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Advances in research on mechanism of lactate dehydrogenase B in tumors
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Abstract Increased glycolysis is a major feature of metabolic reprogramming in cancer. Glycolysis provides not
only energy for cancer cells but also necessary precursors for biosynthesis, which is important for promoting
tumor growth. Cancer cells meet their own needs by regulating glycolytic enzymes, which play an active role in
promoting cancer survival, metastasis, and invasion. Lactate dehydrogenase (LDH), as a key enzyme in glycolysis,
consists of two subunits: lactate dehydrogenase A (LDHA) and lactate dehydrogenase B (LDHB). LDHA is known
to play a key role in aerobic glycolysis and has been extensively studied, whereas less has been done on LDHB.
However, at present, more and more reports have revealed the important effects of LDHB on the progression of
various cancers. A large number of studies have shown that LDHB is abnormally expressed in a variety of can-
cers, which is related to the malignant progression of tumors. The article reviews the research progress of LDHB
in recent ten years, including its regulatory mechanism in tumor, its relationship with cancer development and its

role as a biomarker in clinical diagnosis of cancer, which provides some insight for further investigation of the

mechanism of LDHB in cancer research.
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20 122 20 4F4, Otto Warburg A& PR R 75 78 /2
UE=RWSEe 3 TR N B E 2 S SN VR RV L |
e 25 DI S ol PR At 1T A S b (A SR AL B R Ak
(oxidative phosphorylation, OXPHOS ) 2 == =iz
R (adenosine-triphosphate JATP) , % F 30 42 9% FR
N “Warburg RV " BAT SEOMEIEME o AT AR DY
TAA 2 IR 2B A e A AR AR Ry i 4 i 4
H IR 0 40 L 2 0 RS 0O I A v )
A, DASCH e DR S B 0 75 2 L FLRR B G
(lactate dehydrogenase , LDH)1E A S8 I i 19 ¢
SHEHER , A TN TR 1R R L R =2 1) %) R L A, TEbE
il R v R AR HEAE ] LDH J2& —F Y R A
g , i P FD E 5 LDHA F1 LDHB 4. Horr,
LDHA TEVF 22 B LR b 5 3 ik, 05 I 9
PR HERFAIRZRA . IR LDHA @i 3L
PR A 7 A ISR TR e 801 05 e 4R 7 A DL R
et R AR DG HE 3R, AT 1 e g ) v R
[A] i, R F LDHA AR i2 W Al o7 #E 5 il PR a6
WHAS T4 NGB EE R . SR LDHB 7 /i
AL AR DG BIF SE AR 800 H H 253 2 1Y
SCHRFRIE YY) 7R , LDHB 1R S —Flop i fig i . 5 2
ol iR i 2B R SRS UIARL G, G it B
SR %, IFH, 5 LDHA 76 Z 50 i o & 45 42
HEE % Fe VR AN TR /2 , LDHB ZEAS [ i g o
AP AN TR], ASASCRT AT S B0 DR A #4042 e AR
FH 00 EL AT AR S R R R IR AR R Rt
A SO LDHB A8 M8 & A ke v i T RE k4T T
Rk

1 BEVEEMEF LDHB

KT W, I Jes 4H A oo i A W1 Sl o5
(18 = 5 PR 22— SR A i A A DG i N 1 A BRI
Rl S 1% 5, DT A AH R 48 1 R IR 3G i, 4 LDH
TR R4 1 (phosphofructokinase-1,PFK-1) .
W 18 B (hexokinase , HK) | 7 %4 i #% iz 85 H 1 (glu-
cose transporter 1, GLUT1)ZE" . Hifp LDH 2 &
W T e v A A TR T 2 R 2L R B A T 3 I b7 17 O
Bt , A1 5 0 Bb [F) TR 2 i) & LDHI (H4) | LDH2
(MH3) .LDH3(M2H2) .LDH4(M3H) .LDH5(M4),
¥k LDHA (M 3% ) A LDHB (H 3y %6 ) 9l 321
A PR ARG . LDHA fifi Ttk 11p15. 1 1

1) Idha 3£ K g b, 32 276 H 85 L 235 ; LDHB H
P F YR 12p12. 1 11 Idhb FE R it , 3 ZEHE O
WL ik, LDHA 5 LDHB A & AL 4> T 454
EZR I M5 ) [T A Y SR AP AR 25 S, AT
e A A TR A 1E B R o7, 6 B HE S TR) A9 30 7 2R 4R AE
LDHA & {4 F B VAN IE L 7, 1 LDHB 2 A 43
F B 6 A G H i, BT LA LDHA 18 5 5 79 i iR 4%
B AL TR TR 2 27 Ak R FL IR 1 1E 1) )2 ; LDHB A
e 5 FLIRAE A, Ak 2L IR % Ak R VR TR R 1 6 1)
J O

2 BE4AESiEE LDHB &%k R EE R E

TEAS R Jif e 4 v, Z2 R 42 vl 4% LDHB
) 2R IR MBS o Horh DNA BB % S K+
PEPEE i SR JE R4 A A R 4R AL #RE 4% T LDHB
Ik, HAE H o RS B 145 T LDHB Y
T
2.1 DNA ¥ & Aut54fiH 42 LDHB £ i

DNA 3 Ak 2 45 DNA 781 1 45 o 4 B 3 7
DNA H LA S R Wl 10 AL VR FH T, LA S-BR T F
SRAE R F LA i o I B S A 10 2R A
—~ F R A A A2 A i ek R AT DA K AR A
WE R RS DL R B W0 25 A7 A5, G v L e 545 5
A1 1 F AL 2 L 5h ) DNA Y AL it ik —
B a3 1 5 i A 2 fi BE DR A s 52 3
il AT 7 B PR SRR Cui S Y R BB
T2 i LDHB B9 351 = B 2R 4L, F 8 LDHB
FEIR A, I Lin S5 A BFSE I 0T, 51 40 B 2
JEL T B B 2T 4 40 i A K R 32 4 1 (fibroblast
growth factor receptor 1, FGFR1 YE#E T LDHB B 38
T AL ) A S, R T AR R,
2.2 #FMF-FiA# LDHB k&
2.2.1 #FBF HIF-1/84% LDHB &5 S
SHT1 (hypoxia-inducible factor-1, HIF-1) & —Fp
T o B IR . B R E Y
HIF- 1o i#E A 40 IAZ 45 45 HIF-1B8, SR J5 X R 2 5 1)
5 B & mq 1 It £ (hypoxia - responsive elements,
HRE)Z54 0GB L S i AR I F 5 v
Zhang %5 "IN 79 (51 25 1 96 AR E A 1 SRS
B % B, HIF-1o A1 LDHB A9 2% 15 5 5 3 15 MG
TR 20 K B AT 5 00 % B, e 28 1) 20 i e
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4 b, 3 3K HIF-1o 5 LDHB 2635 i, &%
HIF-1a 5 LDHB 35N 9617 SR, 76 51 i 98 40
b, i #3A HIF- 1o J5 LDHB B9 2350 F 4, SR
HIF-1a F1 LDHB Y3 IA 5 FARDC™ . X SeF 5745
], HIF-1o %) LDHB EAT WU P #AEH
2.2.2 #FRAFSTAT3 A LDHB Rk (554
SN S5 300 [ - 3 (signal transducer and activator
of transcription 3, STAT3 ) /& —F &l Jifd i i 5% K+,
AR A L AME S T E A A% . STAT3 78 4i it i
o DLTE I PR I AT, 2 R 2R T SE i IR b
JE W BNG o 1E AL STAT3 JE il — AR S5 #y , I 18
Wk iE AR, SRR ST A A it
TSR S0 R PR B S Zha 25 20V B0 N 271 R 0
2L PC3, JFJ 41 Bel-7402 . HepG2, /N 24 it fils
i 2 Jf A549, iR B 6 4 B PANC-1 70 2L B 9 240
MDA-MB-468 45 4l Jifd 11 1 5L 2h 47 25 0 85 25 #0 2R
F1 (mammalian target of rapamycin, mTOR) 7] L)
1% STAT3, i 1k 1Y) STAT3 #F — 5 0% LDHB %% 5%
98 LDHB 3k , 58 950B5 1 A , DA T £ 2 mTOR 4
SR bR A
2.2.3 # %k B F KLF14 4 # LDHB & &
Kriippel-like #% 5% [A ¥ 14 (Kriippel-like transcription
factor 14, KLF14) 2& Kriippel-like LY +
(Kriippel-like transcription factor, KLF) ZZJ% 1%, 51
ME— AN N IR, JH N g 3 A — B S il
W, Cul & A — A BEORSFRY DNA 25536, H.C
U A XA 3L C2H2 BEFR AR, BE e 5
PRI FIZE 5 HERE DA S )5 IXBAY GC & .CACCC
RO TT R SRR T R R SR . W
G IY SN | 25 B 9 AN P Y KLF14 7]
ik LDHB Ji3 81 1 , Jf % 3 F 9% LDHB &35, (%
AR I3 figp i a2 T 4000 4 45 P s ) 0 e
2.3 #FJ5A4 LDHB & ik

e 7 J A4S R A TR B 53 5 7E mRNA AT
PSR T . e SR 5 AR AL RNA (7]
R T 4% mRNA A9 57 B A1 37 i B | microRNA
(miRNA) P55 . miRNA 22— 19~22 T
1 2 B R gm /N RNA 43 F, 2 5 2R AW 2E it
B AT e TN . e
B A mRNA DIE 1 5L 3Rk fE 8k
JIR 4 L g 24 R R BR R L S DR g 2 46 I gg ) 4t e

#B % B miR-375 Al LDHB #&3k /K -5 6k 56 , I3
i} P fi% LDHB mRNA, F% it LDHB mRNA 1 Fi
MR I LDHB 25 (4 ik o X Se i 58 iR 2 0
miR-375 A L) #1 [7] LDHB B mRNA, M\ 17 £t 98 45
LDHB & ik,

2.4  HAduh A LDHB &k

K 5% 9E 4 5 RNA (long non-coding RNAs,
IncRNAs ) & K B # 1 200 4~ 1 12 A9 JF 26 1 Zm 65
RNA 4>, 7] 5 DNA .RNA 1% 1 45 &, 781
K AT B R A4 . La Montagna 5§ 7 £ E
JIN 48 B G 40 B TP & 3 LneRNA KIMATI1 7] 55
LDHB % H 454, #9558 LDHB & A k2 v, i -
I LDHB ik 7K,

VLR, I BT X B 28 A8 25 02 I B T IR
P, 5 3O PG SR 08 1 2 A A Ak, DT 3 PR 3k
Ko Liu 5255 90 1) = B L g £8. 35 70 110 1)
A = B LR g 8 LA R 169 491 i B Ui S8 1)
LDHB Ji 2l F X #4717 0 5 F5r i, & 30 =B
JifsEE B8 3 LDHB 3 8 F X & T 1s11046147 G > A
H5EAE X R o8 A8 1 5 14 5% T LDHB J3 8l 716 1%
P25 T LDHB 1 %35 . 2R AR IRTE = B M ZL AR
B R 3 A7 AE X = B LR R K A T e
FSCHER
2.5 ®aR#iFES4miAdE LDHB B &

B 1% J5 18 1fi (post-translational modifications,
PTMs) 2 & [l D se a2 07 =, el o e 2R
BT T FLPE SR/ K I A ) 254 A TR ok
SR R I P S5/ R RE o B LB PTMs 75 =X
W ZHE, DL S WA R Ak WAL 12 RAL AT
SRy UL AR R A B, IR B & A R B
PTMs 54, HAE g ik Jre v i d B/ .

Shi % HF5¥ % B LDHB & — 4 LB E A,
2= 2 WAL 5 (sirtuin 5, SIRTS) W] fff LDHB 329 {3/
WM (K329) X O Wtfk . 2 £ WEfk LDHB A i %
PR RN, I AT 45 B i 40 B b o
AT AR 1 5 A RS SEA, , T 185 o 40 . 19 e
[, LDHB K329 2% 2, Wk Ak i 7T D3 3 412 2 9 2
i By I 2 A FH R AT A B, DT T 52 &85 1 W i 400
L 3 A AR A . BEAD, Cheng S5V A5 &
B, Aurora-A 7] L B 4% 5 LDHB A H.AE F 3w R 1k
Ho162 07 222418 . Wi 1k LDHB f#BR 1 P R R 1)
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JIE AR T, S BCH PR R R 30 Ay L TR T A
FrPL i, DR T TR A ORI A AT
Ji R B2 1 — 4% 1 R (nicotinamide adenine dinucleo-
tide, NAD") (1 FFA= (FLIR (17 A= FOBE g v [ R 1Y
AW, N TTTARE SR 1 fio g 200 5 5

3 LDHBFMEREAXEBHXER

3.1 LDHBAZ 3k Feod 5 B 5 1E B

LDHB 7EAN [F] 88 vh A AR, BE T 4 F 3L
IR rp e oy g
3.1.1 LDHB#42&4E A LDHBfEZ F g
fe 23R I HL& 45556 A i g AR K B9/ T A 2L
I RE L FROIR AR L S R 5

Il PR 151 F 5% T, Wang 251 SR FH H 9% 2H AL A
W7 50 X i i 96 25 SR DC L 1) 40 30T 1F 5 21 4
LDHB & 1335, BB 5 48T IE 5 A4 L, g
Ji 9 20 21 3% 3K 0T 5 K OF- 9 LDHB. 2 U O,
Wang % 2 L H 56 191 F (R 53 41 ZURIAR AR 1 5 20 21
&I, SAHSPIE H U H B R 4 21 LDHB
TR W E TR . T340, Luo & FEXT AR 48
BRIEEARAS I8 JR) L SRR AR | R JB IR A A A
HRAR A 5% v K B, 106 i) B it 5 s bn AR o
57151(53. 8% ) ¥ I F LDHB FAM: 35 5 35 198 JE 40
ZUbRA R, 1161 (31. 4%) KW 31 LDHB PHPE 35
55491 RAE AR AR A b, 1361 (23. 6% ) K 51 LDHB
BH P 23K 5 13 9] 1E % e i 4 2 rp 24 R A 1) LDHB
IFRIA . X SR R T, T i s T LDHB 25
P BH P e 35 30 I 2 v TR Rl ZH 4 Rk B R AN OE
HRARZLZY . LDHB PHAE 26 15 A J8 J& 20 200
R A8 A0 s HE AN B B A s R PR AR B
7~ LDHB 2 —FP 80 1, 2 5 AR 548 B 199
e, A, LDHB B350 5 ZLIR IR R A
5, Yustisia Tka 2578 XF 32 {5 FL AR £F 2 i i A1 31
5352 10 P 2L g i R AR AS 1y i 9 v R B, 32 4 £F
Ak B9 v 29 41 (91%) 3235 LDHB, 2R 17 31 5131
P LR 8 H A 20 6] (64. 5%) # 1k LDHB, % 11
LDHB ZEAS [ IR R A 2 (0] ) Fe kA7 A i 25 5

FEAR MK b AR DG 9E & B, UUER LDHB 2%
o AL PR e L S R 2 AR /0N A0 i 98 2 g i
! O R R S =Wy 3 e i P e e SO i i
LDHB 335 AR 3 T B R 8 4 M 1 5 248 iR

ZBIE VR I T g0 e g T, kA, MeCleland
LGRS & I LDHB #F — B 2L A A i 2
(Al kras 37 38 751 5 5 A5 7Y (%) fil Ji 98 40 i vp ol B
5 IF HARSNSZ B0 25 5 % LDHB Sl il 30 46198 41
JRLIE R, AR P9 S RS AR I8 S B IE S T LDHB f bR
AL AN BRI SR AR AR G . iRk sh
F7R T LDHB XS T = [P ZL IR Al kras 38 L
A U fili B g 1) AR K JE A TF 0 o BRIZ 4T, Brisson
SEOSHEXT Z2 B A P 5 Ak & 3, LDHB 38 2o
25 ) A T P S TR A L S A S R A L PN
GV T ON S i i R ok O8]
B 5 O ER LDHB AT 400 1 68 40 A 1w A2 5, 7%
ST AEIET
3.1.2 LDHB#y#p&AER A#NE, LDHB HB 1
Z2 P g v B R T I R SR AR T L (H AR
5 TG I 8% b g AR A5 e g v SO AT 4 A e
oA K AR T, I LDHB 2 15 J52 1 23 48 555, 6 41
TN e 3

Sheng 551z I Hb AR 1 T 41 2= 58 T 20 441
i PR J% e R % b Bz S ISR R A 2 8L, LDHB 387K
V- 2 2H 22 53 G v i R A L A e ) b g
ZH AU R e 38 W AT T A 00 95 IR DR B b Bz e
L, Chen ZE“E X 75 ) BT 98 3 1E & MR8 AR
ZH 2 LDHB 357K V- #1755 i L & 9, LDHB
R AL A BAR TR m A8, H 50T
T B3 G AR M LA R A OC . ZE K
S EWFST I, R U LDHB 2635 1 H4 58 {51 i
AR B
3.2  LDHBAZ 3t Fodp ) I 78 69 2-F AL
3.2.1 LDHB #4254 A 5 F Lkl Rosso 5
AT T 20 0 FL MR g A ) IR 2 28U B, FLR
HA ) LDHB K1k /K -5 b B2 45 552 1 (epithe-
lial cadherin, E-cadherin) ZF A& 7K -2 IEAH G . 7E4H
Ji7KF- 1, F 8 LDHB 235 T 3 808 7 4 E-cad-
herin 78 {4 L Wi 9 40 375 07 0 25 R AIG, S E 08/ o
[ R AE LR 20 L rp , Fu 25 2 058 & PR i 1 S R
JEAE R Z(high—mobility group box 2, HMGB2) i,
5 LDHB ik 7K - &2 1E A 3¢ , HMGB2 3 o [
LDHB 3Rk , 3 smoMH AR sk e 20 O34 5, DT 2
PEFL IR VRS . AN, Li & BT R e /N
it il 98 20 L, LDHB Al A B 2 e E 1 4
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(developmental pluripotency-associated 4, Dppa4) [
FIRIKFZIEAHSC . m Ik LDHB A] i35 %% Dppad X}
e 2411 FRARE T At AN B 9 2 VB, Dppad-LDHB %
TE AR /N 48 Y i 97 200 3 60 T A o R PR AR
M2 54 EE/ N e 7 & Ak Ji€ . LDHB 6
AT LLIE A P AR AMP 3 A28 F1U o (AMP-activated
protein kinase o, AMPKo ) Bl iR £k 7K T BELAG TS
HE MR 29 D] hras 1 000 JiE 9 e =127

TEEPEAN R AR AR b, A A R it
2 (isocitrate dehydrogenases, IDHs) 7= A= [ 8 i}
Yy R-2-F2 3 1% — 2 (R-2-hydroxyglutarate , R-2HG ) ,
PR E B A B M. Qing SFURF SR R B, TE
P 1ML 440 v, R-2HG 3 5 i 17 R I JHE A G 2R
(fat mass and obesity-associated protein, FTO)/IfL./)\
M Y 5 R S A % 1 (phosphofructokinase platelet,
PFKP)/LDHB Rl il LDHB f 235 , Wi i 5 4
BRI, SARDUMIR TGP . T 259 4- = Bk -2-
R R B RS (4-amino-2-t-rifluoromethyl-
phenyl retinate , ATPR ) | J2: 18 3 00 25 2 32 A o (reti-
noic acid receptor o, RARa)/LDHB/4H it 41 I 75
F1 ¥4 B (extracellular regulated protein kinases,
ERK) W B i 15 538 4%~ 98 LDHB 33k , 40 1 b 8%
figp, AUV F ML A 0 G, DT A T L
PERISS . TR)m e e e 20 i v LR S S iR e i 2
1 2 (L-type amino acid transporter 2, LAT2) AJ D18
i LAT2-mTOR-LDHB il j# , # [ # i mTOR Jf I
i LDHB 3k ; 2 %345 LDHB wJ 800 i 1% fif i 1%
I I TR 98 240 Xk 35 PG A ) A Y 7T 24
3.2.2 LDHB #4755 A 5 F Hhl Hong S5
e 3 W58 40 D & B, LDHB 08K W] 75 5 Wl 187
ik 15 5, O 18 FL R A T PN IR R B S G
(pyruvate dehydrogenase kinase, PDK) 3 1% , 3 il
T i iR i &0 ( pyruvate dehydrogenase , PDH) 4411
il P B R AL , 805585 PDH I e, DA 3 AR S AL B iR
il . X 45 Won T, LDHB J08K 2 1 i b
W fifp 1 OCHEAIL Y, OF 78 PR E e rh 2 5 2Rk T
RE BB B ZE 35, ] S AL B AL B . I Ah , Kim
AL ARIE T LDHB R A ASURT LLR 3 A0 2 £
AR 1) A SO I i 0 7 T EL e o 5 B 0
$%8 H-1(claudin-1, Cln-1) 8 H R A 2 2 1T 9
MIERIIRZR .

3.3 LDHB 5 &K & # 5

LDHB A& FA 15 3 i) g 46 i HLG
FRKTPBEBE TG, Luo P58 & B
LDHB 5 /K15 R AR 548 B g /R AEAF R 2
AH G, LDHB PHPE 22 3K 1) J8# A7 16 B 1) B Wl Jed
LDHB B 235 19 e, LDHB 25 0 BHPE 638
R T B R R A RS A G,
Hh, LDHB 55 235X = B ML g7 g o
B PR R R R B AR B B,
LDHB 3 IR B UG 522 . Sun & A5 I
7R T LDHB 95 3k 25 5 30 0 i Stk 40 i i 2
PRS2 e IR S PR W E (TPF) 8l Bl Ak 7
J7 U R 2B 2514 , =5 LDHB 323k 5 TPF 1bJ7
B 22 D B 11 Js e R 4 9 0 2 A ) S A A7
FICH HE A ARG

HH 2, Koh 2550 8F 57 % 31 LDHB FH 1 i S5 1K 20
J 98 £8 35 1Y JC B R A= A7 308 T LDHB B £ 3 .
15 LDHB 2634 F1 13 LDH 7K - 55 fii 5 1R 210 it 9 £
FH UG RIG T 45 B WA G, AN, B RS
B I LDHB/LDHA WAE 5 - (AT i s A
B 5 35 A0 ¢ . LDHB 194K 26 35 1 LDHA 1 3t
F IR 5 RE g A 0 A A R RN A A )R] A
5, LDHB &5 8% i) 517 51 it F 5 1 JE &/ & AT
Bz,

4 LDHB{EAMIEIZE I EWIRE

LDHB ] 1 2k —Ffile R AR Wy bs 250, F 3 X6 i
T HE DS T, X IR AT B B . PO
72 W] LDHB J& ity 8 IR 48 A 98 0 1 PR PO 2 R 1Y)
ol N7 T A 2 0 LA B Sk 003 0 R A0 9 B
TG EY . BRILZ I8, de Haas 55 2138 & 3E
Ldhb .ccnb1 Fllmyc 3 Fh 3 PR ) 22 325 7K - HE 08 T
Pl 25 787 A R JRR S T I A AR D0 e R 28 2 [
235 LDHB F1JE W5 14 B1 (cyclin B1,CCNB1) & 1
B E WU AR 22, MR & A MY C 8 H By 85 U5
K4 5 22 12 508 ) i 78 LDHB/CCNB1 I MYC 35
SR ST R 25 A0 IR ) TS AR AR

5 REgEERE

iR 2 — Mol A ) RE S A QI SR TR B o A
2 P S R A 2 BORRAE , O 2 AR 4 T
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(9 A A PR B8 DA B Kt A2 ) 6 G A2 BT o 1) (]
Al T PR B 0 A T AR R R . R AR
T g R A 2 IR B o A 2 n LA B g T A
SRR I R 1IN A A SO I R MR Y A
B RN {2 28 ke 25 DCHEAE T, 55 b e A6 Rk e 4%
Y

LDHB J& A FUR I i i OC sl , MU S 5 T £
Tl iRa 4 e A R it HL AT LAAE A A= s i 0
Tk i ges £ A2 W TS BT, B AR LDHB A
LDHA #8155 [ i Jg 47 ¢, {H )& 5 LDHA M| [E, LD-
HB 5 MR i 5C REE 419 2 . LDHA 1614 i
20 i v K 3 B HE ARLARL 5 14 6 3R UK, SR A H i
A 5 LDHB B9 Sk & , LDHB 1E A [F) i Hh i 35
RAKEARE S5 T 2R BIE 55 T8 1
BT R ED A . fEFLIE il R
T AL S PR 25 g b LDHBAE N —Fh SO R 7, &
PG Vs M R A 0 VE R A1 T g 34 5 AR 2 RN
B s (HA B Y 2 LDHB M AE RGN AR R eIk
% B s A5 R v A S TR S 1 00 ) PR A AT
FEEH L =5 LDHB 23K 1M 23 AT g 20 Jf 34 7E AR
206 1. AR S K B LDHB J& — M Hi AL
FEH, FEFE A - ST B AL LDHB
xR AV T8 A A 2 i 3, 000 o) P98 4 B 1 4
AT SE RN EA SCHRIGE 2 A2, &KW T LDHB
T 9 v A A T T A 0 o) BT, 00 S 0
WU, S5 2 52 00 A o5 2R A T 12 At 3 I A G 3R 1
SR RS R T LDHB 7EME T A 38 s b
() ELAAE FIBL

Zi LTIk, LDHB 5 4% % e (1 56 R A0 2 &2
F, PR A 5 B2 5 22 (1) BF 5 oF 1) B LDHB 76 [R) i
Je TP IV FH A B i) e g R 3 400 1) 43T ML
A e T e 2 W RA T 25 e BR SEA
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