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Abstract; Polybrominated diphenyl ethers (PBDEs) are one group of persistent organic pollutants (POPs) with the
nature of high lipophilicity, difficult degradation, easy bioaccumulation and high biotoxicity, which have been wide-
ly used as an additive flame retardant all over the world. Recently, the various environmental matrices and organ-
isms (animals and plants, and the human body) have been frequently exposed to PBDEs, and bring the huge poten-
tial risks for ecological environment and human health. Additionally, the serious toxicity of several organs is ob-
served after exposure to PBDEs, and the liver is one of the main toxic target organs which responsible for the me-
tabolism of PBDEs. Accumulated information demonstrated that PBDEs are easily accumulated in the liver, and can

be degraded to other brominated derivatives through debrominated reductive or oxidative metabolism, and the bio-
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transformation process is mediated by CYP enzymes. In this study, the pollution exposure, metabolic transforma-

tion, toxic effect and mechanism of PBDEs in the liver were reviewed, which is aimed to provide a scientific basis

for further exploration of hepatotoxicity about PBDE:s.

Keywords: polybrominated diphenyl ethers; liver toxicity; metabolism; research progress

Z IR B KT (polybrominated diphenyl ethers, PB-
DEs) & — K &R0y FIERA A, 36 209 FlR 29,
5 V99R(BDE-47) , TR (BDE-99) . /N IR (BDE-153)  /\
% (BDE-183) il -~ V6 Bk 2 i (BDE-209) %", PB-
DEs 5 Z &R (PCB) 45 H25), Bilig LT REA 209
Tl 229, 0 H ATZERREE o LRI 5] 40 A5FPE) ) 75
B a2 254U DL R SR L S 45U, PB-
DEs # A Ay BELEA SR A v DB & 77 i ) 22 42
SR AEA ™ i T 58 5 e v, PBDEs ok 5 44
REYIMIELE A o) W= R = IR R
s, T B 72 75 g, Al 2 R K 18
DRy =AY B PBDEs it T 1979 4R
e[ — FBHMRFN A=) BT () - G ™ 20
22 80 4EAX, A 85 b PBDEs (175 Y& i) 0 % #fr 5|
PGB R A 2L i B OGTE . 1998 4, Norén Fil
Meironyte® 76 Xt Fiy $ £ L 4G ) % B, PBDEs % i
1 1972—1997 4F M (Rl A5 EE K, R0 fin &= K A9 1
i 401 5 [ TH 4 1L 1) ¥ 54 g D7 2H 2 vh PBDEs ¥k J¥ 401
FEA WG INT B J5 0 W I 5 B, SRR PB-
DEs )2 @8 /K -5 45 Tt i, 76 45 T AR Wy 4 o8 1 ik 32
WAEE ETF e FL sy a2k S AL
TG T4 2R & B T PBDEs 5% B4 IR AT
5% k3L, PBDEs 2 i1 AE W) & AR R BEMEVE T, fg
TERSE R ALFE R BE B 1T A8, 51 & 10 1 358 fik
JFRIAIEAZ /N S AT R T 20N a0 2K 6L, T
BWMFEAKT B ar=hmakE st —Lsh
FEFM, PR S Bl PBDEs 1 B4 S BT I0AT
HRH REREAE S S AR e L,
Tolk S ACBHA T PBDESs AT V2 M i, ANV i T
BTy, i HAERG A= s oK A=A 8 2 AR
1AL R B 45 s A St s ok B KA

FESI YK N, PBDEs ) 5% & S 58 B, RALT i
WA SLEMEF N, S S FAE RS 83U
JUBETE A SRR SR LA R 2 AR
WIS 2S B, NMUKFH PBDEs Z54MEA F547 E W)
TR A T B, R R L B B M e 1
AR AR AE H WEE /D B 8 B bk 4h 24
Jei B4 21 BDE-47 AW B fie i, FEUR 2 AT il

B AN I W, B XS %% #% BDE-209 &, AT E
BDE-209 J H = BARH Y10 & s ™, kA 5
W5 AR 22 (o [ER] L  dr 3 B Ae B) b IX 114 £ Bk
FERE UL RS I H1 IF U P PBDES YR ¥ e, —
JiTfi 5 PBDEs 2R A &, 5 7 T I rb ik 5 1 AR
B, T3 — 7 T 5 EAE A 0 i 2 T BB A CP
g AE S FERFE R PBDEs I B A5 R
KA RIR R AR I B, 7 A v B M A AR A Bl
A=t v ) AR 2 X I 7 A R T
HFEVEVE] . Ffi%5 PBDEs 7= 1 A FH & A4 3% 7 1
T, NATTXF I3 7= i VS 4 11 B b 22 i Ik A i it
() i SR JAUS: g R AR Y i, SR AT, H AT ¢ T PB-
DEs (# Pk FEAE P EM L&k T EM ATt
BEME o BRI BURE RN ST A G SR B R
VR LRI R B B = S, AR ST
CA MR PBDEs 19 JHIERE A58 T LIMEA | a5
M\ PBDEs X 78 i JJF i ()3T 5% % Ak B AR LA, D
K05 A 3 AT AT R QI A
AR T M 2 PR AL ) 2 7 il kA T 25k, B e R
{i PBDEs X A& FIH At A= #7110 ft B Jal By, 42
WA R B R it A RS

1 PBDEs f& 47 ( Introduction of PBDEs)

PBDEs J&— KBS FEME Y, — Kk +
TA 10 DMEET AT E R AR LS IR A A
M= A 209 ASATRERY [ R 4, Hoor 200k C12H(0 ~
9)Br(10 ~ O, 4> F&5aniE 1 frax, TobA: =,
PBDE:s i % Il BDE-47 . BDE-99 BDE-153 .BDE-183
Fl BDE-209 %5 A [m] 1) 1R A6 2 B B % fin 21 i 5~ | 25
21 ¥ERE A ST A R AR 2 b, H T, BDE-47
BDE-99 . BDE-153 H1 BDE-183 7 ( 17 i B} /K JB& /A
Ly LS A T e A PE A HLIG G4 ) (persistent
organic pollutants) Y3 5., J5 # 58 &K, 2017 4F,
L BDE-209 J 147 i gk 51 A% 44 5. B AN A rh
] K At ST e DX 5 A 7l s ™ o 1 R 05
TR AR AR b SRR A A LTS
Pefs Ak S AR R R BB 2050 4F A RERE
W5E®, BF9Y & 3, PBDEs IRAL R B A ] 1 i WL
WP 22 5 S IRAE A i R Hi
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PR, 1N BDE-209 75 A4 5% B3 B [a] HA JLR, T
i3 W4 [7] 224 BDE-47 .BDE-99 #1 BDE-100 fi4%%
FABFIA] Af Gk 2 ~ 4 AEPS SR, 48 PBDESs 7£
AR AT A R b B P AR TR R B, H R R 3
fL Bk 7% i (OH-PBDEs) 1 F 48 3 fk- 22 IR Bk 7K ik
(MeO-PBDEs)fE A I A€ s gl t 272 0
5345 i, OH-PBDEs #5141 i 558 , WA 11 4 W7 55
PR B v IR PR ikt ] RE S B0 i R MR IO 25 SR

¢}

X+Y=1~10

BEl1 %iREZE (PBDEs) M9 F&EHMR
Fig. 1 Molecular structure of polybrominated
diphenyl ethers (PBDEs)

2 PBDEs 7£ AT B F1 89 X i§f ( Metabolism of PBDEs
in the liver)

H i, AZEsl A s 4 fih PBDEs + 24240
FHE RN 25 WA PRAZ il 24y, Hrh 28 11 4%
AT BE = N F ) 4 #2 fih PBDEs () = ZLis 1297
PBDEs — HLifE A B PN, 25 il i 9 1 AT AE 3
I IR R e /R & AR k2= )N, Tl PBDEs iR
BV RIEY RE 75T 1 WA I 0 | i 2 il
AR, -] PBDEs [7]254) #i1 PBDEs TR &
Yrpl Uk B n] 75 40 i 4 3 P450 filf(CYP450 fiff),
wn FERSNBE H T 4 i & 9 BF 58 IR S5, BDE-99
REI 1 5 A 12 Z R (ADR)Y 1915 5% 5, AT &
CYPIA fifi®" Sanders %" il & T PBDEs IE &%)
(DE-THHY AN 23 % CYPIAL 3K W50, DE-71
LE CYPIAL W33k, )R M N 355, LAh, ik hE
3 CYP2B Ml CYP3A TERFAE 363k 18 m, 78 A
fig ok OH-BDE X5 49 1) T2 B PR 41 gt i
JUR W22 W4 — A% iR 1% 12 (nicotinamide adenine dinucle-
otide phosphate, NADPH), iX /& CYP i1k 5 b fr
MATEN B RS K& SRS
(RSN A N PBDEs 181§} £ 159 #J3IF 5%, PBDEs %)
Z WA F AT AR I, CYP BT T AR
AR AR A5G O, L B A BIR 08 30 JE e it 75

}im[&t] 3

AAACI B2 5 AR B RE AT AR 3t R 3k
%5 i PBDEs B 5 %5 T7K , A2 i B AT TR Py HE
s (B Sy T A rh R 5™ 1 5 5 AR R A
EAM BRSNS, PR R, A%
BN FEAYEA BG4 PBDEs 7] 38 ik CYP450
fitg %1t/ OH-PBDEs™ , 14&4Mit5¢ % W], OH-PBDEs
SN 2L B0 0 U 0K, 44 55 JH- 400 it h PBDEs fY) 3 %2
=, 76 s R R A6 R BE i I SORL AR T &
Pi BDE-47 i £ ZCi% 4° -OH-BDE-49%" | [it4h,
OH-PBDEs #{11F B} 1 2541 il A5 b i e Jo gs 40 i
(75 T AL V5 25, 1 PBDEs JL - V& A S0, #E 8 5%
J4k PBDEs 1y & PE T BB 22 T H R AP BR T
PBDEs & 5&4k, 7EMFL 3 ¥, /K A= s i Fv s 24k iy
AFTE Z AR AL/ TR | Bk S A i . 78
102558 IR i IR 2 PBDES () 3254 WAk 4%,
filfff % £6 AP 4 0] L{# BDE-85 . BDE-99 . BDE-
183 . BDE-196 . BDE-197 , BDE-203 . BDE-206 . BDE-
207 .BDE-208 #il BDE-209 fiii 75} ik IR fk [l R 9,
oA Bl an B AR 5 vt 4 36 BDE-209 1T 3 5 (7]
A TR A TUTR B T A1 IR E Y ) 4R T77, PB-
DEs 75 b A 25 SR Bk T HAR 2 454 . BF9E
7FW],BDE-99 J&{Cilif i Z 1) PBDEs [d] &%), {LiH
AL % =T BDE-47 .BDE-153 B BDE-209 , /it
Sprague-Dawley K & 17 Ik BDE-47 )W ISR AR &,
AN E55 5 R IAH 14% F10.5% (1) BDE-47
I ZE(E AR W HE . BDE-153 769 B 5 Wk Bk
INER L) 70% , B AAEAL LU AR B HEM 2z
1% ., HR BDE-209 myA: YR 2 A e R AR, (HAR
Iz FER PR AR A Rk 70% Y

A AT DL SR 454 B PBDES 78 A [a] 4 22 Ji]
ARG 0 52 2% , ML RERL 1k OH-BDEs, ik 23 &
AR B o BRI, R A AiE oY 2 B AR P A 1
OH-BDE % ##) /). Erratico %557 438 , 1L 9 (4-
OH-BDE-99 .5’ -OH-BDE-99 il 6’ -OH-BDE-99) 5
Z& 5% 1Y) BDE-99 Z [H] (1) ¥ BE LL 43 3 298 0.056%
0.043% #10.01% . >4 BDE-47 5K & 205 i
iR — & & B, 2 -OH-BDE-66 . 3-OH-BDE-47 |
4-OH-BDE-42 . 4’ -OH-BDE-49 . 5-OH-BDE-47 #/I
6-OH-BDE-47 43 jl| (5 &} & BDE-47 1 0.30% .
0.84% .0.10% .0.54% .0.074% H1 0.022% , X Lbs
R85, PBDEs B AR 7 4 8 P AT R A e AU i
A H L IE A 15 35 A Rk — 2D oY
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3 PBDEs 3| &2 AT 5% K H{E AL H ( Hepato-
toxicity induced by PBDEs and its mechanism of
action )
3.1 PBDEs [WF#EHEMIS

AR, CAH1FZ 5T PBDEs IFEgtEm 58 4t
i {HAN[F] PBDEs [] 224 Z [A] AT 78 45 R AFAE— &
Ze5t . FIEJE PBDEs 7 PRI R EE 1) F 2804 5 )
#5i4)i 5 PBDEs 1) %81 S FJ7 VR WA G, Bk,
PBDEs 237 | #2 AT Il 6 R ECL AL, 7ERF2E 91 d )
>5 mg-kg™ -d” AUIELL T, & EE T DE-71 B9 KR
HOUR S B JH 5 £ 3 B, 45 3 K BRURI 2 500
mg-kg ™' -d”' ) BDE209 #F4E 28 d, BE i & 19 T
i A AR I A A E il (glutamic oxa-
lacetic transaminase, GOT), & N ¥ % i} (glutamic-
pyruvic transaminase, GPT) Fl i P % 2 fif} (alkaline
phosphatase, ALP)%A: AL 8 bR 8 I\ kS I A 55 14 1
MBS R &Y, AR h 2 EE T 1.2 mg-kg™' 1Y
BDE-99 REffi MR B ML GOT . GPT I ALP 45
T P . 3 3 ™ R R 3R 4 BDE-209 (50 mg -
kg™ -d™' 500 mg-kg™' -d™") TR B B =
5 JIK B (glutamy] transpeptidase, GGT)¥in“", H 4k,
PBDEs i 2% 512 /™ 1Yk LA S 8 4, 2655 T
DE-71,15 ~90 d #|&>045 mg-kg ™' -d™' K H,
— FYOUL S B I 174 2 2005 B 2550 (JHF 4 ML AE R (3R
FERIZS ALY 1R 200 mg-kg™ -d™' F1 500 mg-
kg™ -d”'#) BDE-209 6 J& Ji&, /Iy BRUFFIE o BT 40 i
Y ML A AR /NI B S 3, R HESIR L, 3
JH- AR RIBSORYT 5 FL BT /D BRURFE ) B (0 B ik 4 R
SRR IR , BT R3S R A, Y 50 mg kg™
-d”'F1 500 mg-kg ™' -d”' ) BDE-209 , /] HE B/
HEZEAAN B, HF AR IS 1AL LA R BCRAE K i 4 i
FEA P BARINTE , Horb 20 i o 2 i b a7 DR AS i
R R FE T I i) ) B R R R M At ™, G e
M A AR BR 18 5 FE AR LS5 4 i U AR s
# ,PBDEs 252 5 & A4 T8
3.2 PBDEs W3 FEEtEp1E FHPLHIBFE

PBDEs 5|2 8 ¥ 3 A #E I AL 52 4%, ik
KA SER R HE B AR IA AT BB A TE LA
T4 HEE,
3.2.1 ARG S A A

JHEREZATLAAR A A5 rbocs | JERE B A AR 3l
SREAEBE TS T 4 (reactive oxygen species, ROS)AY K
AR, ROS A 7 A= Bt A AL B T L RE (A 2

W SEEAAN B, YRR, PBDEs i 5 I #6475
ARV FHIL I T B2 3 3 7 A A e % P S e s o e
ARBTG5 AR T A RN, 7 A R TN
(malondialdehyde, MDA)Jf-7E 4L 4L 40 Jifd PN & 46, e 4%
B A B K IR AERS S IR AR 3R B, HepG2
Ui F: 7% T BDE-47 24 h, 40l N 7= A i) ROS B i
W™ 5 BDE-47 ML, #2316 7 %) (6-OH-BDE-
47 .5-OH-BDE-47 .2-OH-BDE-28 #il 4-OH-BDE-17)
FIVRALZE 9 7 ) (2,4-DBP H1 4-BP) X% 40 i 15 1 4 5%
Wi B, HARYESE 2 wmol-L™" BDE-47 K iV 7= 4y
%S ROS YT AL, 14 AT LA R] i o 4 Ak 4y 5 1 it
(superoxide dismutase, SOD)i P4 ik Ji B 43 Jit H Ak
(glutathione, GSH) % &, 2 7 %% T 50 wmol - L™ ¥ &
i, SOD ¥ 1 Al GSH 5 = iVl T f&™ . 7K 4 5y
P& BT AHALL A 1% B0, BDE-47 1 BDE-209
439 A FH 60 fa i E 20 21, % 38 BDE-47 1 BDE-
209 Ay EE R T 056 mg - L™ F110.00 mg - L' J&,
JHE A A i S8 AL S (catalase, CAT) Al GSH-Px Jif P
B RAEM R NEES ) RN R, /N R R R
BDE-209 J& A BEHS ik 4k &0 Az B, i RE A 1
GSH BIAEIE T, 75 7 E 2 23 5 | S8 A0 0 38, 5
T MDA FyR = A5 gl it 50 mg-kg™ -d”!
1500 mg-kg™' -d”' BDE-209 %%5& i % %Ik SOD
PERI B Z AT WL, PBDEs i i AN [R5 R i, o)
PGP IES 40 ROS & 3 I, — @ W B A
TP AL B SOD %536 1 , 175 5 I 1k 4801k 1o 34 A9 &
A AT RE SR TP AE IR 0 i F B AL 2 —
3.2.2  [gV5SHY IS {i

JEFRIEAE A A AR S 10 B B2, Al €20 3% P450
(CYP450)F 2 22 5 M AP U8 1 4 o AR
IcE B2 — JUH LIS R SR A0 T #94C
ZRRE ) CYP3A J2& CYP450 B8 % iYL A | % B 7E
JHERE ek i, o BLAE V29 5 0 1 o 4 B AR
W ERHEZ/EM, BRILZ I, CYPIA 2 CYP450
il IR CYP3A 4k 3 B i AR 1 i, g T A
3T F e A AR Rl 5 95 48 52 74k (aromat-
ic hydrocarbons receptor, AhR)#% ik, CYP1A1 J&H:
i — AR BRI Z A T R AN A
FEY) ., ARR LIRS CYPIAT FEH I RIRE
AW5E45 i, BDE-209 %258 f5 K BRFEH CYP3A,
PXRCAR WK KT, Hoh Ao dse X 32 1K (preg-
nane X receptor, PXR)FI/E {5 ¢ 32 {4 (constitutive an-
drosterane receptor, CAR)J& /% Z 1K #1#] CYP3A [iff
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2R B HORAL 12 47 1€ PBDEs, i 1 £
52 25K AL 55 5 1% AL A ) (halogenated aromatic
compound, HAC), {1 £ G Bk 4% Fl 22 YR 6 K 45, #F B
AR AFEEPERT . BT, A W55 % PBDEs A9 # Hl2%
FRIESR B, AR Al 455 FA R (DL L B AT R0, 229 — ik
WA B ABR 5 557 SR 4A5"  ARR B0E i fi
HE CYPIAI IL-2 ! NF-xB 3L R 3k, gEini s 3
JFREREPE . Blanco %552 8% 51| 4T Ik 1] 75 #% T BDE-
9 J&, LIE TR RAFIEH CYPIA CYP2B Fil CYP3A
) mRNA K35, H H 17 ¢ T8 ACBH AR A5 s
CE I ARR B IE AR AATEAR R 438, AR
gER A K, AT ES PBDE [F &Y Wt BTy
XFEZHEA L, TR0 A48 A &R it
FEUESE, KZ % PBDEs it = AhR BY¥E , Al g2
HENTERZ VAR, BDE-47 % AhR JLT-i%
ZER er ik e SR IER N R R O A R A IR
6-OH-BDE-47 ,5-Cl-6-MeO-BDE-47 ) #i g % 4 7%
AR F72A 20 L EE P UE BH G 2 i Ak 3 R T B
HAEN KA I ., K 1it, PBDEs i
1ok 3k BE I B A 12 AL RT B R BR B PR 1 — b
Wi/~ %& PBDEs AJ i1 it i 1575 S 1 ik
i .
3.2.3  WERUIR A& 5 T DR

JHE 2 B 107 5 1 AR S A D R [ A it 1) 32
BT RUARGERERR T 2R 1 SRR A AR S A
BANE o JFNER M AR IR AR DA DG . A
g B I Re A =, s th LR = IR DT R A, =
MRS AR B R AL, A 0 & LRI AR, 757
B PN IR L 059 4% fik BDE-47 23 S 3% 5 15 1K £ (high
fat diet, HFD) 75 5 19 NE Bk . B M MU 8 1 0 463 497 %
AP FFE) /N B 2% 5% BDE-47 Ji, AT A I Y A
H = RSN, FFREARI SR BT AN, BT
2F R4 8~ ,PBDEs #& 5 T AN 2 B0 R A 14 78 1E
RS 7E 2 B R R i 3 ol T BDE-153
BDE-154 #1 BDE-183 , & #1525 I Ifil ¥ (fasting blood
glucose, FBG) i IEAH5(P<0.05), 1Lk, BDE-153 il
BD-154 435 5% J5 2 h [ f¥(postprandial blood glu-
cose, PBG)HE I 6.41% F1 3.59% A6, X6 % B £
] PBDEs &AL #I A MRS, Je Bl , VG v fek:
ff1f PBDEs [6] Y4 BDE-47 .BDE-153 £l BDE-154
B AR S DB DA S 7 o) 5 s TR F8AH G 1Y
RS, SR, PBDEs %% 5% S5 A RS 1038 & T E
P Z 8] SCHR B ) A= W27 L o AR BB X St

FRYT, HUANRERR A T 3 P4, 2 P bk
FTRE , ol 2 RE M) 1 5 B4 A BT | I 2 RE ma AR AR
i, Bt ke A AT R AL S I R A5
3.2.4 M TSRS

YR T (apoptosis ) J& AILAA 1E & 4 Bl 38 57 3] A=
FE R FLE RS B — B B R MR TR, A
MPRT R B 2 A fn 5 30 A OO BN TR 2
WA [ RN AR AU T A7 Ml . H T OC T PB-
DEs e Y58 K#B N 1A i 12 A, 7 Perei-
ra VRIS R, B2 85 T BDE-209 9K B i
VP 3 B AN B R T, AT o R R 4, PR
caspase 9 il caspase 3 JHFEIEG , HAHh, IRALFRE R
KA IH 2%, i BDE-99 .BDE-100 #11 BDE-154 .fig
T 0 LR AR D R 7S T 40 L 4 172, BDE-99 Ji%
B 10 ~25 wmol-L™" 24 h #10.5 ~25 wmol-L™"' 48 h
Ji MBS LA AR L 7 REAIG SR AR B ri (57 Fry i
REAK P R J2: T 4obr A 155 PR A 5 L 0 4T R 1 2
(), X S BECE AN (0 R ¢ Z 2RI 5, DA fi
KA T 7 4% . BDE-100 5 £Rb7 44 P I 1) 35 7K 356
Sy A EAE RS S GORLAR i Bk, AT 5 B0 AR 5 F
AN RE FRORI S (AR5 A1 378 (R R, 3k BB S e A T
SRR ATP & Y (R OCF AR 1 3 6 1 B 20
MIPH T RIES 2 JE )L, £5 BTk, PBDEs Al i@ i
PR PR FR 1 BB 07 , 3 SE 58 I 3 )22 T4 s
T MR T A T 0 B A AL (R A SR i
s S W RS 5 B 58 B AL 15 B

4 4£5iE ( Conclusion)

H i, f % X PBDEs 7EHLA o %) 5% B8 A5 AT
JHFREFE AT B i R, AT 30 8 A BE AR
FAS I T EE50A B K f k™ & 9 PBDEs FLH: ™
AR P A B R AR 3 . JFIEAS
{A7 PBDEs [ BEARAL G 45% B8 | i 388 28 240 Jfd €5 2% il
R = AR AR = W F 2 5646 PBDEs, X FP 4L}
PR T HERHAL G Y. BT, X T PBDEs
51 S Y I o M R T R R 22 R G e R R R
PBDEs X JH-HE 45 7 42 Hh g 3 Ay aod 480 A S I i
S 6 2k B R T A T AR R SR A
M5 4 DTG, BRILZ A6, A — S5 (1 7]
RIS A 55 28 1% . (1)#R % PBDEs M HARH ™ P it
JE B P B SCSEAE WA 3R ) A AR 538 % S R 4 L
A5 5 Q) BUAF B A 3 A 0F 9 F2 22 45 b T4 g A
SEER S, — e W5k B W) /E i PBDEs 1 4% 3% 2K
T R AR AEAR N () AR D ORAE Y, B 00 IR
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Fook 11 E

RS MY ; (3)PBDEs FP 28 8 £ | H wif AT 54 2%
REFZE UL o — R B R T B = | R e
PBDEs 7 £ 1A N 38 77 72 i R AR SE AR AR g, Z2
PBDEs JR AU & ok 5 HAC I P B A 09 BLAR UM L 4
THLHSEA Rt — PR R ()T 2% 10 4
PBDEs (#J{# F 32 2Rl , {4 PBDEs 7&K ih K177
e H R HE B B S S, L FRAT T A R
JHCFA A, | 18 SR BHE — 25 415 it DI 00 0 v A R
PBDEs , JE M [#{% PBDEs X B 355 Fll A\ s it i 4 P 7
KSR, R, 3 SeF 58 NN A 42 T f# AT PBDEs
JHREREPEAE ML S 4L 22 | W R fE#f 974 PBDES
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