2 SRR
HIRFER, 54 A REBOIRAS . E— P SEEe
R, BT B4 H A e RS B R A TT
9 ffs, NADPH /KPR &L 3 5, Xt mt
BRI MG BB SRR i3k Ht A B

(4) BT BT A0 M ) 53— AN 5 R L R A g
W5 (MRC) &Rk H L. MRC &%) (9w
58 I-IV) AR (7% 2 A1 R K 70 - 45 R
MRNEAEEY, e T MRC H il & M ae s~
AR, RV RAET, REHEEM1 i
REEVH, SEAKAAFE A, HELZT,
e, SEWIRLMAZBRI S,
SELRRAR R Y. Supplie 25 7 { A fth 2L G
SRR /I B TR I ot 40 B £ 3R ¢ SR A 1 —
Ffa, RMERRFTAMPFRYIES, A HIH
FRRT, %85 S T B TR 0T 40 B B 2 A
PR A, AT DAYERR IE 8 RARSHNE 3, X IE
T T A EURE B AR IR I

DA 13X HEAIE 4 2 WY B2 TR I o 40 B 1) 32 AR
AONRERER,  JLRTVE P& To e B R R L B o
2.2 ADAREWMIRIE TR

AP YT 2= 5 BUE T2 B 5T 40 i A7 200 1 2
. MPARKRM, BRERAMET A B E R4
(scavenger receptors type A, SR-A) ¥ AR A1k, AP it
N BT e 53 4 B i ek R UL B 3- B (phos-
phoinositide 3-kinase, PI3K) i i 52 1 A2 F2 % 51 41 Al
{1 78 T2 fi ok %6 B, Schubert %5 B [ HF 58 K W, AP
REHO B E A TE P, BEREREIS 2T 1o (hypoxia
inducible factor-1a, HIF-1a) [{) & &, M 1T PR R 7

B RIRIE, SRR T 4R R . S O
LR BE B 4% (FRET) LR AL BRI 6 H e = %%
DK AD F5 8L /) R 1 ZH 2R AN R TR IR o 24 i ) 7,
MREE, KL AD BRI 5T A B A SRR I A
RU T 245, PR & B PR P,

R BTCRT AN HOE IR AR 32 457t 2> 3 B
P AB FIRE S TR, A HLHE AR S B A TR 0 I 4
J, SIS e e 22 T R B DR AP AR T AN ST 2k
AT BAGy A S M DR T B 4 JiE ™. 54 o
e, EIRRITAMADT AP IR IR, X ARt
FopEmE A T SNE %, HREE T AR, M4t
217 ATP IR JEHIPRE T B, BRI LAz 10 i st JF
FEAR BRI AR, R TR 5T 4 P 1 e
FRAR 77 A ATP 4 457 2 R A H A7 S 2% 440 e 17
WY TR 4 P A RS2 A T RS B
W i N AR . AR ROGE . APP R K
I RR AR BB R B AR T R e ) AT 5 2L
AB 1 AR G S AL I PEKFB3 )/ 43 740 1
5] 3PO [3-(3-pyridinyl)-1-(4-pyridinyl)-2-propen-1-one)]
B/NF P RNA 0] 17 52 T8 J5 57 40 b 9% e il e
(o< 8 i PFKFB3 Ja, 2% i 5t 40 i 3 A0 R [ AR
FRR N, B0 40 M AR B AR RE T 9
59, FRERTE. BRI - et IR,
BV BT & e it 7 — MRS, M
i SR I SR A A AR i, TR o 4 M 4 R 1R
it TR HIBE I T, AR BRI TEZH
ESST A SN

ST o A0 A SRR I A 32 40 2 B T PR L
AT R AT Y, S AD MRE (D) A
T2 I 200 P A S T e 52 0 o0 8 R IR A B . 2R
fllA] B BRI 22 SRR o AR A R, T
B TR 5 240 B x4 R () 4 B RT BARTS L4 48 7o AR
M PEREE, BRI T RIS E BV
LI RN PR A 3 AN Na' (558, 75 2 %I 4H i
Na'/K'/ATP BEIVER T4 3 4> Na" i, 2 K™ ¥
N, X R R R Y R 5T 40 N B I A AR R
ATP, RN ARIR AL ATP (138 B 2 F AL BERR L 1)
WA 0 (2) Bl AR S #RORH) Na'/K/ATP filg 7] L
AT AMPA 324 1 JE 3% B%) B AR U 5 R j%,
Na'/K'/ATP [ () T g & A B g, #4225 50 AMPA
A 1) T SR FH R Ak A 33 (R4 . (3) B2 TR IR A Y
A A NERE AR B (8] =) D- 225 2 2 58k NMDA %2
PRET IR PE P R BB 7], S R Ak RS . HETE
J I 4 A SE R I A A ), D- 22 R AR b, A
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S8 LTP {53052 45, S ml ¥y gmin B, 4)
BTV o 20 M A S8 0 T At 2 R 1 LR I8 I 22 TR R ol
Y - PR TR TR ARG HAME TR R R
PE—FE 5 AR, S0 2 fk ] 9 1 K K U3AE 12
B/‘]%EE [14, 40-4]]0

3 ERRRUER-HETIRTFRAR

1984 4F, Peter Hochachka #2 ' T FLER ZE#2 AL
&, R TFR ORI LR FAR, Bl a L
YERNLL LA 2. BRI IR 2 0 5 4 AL P 1)
FURRZFAR, QN4 5T B Sk, 20 5T 2 A A
BRI FLRE 02 . 1994 4F, Pellerin I Magistretti
B T R - A TR FR RS
S TR 0T 240 PR P 46 A 3 AT 7 G If A B b, e o e
Wi #L124K 1 (glucose transporter 1, GLUT1) M K IfiL
B R, R R AR AR AR AE R E
FLER. MeAh, ARV I 5 40 M i 47 00 B I mT D
FE TR TR AL Bl (AL T 70 i ORI -6- BEIR, Tt
ANPEREfR IR, ARILIR. AR F EHEd RRR
¥ 12 /K (monocarboxylte transporters, MCTs) 7E A~ [H]
Y L R) ZE B2, MCTs & T3 3 (0 i i is 1 e,
Wi G — N T RIR AL, WIS AR . T RR
AV A4 28 8 B . 7F R e B 40 i - Rk
MCT1/4 3§ FLBR BIZR AT EUIR, W] BURE B TR 5T 48
T A R LR e s R AR TR] BRI A pR 22 TT R 1Y

MCT2 % AR A A m e, SR I E M
P, TE O LB LR B0 SR (0 4 B B e B3 T 1R
bt i 8 o P I R i S R S RS PR S A D 2 T
Wil A, HANZREBRIEH, o AR LT AE
14~17 A~ ATP #HAT L RE . TR RN A =R ,
Hbs AN EIERE, Z R RGP — 358
gy (F2). RS R A, R K — R 59T 3 4F,
BOE T Rk, A3 T Na/K/ATP B, M
T AR E T R T R 0 24 M T 81 6 W R B8, 35 1 B
Fefg ™, gifust K T E e S EUR R i K
AR AL, T B A 1) PR E B PFK, 38 AT DA
PK. A B R A B RO IR Ay i 30, (R FLER I 2R
i Ak, AR L B R L M
B e M JURC R T A S SR DR 2 i B
BRIV - 2T AR F R RGN AR
AT P RIEE BEEEH. BRI, AD K
i R T R AN - AT ALIR TR RS2, @
Tk G R G i R BRUFE B[R] AD /N BRRZ S5 R
CAl X B ¥ 5 48 s MCT1 A1 MCT4 [ 2% 3% B &
B, M40 MCT2 K FL G M 20 1+ & B 2 08
A BT Sun &5 B g ST T — AN B TR i R 41 -
A TTIHRINE RS, BRI RS M4t
HHEFE, AT ABEM T, K AB SHT
IR0 R Co 4 A PN 1 FLIR & & B B R D,
[ A28 0 A ) ATP 2 2t 5838 R 5 i — 2D

VGeLuT1

jpd

Blood capillary vessel

()
ucose I
of s o

Neuron

2 4

() Lactate
MCT2 LDHB
Pyruvate
o o>
| LoHA A MCT1/4 :
. e
Glutamine (\& » Glutagmine
utaminase \/e;) o | Glutamine syntheta:
Glutargg e« o2 Glutamate

() Glucose
O

© Glutamate

Lactate

Astrocyte

)

E2 ERRRMEME-HRETIRFRRR
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KO AR FE T AR GLUTI, LDHA. MCTI
Fik /b, W4t GLUT3, LDHB & MCT2 ()&
F1 5 2 B B S PRI o X PR R 47 SI2 60 458 TRLAIE 512
T AD BRI R A - AU AR TR R R
KA T RERG, 5 EUR IR0 4 M ™ AR 1) FLER IR A A
ZIURZM, MAEITCRER N A TR S AD K
AERBEHEBERRFZ —.

4  PEERARFCFLER X SRAA T 2B 1 K KRR I
;A

H AT O A B9 BRI A2 T8 BB K 22 # A2 Jik
TR TT, TR S A MAE 1L A2 T B A v
P 7 ERERVER o 5% TR 5T 40 i 5 5% A w28 M g
W IRIE T R 30 A 228 e Jofa 4 e 3o st 8 1 B o SR A i e
A )4 28 368 ol R TS L TR T i J 4 R 2 AR SR AR
HEG AT S B, R R AR TR T 4
B2 5 240 3 ek SR T A T % M e s iR
A SZ AR R B AN R A TS 51, BRI PR 5 7 5 fie
SR, SRELIAK IR 28 Ak 2B 1 B

NN (1) 2% B R S ) o 2 Ao LR 7= A= 34
hn, T FLER R K IAICAZ T O B R 2R . ]
BB AT 22 SEIe R B, I ZRmn e K RO 5 vy i
DAB J i TR A K, 1 h J5 A7 Ik B AR
WIEHE 2R, (5 24 h 5 3E1TA I & I8 AR 1 PH 5
ek, VB BHIT T ALER AL O TR EA I AZ I 4R
AR, (HRERS 7K HTE R s TR
T 40 B KT 1 A ST AR A L] ——LTP W& 3, K
DAB T4 1 LTP i& 8 H4E+F, 145 RuE i 7 # i
FUER A BB T K EIZ BT o S fy s 3 1Y, 7
— % & (dichloroacetic acid, DCA) 45 245 J5, /)R
R H TR I PR 2 A LR ) AR ek 2, FLIR MR E
AR, B JE 2E 4T 35 BB KR B AT A #5258 R0,
DCA B gl 7 2% 258 /1, (HXT 2@ i
IR R R, X aE SR, AR A 2
SRAGCAZ AT T i B,
4.1 FLERIEAREEYIR

FLIR R 5 fi ] SRR (AL ) 2 — S AR N RE )
BN UL RE, UM T AL T RE R FERT,
WHCIZAE AT 72 AR e Ay 1 R f5 HRAL, & e R A
PR AR R R R, FEBIMIREE
RIE, TR 5T 40 MR TR ) FLIR W] LM N — Fh B
V)L S PR 2 T AT RAE B, PR AR IR AR IR
W FLR W], DAB i 1 5 o5 fift )5 5 SRR AE R
b, A TT ATP 2L Beyd /b, i 4-CIN ) 2L

MR i ia ik N TCRIFE B TS h ATP 58
B B2 LRI R A A I A 2 T IR G R B R LR
A DA SCHRR M AR 86, 4 AMEYERIF M A RN, il
I % 1 SR ik S AL IS B B IR kA s ek A, 1T
T B S T 52 IO 4 3 N 2 0 i R B A 41 1
B, [FIRE I AR B2 TR o 48 i b 3 N FLBR 5t
37 B = S EUN R LB A . iInA MCT2
(P47 4-CIN J5, 3 N %70 Bl IR By K 1 e
SEERTE IS, XU 7 AT 5T 4 B ) 2 B
U SFLER, BRI sh, #erh 2 oo DA4ESF
HoRigsh Bl teAh, BRI Schaffer MUK 5,
FRET LM 1% B4 A Il 22 T% J Joit 20 i e = 7 o (i
ERE. NEHER. FLBR ) KI3h&4 1k, &I Schaffer
A S RS S 0 % A e R A v 3 3 B0l S TR IR iR
S M BT O e e MR R, R BE 4 A P PN R R T
m, 1E K MPERTT, FLIER M E TR i 5 40 A R i
Fgufash, R IERE B B—Tr T, AR
1B e & RUE A R I 3 — AN FH 2 T e P4 T AE 4H
M SR EHE . H 0TS i R R N & T S
SREF MR T K. £+, mRNA 1
T P ok A AT S FE I Y 20% 9 ATP, M Sk 2R (R
ST R £ . Descalzi 28 ™ [HF 5 % 9,
FLIR AT LA 2 52 210 120k A2 A M 14 4 28 0 AT 4 i)
PEM o Mk B E A R BT AR IR, HLAL
P ()T Vife 42 A I P FR B A B ¥R 2 T R (B-hydroxy-
butyrate, p-HB) AJ LA E 7L & £ K S AZ T8 B (1)
VERT, 2500 5L 40 fife i A% B T2 i ot 40 P 7L R e 3 1)
R AN, I P B R BG B-HB #R AT A4 i
VAR S
42 IARMIEAGESHF

FLRIE ] ME NS 50 ¥, 52ma R fk n] 28V A
KEHMRIL. L- FLRR AL 059 LDHB 4
U L- WA RS, JF B4 NAD'i& 55 NADH, 3
Y NADH/NAD® L3, I3 7 # 4 Te i) AL
EJFEARAS . NMDA 524k F ) NR1 E X A0 0L SR
BURK, 4TI ARSI A AT #0% NMDAR I
PE, 0 2 8 A AT ) 2 PRI FLE 1, DRI L- LR
BOE 7 NMDA 32 &, MO @ i T UiF S 5 Bk
Erk1/2 FATLH 3 1 0 28 70 9 figk ] 98 P4 AH O 1 2 [
Fik M, AN, G B ABECAZ K (G protein-coupled
receptor 81, GPR81) T 2008 4% %€ A H /I CL 011
A AR TR ME— A PR I LR 32k B A K R
GPRS81 7£ B¢ J2 fifg 5 Jo /N 2 2R 5 R0k, F %
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. L- FLRVE N —FAFS)R (volume transmitter),
FEAHA SCUR B R T LIS GPR81, JEBM& GG
B, MR A LA A B H A2 &,
TE R A W X, L- FLER 45 A GPR81 J5 ] S
CAMP JKFFEAK, 1A A (R BF 78 35 0 LR 1T RE I
T KIS BE 2 S EIR A o0 E—FpR AN 52
A, BE cAMP. fE KIS BT, Sl EosE B
R R A L AR LR, FLIR W] DA S £ ot R AL,
I HBMZEH S EARER. st HEALH T e &
FAB R REVEPD 5T ( IR ) FEA T A R 45 3,
AN L- FLERTE N A 48 76 N B H A7 B 30 H IR
FARAK, RN B WP L- LR T LA SR
BT 20 U LA oAk, PR AR BRZL I A RO,
KU T L- FLRR R AE R & — R AR R, T
SEAE AN B3 s R IEVE A B LRk E
T SR B HH 1) — R 1 R RS B A 2 A Y,
Pan %5 1 S5 T/IN 0 5 40 M 35 A s 72 2R O FLRR e
7 HE E HAK2la 181, 1 H4K12la 20 {2 12 1
/NS R R 22 A BB DR R 53, T RO A /
HA4K121a/PKM2 IE BN, fINE T AD 1/ K5
T REREAT .

5 B4

FERIN A, W7 E B AR B R R A
4 BT I 4 L T R 2 A ) LS g 5 i ) 28
Pe, SECGARTIGE T, Ntk AD R E RS, 2
TN 53 0 L T 5% fd vy S 44 ) B A L) 2 — o
Az R LR W A D 22 T I BE W 5 AL SR A 3 i
A, IR BME N — G 501 R SR ik T 22 1k
FREEK KL . HATCZ W6 1 IR R fh oy 2
Ve R K HRCIZ IR P AR R, EFLIRZ 5 R LAY
—FIRTT T BUUIE AD Rl BV, SeE A RITIRE
EARTEAERE, HHE—SHR. CHEPRERAIMNE
P B FLBR b 78 T 52 v I P9 A LRI B, Gl i 5 2
5 5- Mk, BIVRTABIIGE. e
KA —EAEE A cAMP 5 5 M E AR K
ERFEGTHARVE A . WD IR IR R, &
B LR IR s N e AR, R IRIT A R T
gk I it I A 2073 e (R AR —
SEREOLH IR ANIE ], R R G R B BT AR FE )
NH, BB ST LR N2 SRR AR 8 L . BkAb,
FURRSTE L ] R SRR MR 7 Y, AR R
5 8 i R F L R R0 e i R 9 S DDA G T
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