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Abstract

Microcystin is a kind of monocyclic heptapeptide toxin produced mainly by microcystis. In

recent years, studies have shown that microcystin has embryotoxicity and reproductive toxicity, which can lead to

embryo death, deformity or retardation, affecting the level of reproductive hormones and having negative effects

on the reproductive system. In addition, microcystin also jeopardise the nervous system and immune system by the

mechanisms of inducing apoptosis, oxidative stress and mitochondrial dysfunctions. This paper summarizes the

latest research progress mentioned above and looks forward to the future research direction.
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[E) 3 A2 HE N /N AR A ' P I-MCLR, 70% A _E 53 A 7
TR RIS D, (EEE SR, S i e i i R e L e s A
B HH R AN LR IR BB AR R, AR SRS
R R I T R R B N R N 2 IPC124
fadk. B R IE THEK 293 K /N 5B REAE 14120 1 #L
|24 R I I 22 I A ) A R R Ak 1 4 = W SR LA
R RERNS. A ELGANA T IHE
SR T B i 15 2R BRI P ORI FURR . BT AL
ES W BRI FE, 3 — R T Rt — 2
[ 727 ]

1 WEESZNFSSHHHER
1.1 REESESHATRAERKEFE

/I B TS T AR TR B AMICLR, BE2K 6 s v
200 pg/kg MCLRALOOXK J&, FHE A L7 Hh fig o AL
7 I 2 R, TR T R B- A AT T AR R 4y
WA AN, AR TR SORE, T80T ARR AR
R FEAER,

TE &P G o AR A, L B ) B2 3 2
Eiom, AR P IR EER 2 . K
[i] B30 2 AR IR FRIX I A A B N 23 WME 5 T B B
Z R T, RIS R T EIE M
ReS /KA N b L. Br T IERERES A, 78
BT I 1 5 7% TMCLR/MCRR 5, IS0 82 21 J& T 04 75 fig
D BRI o S840 1) 25 B LA A IS A2 52 21 T4
1.2 WEESRTIATIRRHINGE

Y11 B 5 2 P450s(CYPs)E 3l 4 P9 Y5 14 40 Joit AT 3A
BE 5 L ) A ) A AR A AR A, S R
FEMCLR#E #&, M8 5 92, 4. 8 pg/kg-d MCLR 7
K, /N B F I CYPIATMICYP3ATLIE 1 B K,
CYP2E1E MR LA,

MCLR % #& 5TCYP1A1AICYP3A 1135 H [ 01 1
R, X LG AT BEA 2 5 /N B IE T MCLR 1A,
CYP2E1VH I3 N BHCYP2E1 2 5 T MCLR AR
i

CYP2E12CYP#E 5 Jik 1 O 8 B 01, 72 A G
T KAED R R E B . A, Bk R
o TR N N ETE LY, AFEEAN S T H
A, S BRAEE RS, T3 EDNAT
PiFnEE™ . MCLRE. ZEHEm T /NRIFIECYP2EL ()
mRNAJK . A& EAENE, o828 0/ BT
JIE A3 14 45 % (reactive oxygen species, ROS) A %,

U WE B4 o
1.3 WEES RIS MERR K

R R AT B 5 — S, RO
FEI 5 IR K A G &R, B T BT 58 R LA o
P38 TG 1 DA R 55 N TR e (R AH Sk 2 b,
FORIN, X AT (A E N WSO & i R s & R
AT TR = AR AR08, UE A LRI R A 15 3
Ji IR T s I Y

T BrdUS N 525, & BL1~10 nmol/LifK & 5
P BIMCLR % 5 il 30U U5 14 Vero-E64H il 5 1 14 4H .
T8 0 22 2R T O ) B 38 INKFIERK1/2
TEPER AT I, B K B FIMCLRAS 5 M p38 7
JINK MAPKGE %, {HEEERK /238 %, 1 BIMCLRYE
B R 7K P AR A i e eg A B £ T

2 WEESZENERLZESMN

WEFC R I, TR AT RE BN BB RS T,
HEE R B MG AR TE R, AT AE SR OF b oA IR A%
RN, SEURRIET. MLk §iR%. ik
KB )40 2 AN AT, 520 2 %A B B AR K
RE . TR, BETIRN, DB H g
BERNAFSEMAG KB .
2.1 PP2AHGISH LR ATREE R & T MR A
BB ZRAR IR

JacquetSEMAIE FU R I, 55 T T BE T R I I RE
YEF— %%, FESF100 pug/L MCLR & (1) BE T £ 540 i
B BOVR G, 7203 K & B B El2E i AL S 2R I R
FOFFE40 « JH HH MLATIRAE . A0 s O B 5 2
()55 AN TE I

b T EA S BRSO, TRt 23] 7 E
T R D e GG 4E KR IR 5 0 MR B2, DU
W S PR A A7 e 26 B, ad o b IR O e A e
Wi EAL 2 7T, T R A AR = A, fEM i
JH- 200 B A g A AE K B O R A7 o ELLE VR I S 1)
SIMCLRJ&, JH T () 08 B fifs 47 9 8RBT, ol 3 9
B 3% o 18 T #1012 1% R 2 A (protein phosphatase
2A, PP2A)PIE P, T3] FEF I PR 0 545 o 1) 3
PRI B B IR AL B 1 v M, 5 BURROK A A AR
LIRS 7= N

Zhao%FEM I, [ HOK RS I VR 5 10 png/kg-d
MCLR 4Jf 5, MCLRW] PAFE B A K BRI JUE A AR
SR, HH I ] £ ] it 38 DN ot S Ak . A
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[ 20 B 1) 38 R A 5 i ZR R ok, LAk
RINTE . MRMAED P22 W %
T LT FON 20 T A U IR 1) T S R R T
PP2AMITEE, MPP2ATE4ERFAH M i e 58 5 . OR4FAE
MRS 5 A EEAEH, U2 40iE 2 E A
(T BE#52 PP2A R W AR AL F T 5

TR R R ARG R E o B R 2 AL
PR RARTHRE AL . MRS R RE G, B
AN SR IE HHROS I 25 38 n, 45 Bt H Bk (glutathione,
GSH)Z# T F%. GSHAE M4 A 2 Pt L7 LA
Ko AR AEEE F B, TN N A R s>
SIE A AP R A IIRE . UPiAL RS
CAToVE M ERR R R 15 T AL ROSIHY, #t
T BT AR P E A RIECIR A, 18 BRDNA R 45, 2R E
PRI 5 ThREITRIR, B2 3B IE R 157
2.2 HHBEATIEME AR DR A B

Liu&F 5T 1 Ve SOV G A B 3422 o ol 3 9 5
FE MU E IR, K100 ng/LIIMCLR % F&
N, 30% IR R AR H BT 1 S AR AL, B O
TR RO R Bt 55 . SarafZEUOVK L,
2 B i B IR IS 51 R VR K AR RS,
H LT AR OGP O RS LB RIS, HLEL
S A R B N R B B 1 K B R T O,
Ao R R T IR AR 2250 png/Ligh /] S8 A Ik
JAE I PRGE LT (247N ) o

R R T S EOE S fa IR WROS & & 7t
Y A N BOIRZS, T IVE & ki, 78 L kA
I E & Z AR IR, TR O UR R 5 %2
Bk B s B K B VAR B P 2R B el 2R BE
A — [ (malondialdehyde, MDA) % i & fig Jif i 4
KRR A SBOR e FE AR, &2 H HEEER T
JE 5P AN L A i 0 R S 7 A . AR AR L
MCLR% 5% )=, #14 K MDA &= EFt, X 7] g
e OB S 2,

T FE R R W FROSER, it — 5 &
7By A 1R G 0 E 9 T2, pS3-Bax-Bel2ii B
caspase K U JH T IR G MBEHF R B FW T
=B AN, — R, pS3i i bR eI TR A
1) 27t SRR IR T2 PR (B S Bel-2 5K R 1 2 R
sk S AN TS, Bel-240H R T; Bax LA
T AEH . e g T g 72, Bax/Bel-2
Mtbpl e CHE, BRETHMEESRZ )G, oM

ARG H I pS 3 11 % 3 /K P AN R 1 i 308 1 5 3 A,
Bax ) i FIBcl-2ff1 T, B 23T . Zeng&5?
FE D 8 4 A B Co I A A 1 2088 vy bG48 T 4
AR, AT DAHEN, & B0 T 2 i e R 25 2 1) 2 A
b, MEEHRIFEF IO ARE T SFEOET
B, I 2, s 7 S RS .
2.3 FRBRHEHERRIERETIERAS RS

FROIR IR B 25, B 3 FOIR IR 3% (tetraiodothyronine,
T4)F1 = fifl 7 iR )5 Z IR (triiodothyronine, T3), 521 iR
MM IEE A KMEE . FRIRE R B RERRT
B R AN ST R, I LI 1) 42 b e o 1 4% A
WERMAEKEFREZEEWG LK E, WLA M &
FR B FREAE KA 7o MG HA R FOIR iR i
VTSR A R Ak, B R T TR AR SR AR AT BT
5 0 A2 3 O 2 O, W SR AT ey TR AR RRCRN
O I P 3 T

Cheng&F P I, TEK AR FR 2610 T, THFE B
FAT R IR A 0 R A AR, MR RS
PLEL AR B FR AR P 23 0k R e, 103X Fob B8 AR T
DL 25 AR 15 25 B IF L AK. BUFE B 1 . (FO) 2 i
F1. 5. 25 pg/L MCLRIFJIES N45K )5, MEMEBE D
T4 T B, T3/KF AL, T HETE B TARIT3 K %
BN FPAEMFLIFAT, FUARBREE K TR, £
WEE A N AR BB 4E

ol B v B FE I U R e - A R IR b
L N R R T FR BRI 16 7 i, 4k i+
PRI AEK R E .« Yan 5D 528 J5 (1 BT 1 A ik
fifi%# 1500 ng/LIIMCLR G, K ILBE L A4 K 52 3
], A4 T2 PEAIS, HRBREICER A& Bz 21+
P, [RI T o — A — FFER i 2l A G 5 IR ) R AA A5
AR A T BEDA, G EIRE S E B 1
PEHUIR AR . AL AT HHODR R ER 2 (1 R 22 (Rl Rk
KB 2 2

3 WMERSENEESMN
CUAT SIS UE Y, A B 3R] LALE S5 R AR
P AR RO AR T R G A i R . SR Ah, T
9 5 4 304 W AE S O R OK B AT AE 1T A% 0 3 5 AR,
(SYNEDE 3085 il v SRS ) M lIEE S/ € 4
B R AR B T R AL
3.1 WERSRSBEAZREETFERRER
Lis5 2 T, e A DK S 18 A U 7 2 i ol 8 35
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B, IAR1S pg/kg/d MCLR 28K J, 52 AL IA] Jii 41 i«
52 AL SRR A RN RS T I B e D, SE AL I
i, HIAHRS 2 (B 2B BRI OR, h 4BRS B s i3RIt
HAWMEMG. Ik, IR RBIR T 2 W SCH
Y1 1 S B R T s B R, SR
FIR) 24 L 2% L B0 T 5 A AR Ak, Bk AL A JBR X R
IR T 5k, LRRRIES. B aE
PRI % H LA . 5 R, A AR i
ARSI 5, A I H RS E 3, T A
A il v B BRI . X e g TSR, S L A B
FR G2 T 0] ol B PR B 2R T R R AR B

bR T WAL, A TR I, 16 pg/L MCLR
T 77 0] 0 2 BN LR HUA o R O R SRR T, S
PERE T 10 23 LR B#29; 100 nmol/L MCLR % & i
S ERIE IR T 40 M B D, TR PR PR, R
ST IR
3.2 WEESZRSHBUNEZMKINFEKRER

T B 2R T AR B A &, BORA ORI
G — ARk el R () e S, AR AR B 9 0 W R G
1 T MEPE 8 S B AN R RE P, I8 W] 3 B
CRE T Y S A R ) a e = AN N S

% 7% 7530 pg/L MCLRH B 42 M ol 28 117 0HE 2 BE
o I T AR BN S D R O S
A2, KIKWFSHB. LHPAIBNHER. FSHR. LHRI®#%
S B, X PRTE T b BT R AR b ) R
YT, e IR R A S I AMEN LI,

TR 2 0] LTI ON T AR B, ARSI SR B,
SR AN i 25 R IAMCLR, BCH ZED I AR . Rl 3
FEEEZR TR TBURL A M ) S8 Ak BBCIRAS S BT ORI
() PATB, A i 2 ) sk
3.3 WEESRIIEZEMSE _EKTELL

52 i EH 52 AU TR) R 4E A RS W, 2 B AR T
W3 PR B A AR R A, T (36K 1 1R R AR A
AR ERE . HHR1S pg/kg-d MCLR 28K J&, Mk
K BRI S2 J 7K B, S 3T R TR B 1.
WangZEPI7E & PR EE HR R I, MCLRASRE3E N\ 22 54
[F1) J2 400 P, %o 52 kT Jofa 40 PR30 A 4 P 3 1, WF 9
7N, MCLREEAEH T T F i i 7 W4 e, 48T B i
5 = o =5 L ) A0 B T, R IR - A R
511 AL AN MR - G

CYP19A1. CYP17A1. HSD3B2 #1HSD17B3
XA MESH Y R () S2 B & i 22 G EL 2. CYPLIAL

HE AL T LR R ] 2 P 2 A, 3K IS T A 1)
55— CYPITAUE AL 22 I B 7= A2 17a-32 22 B, I
BE J5 B A0 N it S £ 1T (DHEA); HSD3B2 171 50K
DHEA % $ 9 Y I 16 #f 4 — , TiTHSD17B3 & B AE
SR A, B AT DA Ak e S A L SR Y
AT IRT 78 % I, 30 png/L MCLRE: & 45 F, MEtk:
B & #CYP11Al. CYP17AIFIHSD3B2HImRNA#
15 KPR, MHSD17B3mRNAR L K P14 K 2
J& 3 IR, NIRRT T S FR (1 4= 5B

fICIR B IIMCLR % 2 AN AV f 25 PEAIC 1 52 K
FE, JEHEN T OME AR B, 5T AR S AR
WS, FECT N ERELD. CYPI9ATR Y2
TR e AL N ME B, E N I R G i A
. HouS5PR I, IR & IMCLR AT DA S50k 14
WE PR BE D £ 4k Y CYP19A T mRNA K ik K & i,
ST SEEAME B AS T .

4 MEESENRESM

RO TR I, TR R ] AR KA AR A2 Bh )
IR AR 2R, 6 i S Ah R el = A B B,
PR [F) 2 B s B 06, (645 25 (a]. 2], 12 Re
JIHBLRERG . Ak, AR E A AR
RO BhAT i AR S T B, 3B W 4R s
TSR RN E R AL,
4.1 REESZRBIBNASFHEZHRNK

AT 3 A\ A DK 43 W ot AS e d i I ik R
B gk N PR P 22 R4, (E T VT R A AERR IR
iz HLl, sed s A ML B 1 £ Ik (organic anion
transporting polypeptide, OATP)E A H iX 1 2 & 5,
X I A B A5 45k B 8 5 2 2 440 1T o e R Ay T
e, HETT S R T ERY . OATP & —MEEIZE A,
TTOATPHL 2 (1) H 23 Bl 4 B 1) 400 it R R WA B 2 (1) 1l
TEBR, AR T Y

R 4 52 TR o 4 i 22 7X OATP, 10 000 nmol/L
MCLFHIMCLW AL #24 /N 5, MTTZ: 6 3 21 4 ffg
AR T R, IR LR E AL LB E B AR
2% R AL B AR, AH 240, DhRgak R,
42 WEESFRWIIHELMEEHIMAMEE

T T 75 3R AE 4 LK P b B 5 1 R B 4 i
I AU A R I T R Rk O AT R T M,
X LEER R A A SRR IS5 R . TS ARG A
MiE 28 msr, iz 5 ZManthae. 8 e &
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I SO A DG B LK, Taudk (A2 & B s e
MIRE M. 1EH N Tauss B 401 2h 68 2 5 s
HASARELREGERME, 5TERRKMES S,
FREE RN, FMMERO S THME, JIF15S
T LR o AN SIS Z 00 28 P4 43 WAPC 1241 i 5 1)
W F W, MCLR4: 5 i Tausk (4 (13 FE i FR AL, X
AJfEJ2 T PP2ASZ 2410 F1 Bt f5 FIMAPKAE 5
FEIBOE F BN . Ding ZBE K R AR/ I F50RE
26 I 5T B B, MCLR 2 7 % S Tausk (1 14 /&
il B8 K. RN Caspase (i i (1 2 LY 12 o BT 7R 2R BRE (&
SRR RE ) BB I I Tau R (B 2 5 1 FE B ER AL,
53 FTauts [ 0] 5 5~9 MR KL, IR IEH YD)
fie, DR, T T R AT REXT BT R 28 i BRI I R B
TETERZIH
43 WMEESZEMACaNESFTAT

5 1 4 22 9% FR i (calcineurin, CaN){5 5 £ &
P22 T0AE 5 1 I 2 Hp i ) 8 B BT, Cai BN
SEIGHE T MCLR it & 10 20 i P 97 25 45 94 B ([ Ca*'])
WG A TOAE TR, S0 25 Rk, A5 H R
RG22 76, MCLRIE I M2 B A il A7 R i Ca? Tl
W22 e B [Ca® 1RR 3, I HIX Fh[Ca® 1) 34 vl
AE A= MCLR S T [0 28 B3 MEAL I A OC B v e TR 3R
Li £ F 88 3 B 4H 22 0 A, ROIEA R BRI 10 pg/
kg/d MCLR 50K &, K2 0+, CaNBis,
S 17 B0E TZH S 7Y ¢3(NFATe3). CaN{E 5 HiG1k
AR T Bel-2 5 ik R Bad (1) 25 T R 1b 5 S04t i
AT, SIEA— 20 FCaNMHI 7 FK 50640 B 4 £ T
A DLRH B EHMCLR 3 251 14 25 il 18 A0 40 1 1, %R e
44 WEESRNIWEZRERRS

TEHRR ML R, T fi i 34 f B L1 U7 U2
PR A AE IS . PRE I8 T I A BT AR T80 5
(17 9 il i WS 52 A 25 A, 7 A Rl 2 A A R AT BB A
T HLAT, 5 B A J5 1 28 A M T Ry R, AT 5
AT EAEIBThRE . AP TC G S AR T 15 1 48 34 S5 A
IR P A | e i R 2 T ) S

MEHE RS FEEHFIERENEE. Wu
SV B, BED fa 5§ T 5F125 ng/L MCLR 60K 5
G, Z O, ZEEMAMERSMESIBRNSE TR
B, . ToEREAR I A (AChE)i P i35 PRIk, Yan®51 U7
BT T 0 iE G B 7 T0. 0.3, 3130 pg/LIMCLR
90K J&i, 1 Fl szt g BPCRAGIN T & Rg-& 3 T

TR(GABA)M A Z IR A 12 FImRNAR L K, K
M3, 30 pg/LALy-2 5 T BRARY 52 1 (gabral). &
2R W2 B (gad1b). 75 2 9t J1 B (glsa) FImRNA
K E N, GABARSIZ 8 H (gat ) mRNA K IE /b

5 MERSZENRESM

. NISRURSMERIRE R B, MRS R
BAERERMEER, KIARE THRESRSTE
WA P 6928 S5 87, 38 17 P e 488 /6 8 9 i 7E PN 1) 4%
Tl 9 (1) AR 2, ol B v 2 2R T LLIE I 22 P L )
A G G, Wbk T P T R D RS B I
T H AR5 A B ONK A AR 2 1 7 IR, 41
FLPE 7 TR S I S R GRS
TAE R, BN B /N RN B BB s ), 3 B0 iR
o, [EIS IR0 /)N R B TR0 I 4 P
5.1 FEBE S IRIER RN R Rk R

25 K BIESMCLR 10 pg/kg/d 50K &, KM
Uk S35 S A, IR . RSEE BTk, MAMA 2R
B PEEAE, O AR R O R, Ik B 4 R A ek
BRM R, TR ™ E R, LB ENA R
REL,

SXof TR P 9 HL R 6 788 5 DRI 3R 08 )R A0 DA i3y
T 3% S HUIAT BT LRI, TR R 1 S P R
X H R R L R A W E I VS
5% T0.3. 1. 3. 10M130 pg/L MCLR 30K )5, &
DIEAR B BRI ST, SOREWO, (HL b 5 5 e Tk P 1 3
I Ak 9 G e ] . AEARIREEZH.(0.3 1TRI3 pg/L)
o, BRI RIS T TR S RE AR Ak, AL B4 A
L T RN WA B O 2 38 . IfLiE C37KF 1
BETE, RS RGEIEAH R (c3b. lyz. il-155)
RIRR R Rk . 5 A, i BEZH (10130 pg/L) Y
MCLR 5 /15 A 9k E 200 Pt D 5 s 200 P (0B Ak s e
FHOCIEDR R, A I C37K T () 42 3 PR
5.2 ‘ARREF oA R ApRIEE R E

/0N BR A B ) 5 5 T 1 3 L 15 R 0] 3 BIDNATR
A3, 00 A P 1) 184 R 3 L R T FR ARAk, SEK
B BEYH M R /N R 40 R R R 2
BFEW, VES37.5 ng/kg MCLR 304> # J5 DNA W 24
VIS RTE S I

LankoffZ50& B, N RIS () 41 J 1 bk E 400 g 2
7 TMCLRJG, FJE-2(IL-2)F1 4 %-6(IL-6) [ 7~
A2 2 B FE MR, TAIBIE ELAH M (1 3G 55 98 /D . Chen%5P!
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Liver & kidney damage
(morphological and functional change)

Embryonic toxicity
(deformity and death, growth delay)

Neurotoxicity
(neurocyte cytoskeleton destruction, cell apoptosis)

Reproductive toxicity
(spermatogenesis & oogenesis disorder,
reduction of hatching rate)

Immune injury
(immune cell proliferation & cytokine secretion disorder)

Bl REESZRZSERENSMHIER

Fig.1 Microcystin toxicity on multiple target organs

fiff 78 7 MCLRXF N 28 Jit i ik A Bz 40 B (HUVECs) A
C57BL/6/N ERI5E R, 2 LI PR AE IR -0 TNF-a1)
M/ #-1(IL-1) A 3R-6(IL-6), FE5IZ A 3 -8(IL-8)
TE P B2 20 AR LI AR I R R R

Palikova®5P R 3, MREFF K& A MERTR
28K 5, KR40 vH£(RBC)  £1 40 Mo kb %5
(HCT). ~“FI2 4o £ & [ &MCH).  ZL40 P
PR (MC V) FTZL 41~ 457 1 21 2% 1 K (MCHC)
KA MUY, B R IE I HIIEN AR RO L R -
B BT KSR e 4 g 4

ot 2 5 75 2 ] DA Hh PR 2 i A
JH o F AR 200 B R A P A [ A M R 1) K
Az vk # LR, A 1 R PR L AT DURE FIRO'S
FAE A 2 B A RN 3 o %) B SRR, {H [R] A
23 A 55 . KujbidaZs B fF 78 2% B, MCLR
HI[Asp®]-MCLRAZ #F 1 A W& v 4 R 28 Jfd 1) 3 4% i
ROSHIFE i S Ho A 568 J7. ChenZEBULL1. 104 100
F11 000 nmol/LFIMCLR 5% & /)~ i, B 41 g 24 /N i),
MEF] TNOKY ™ A i 3 A — A& A BF(INOS)
FIMRNAZRIE K1 R

6 ZHEFRE

ok 28 35 B 2K o 400 1) 4 L P9 R 1 R PR B PP/
PP2A, 540 N A AL RS Y 5 X SRS — R 51
o7 AR SR 2R A B R R . BT RO
WY (0 B2 AR SR A B 0, BB R 0L
HAEB A ARG & & B0k, RBLT R s
RPN . R 2 A AE S P E M R A AR

K, WL TR KT, KR TE R GU A R .
AR R BN MER TR LS RE, &
BURRG R B Bk, AR R EIRE . IR
JRRASET . BLAh, AR BER RIE AR RS Rk
RGP AR . inEN IR, A MSEERER
BUEEALE] FRABE TE, W DATRLIE 254 3 22 8T ) 4%
BRI E R GE F ORI

T 75 2O 2 AL 9 ' A VR 2 e A
FEREK. WEREBRSR PR, FEHE. e
20 R 4 SR, O HL SRR DN A 475 AR i
P, U A B R BN AN R R 2 B S A A A
AR R A AL, £E A [FIEL S B T PP2 A2 S 2
£ NHIPS: 36 TP

R 2R A B AR F G T AR S, H AT
TERT AW i (A A GE D R e S e
HRAERNEMFEACH Z 5, BUEshP 55645 R4k
RN AR KRE, Bk, N A Frt—2
P

BN B E G RMEEENT RN #H £ E,
(NSRRGSR I RS SN T € F % ST 4
SRR E B A RER. KT
VAR R B A5 5 B e S e 5 22 U5 T R
(AE, U B Gl B 7 K A e R BRI LA 2 2,
WkERZ I, A et — Dt riian, B
R Leph ZRAT RO K AL R RO R

e R R TN S RS AE AR, HE
XS T RE M BARRZ W H AT A . AT Rt
IS FH Bl AR SIS T Ay o 8 35 25 3 R S BE A 1Y)
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