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ABSTRACT: The per- and polyfluoroalkyl substances (PFASs) with excellent physical and chemical properties, has
the irreplaceable status in the field of the industrial production currently, and is widely used all around the world.
Since it has strong bioaccumulation and persistence in the environment, it is not easy to degrade and can do
considerable damage to human body health, including neurotoxicity, immunotoxicity, endocrine toxicity, reproductive
and developmental toxicity and hepatorenal toxicity. Therefore, it is highly valued and strictly controlled by countries
all over the world. The increasingly stringent restrictions on legacy PFASs have led to the compensatory use of new

fluorinated replacements. However, in recent years more and more new alternatives are detected in the environment
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and the organism, and they showed stronger biological toxicity than legacy PFASs, but still lack of toxicity studies

and exposure assessment data for novel PFASs and precursors. This paper reviewed the toxicological research results

of traditional PFASs in the past 5 years, and summarized the human exposure levels and health effects of several

substitutes and precursors with high detection frequency, which providing scientific basis for further research and

regulatory measures of new PFASs substitutes.
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T IAL &Y (per- and polyfluoroalkyl substances,
PFASs) &R ai#k s sk . R A MR R AN A
HLarFMN, TR B S RN R R, SiE
AW, 2 TRESEEB A (CoF 20 T 20 F R IE R 1
feepfase vk . PRk . Bk . Bk mE R im e,
Tz T IE S o, n— i mse . kE. AN
dh . FRHAEED, 42 FUE 5 R R (perfluoroalkyl carboxylic
acids, PFCAs) il 4> F 5t 2% i ik (perfluoroalkane sulfonic
acids, PFSAs)J2 5 T e i WAIBEIF 5T i 2 24153 i 1
B T B TR R 1 R IO, PFASs L& f71E
ERVEFEIRIFEEI5YL), PRASs AL IRABA | A
SRR FEARBEFEIAARNEFT . 5HA R ZHEFA
HEAVLG YA, BT TEREN A PR R, TR
5 A AR S A G, R . I E
JEEATAR T AR, DRI L TRORE A A 3 UL PFASs 1y
IR W IREARTO S A I ORE3R T ey m
JIFREN A Tz R . AARS PFASs () EERFR SRR
BAZE YA EY, IS, FERZE . WL
FLl 2 WS SRR R TR A9 2 W, PFASs 1]
Xt AT P R R A FE AR N, s
PECD A E R RS R H R s
PERT NIRRT RO BT

492 (perfluorooctanoic acid, PFOA)FI 4= 91 2 ki
fifi R (perfluorooctane sulfonic acid, PFOS)/&:¥ 1% . A= ¥y
TR ZH 20 G 38 0 B 7K B 1o 190 7 o 4 3 o 3 b
A8 2 E PR3 2 (Environmental Protection Agency,
EPA)XF YK H PFOS il PFOA H{g BE S FRAK A 70 ppt
8% 70 ng/L, —IAFRF2EE 25 AR TR AL HE T kb 3t il 7K
FIBTFE A BE, 17 B PFASs BP0 E Hy 19.5 ng/L, #x%
KT N 1.1 pg/L (1100 ng/L)>, ZEBEBRARM — A %
HRTT XA FHR K AT I o, PFOA il PROS - £ 5 H vk
G0 2.2 F1 2.9 ng/LB%. 2 BB AT AT IR R A |
A R Z R AE 1, PFOS Ml PFOA JBJ5 + 2009
AR 2019 AEPEAS I HT R R R BE A 2 YA T AP,
2022 4E 6 10 H, 55 10 W 4RZY )5 2B 290 O bR
(perfluorohexane sulfonic acid, PFHxS) M HAH kLA Wr51

A I ERFREE N 2 ) B A S AP B T BR 3 5 HL
VAR S 26 1F A S SR BEAT 9L, H ATIE R IE R A
P B3, LG KA PFASs (135 45 Vi TR S S0 i K
A, Qs PFOS B AW Y S 1k 2 9 e S ok sk R
(chlorinated polyfluoroalkyl ether sulfonic acid, CI-PFESAs,
P i 44 F-53B), LIJ PFOA B 4.8- A Z%-3-A- 20
F- % (dodecafluoro-3H-4,8-dioxanonanoate, ADONA)FI/S I
A N ke — F MR (hexafluoropropylene oxide dimer acid,
HFPO-DA, Riih# GenX), FRIMxXLE3 HIEALY)RA Hoh
LARMINAFEBRI Lo A0 T AR it W 0 225 54
U F-53B A9 N ALY F e m ik 15.3 45, T T PFOSPY,
ULk, BRI AL 5 2ty (s ] R
IRARET IR PR iR AR A R IR A I L K A A
INRREAS e ks U 21, I HAEAR 2 07 10 R 30 i ok % ¢
PFASs Y #EHEY, X5 T AN Z M KTE. AR
XFESE PFASs (52 B2 WFIE HE AT RAZE, JFXTIE 5 4R
T 3458 155 A0 TR A Gy 7 T S R N A 5 A5 3 T P T
FEEERMEATREAE, R4 Ja R RV A B 5E $2 A3y r 1
fRPMELELSF

1 5% PFASs (NEYIS M

1.1 PFASs KIfH&E S

PFOS 3 128 771 S AR 68 A B [ 44 61 1y =X 255 ) H AR
SR B R SRR PY, ORS8O T B s AL b
% . WA&ITT PRI AT R SE, T E AR AT L
REARZRAA AL B, A BT IR nT ka8 22 B e g o 2 78
FIAT M BRI, 72— 58, PFOA | 4298 T (perfluoro-
n-nonanoic acid, PFNA), PFOS . 43+ —%¢fR (perfluoro-n-
dodecanoic acid, PFDoA)sZ M | B b fa JiE vk 18 5 DL A 58
BN, BT RS 52 A0 HLAR 5 R & 5 sk AL
BT, W] PFASs 2 fEIEH . 7ERIKAT auyyary-
HILT R A BISZ{K(p-aminobutyric acid type A receptor,
GABA R IR FLIRBF A, PFOS[HRAR M43 1 A0 ik
J& (lowest observed effect concentration, LOEC) 0.1 umol/L]
F1 PFOA (LOEC 1 pmol/L)#liii| y 243 T R (y-aminobutyric
acid, GABA)E & BT 78 AR T2 A28 GABA L AR
P, 28T PFOS (LOEC, 100 umol/L)JF, KRS )Z
B IRy g pf 22 o0 R 25 35 Sl 3 o e ARIRIE Y PFASs 11
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LOECs 4b F =R T HR M 255 AHE MLK-F-H PFASs Ay
JEYEE, 1 PFOS Y LOEC #& 2 I T8 AR ML A 5
i PFASs /K-, 53X W] PFASs 7775 W] i (i 2 2 400
TERRF PFASs 15 4 X 3 R K Mg Acrp, i T IX
R T Ki £ B HE M 4 J0 (dopaminergic neurons, DNs),
i e A2 iE S £ A8 T 4 il (human  induced
pluripotent stem cells, hiPSCs)3K %1 DNs #7 dr J I
PFOS X822 RGE M52 M 38 Rk A 1t &2 2 U e o1k i
U B B0
1.2 PFASs W& &S

PFASs BESEX A ik B s e s th, (R SIYEs
AT — B 4518 . PFASs AT/ Dbk EL 4t . kidn
Jif 1 = L DI B 420BR (tritodothyronine, T3)A%RIES, 52
25 T 4 B A0S BE A K 55 SRS, 2 g e
SO o AL S Ak Y T 1R 1 58 0 3005 3 1K (peroxisome
proliferators-activated receptor, PPAR)Z: 5 g i 2401, H
TE—TFFE LA 1.5 ng/(kg-d)7l ik 1) PFOS 2% 5% 4 Ji AN 230
BANRUARE S N RAETE, WA SHE] G 4N i &k E i
5 P IE AR S S i R P2, ANA % B PFASs S 9%
PEVR T T RE 23 52 M SR A 5 8 28 S W] 1A B4 o PFOS
FH8 36 h)a, WAL sa e SE R Fak NI, iR
JZ 9% B 2 Bl (gallid hepers virus 2, GaHV2) 0] PG X it
) o8 5 PR A R AT B B2 KPR
1.3 PFASs IR S M RATEM

ARSI SR T K B PFASs Al PR ELANIACIH 17
TN, BB S MIG2EE T PFBS 5, G4 K
RE . BEERRA R B ) B 3R R E R R Y,
iR 2 PFASs sZma i 2y 84 D1, kb R R GR
A A A S P A R AR R ) (AR . B AR
“F- PFASs 5 75 7 4 22 K5 5 0~5 d (Y BET fa.4)) fa /A T AL 2,
FEFO, F1, F2 fRrp 2005 1 i 5 ik e i IR 24 . Fe /N B
T PFASs IRGY, WEBI e & 4 U (e i IR E
BRI RIS ) . A RHE R, IR — Lk
T ASER, HANA B BUNERIF 5, 7TRE PFASs 1RA
Y38 1o B A PTG SR A 5 I ] /S 9 0 R B
2 fih & 90 T AR (heptafluorobutyric acid, PFBA)R] 55/ i
JFEEPEFT PPAR SEEEIN ARG, $275 AT REAF7E PPAR i #%
BRI, 8 B 40 i A% (human hepatoellular carcinomas,
HepG2) 2l 8% T AR K-F-#9 PFOA, 4 il Ji 191 56 L5 AL
TR AR L N 3 2 51 B E >, B Ah, FEFsE PFOS
H1 PFHXS X £ AU/ IS BRASE 284 i g R JFF O 2 1 T 20 1)
S B & B, PFASs A gl i o5 B ot Al 2k i A LA g
PR AR A 5 S A4 QI R P s A IR T

1.4 PFASs A FiItS M
PFASs 1 N—Fi s AME N 4T3, kB Xt shi

FNAETE N 43 TR BEE o 4080 FO /K ELBF 30 22 11
12 B HDIR IR 2E (total thyroxine, TT4)HEE LN TT4 5
J = AR i SRR 1 LU (B B AR i rh PFASs ¥ 2 19 58 Jin
T RAR, 7552 BRI h PROA L) 45 s [ 4RE 1: £14
SR HR R AN AEYE 7, FFRlos T HOR AR A0 A v iy 35 PR 35
ik, PR I FE DR F AT 15 PFASs RN R4 8
CONTI A5V B PFOS it FFHR i 200 it Ay RAAR 22 EL AT 2k A
AR AR R, FROBR R AN A P R S Y R AT RE R
PFOS #5173 HUIR PR Mg e VB AE LA . 76— SRS A 40 5=
SR, PRASs B9 10 wmol/L Ik ULEE 31 e ik 2552 1A ol
PG B S A, WREEMRT 10 pmol/L B, PFAS XHTAT 4
TN LS TCATT M .t — B ABF I PFASs
FAHR BV BBl SR AL 10 nmol/L, MRHEILHFFTEE R, BEEret
[ W T, PFASs AT REAS 2% A A A 4367 A 5 i 901
1.5 PFASs W4EERAEEM

PFASs HAT A s sk, It awm R RERKET .
BTt K5 JE MRG0 PFOS ¥k B bifi 2% 5% e 3 it 32 4%
I PFOS il PFBS 1] RE2x 51 75 i FeofT 2k s i o 4
KT BRI T, IR 4 B A AR 2 R A
PAT- R ) ek R AR AR g 2R R TS DK
E-f PFOS Ml PFOA, <32 Wigh BUF F i - 3 R - M iR
(hypothalamic-pituitary-gonadal, HPG)fll ) 3#7, M S5
RAGINHERT, FFAR B A A 28 N 4 I T BEL PFOA
A3 NGB SR 2 AN Noteh {55, X ATRESE T
PFASs 1ERIB R Gk, [Rh 08 6 FF 2 5 PFASs 22
AR A TR B A AR WA S FERFSY PFASs XAk
SN ELE SR Z I &% B, PFOA F PFOS B2 IRFR 24K
T ML RS54, PFOA . PFOS 78 T 51458 . & ik
FFEIE A S LA R B I S I 3k . B bk B 40 iR
-2 JLPH (B-cell lymphoma-2, bel-2), AN T- #1958 F i %
TSN 2 —, FEMCAFSEh, JTo3E BCL-2 #H2E4H
MEAET= 3 3h 57 (BCL-2 associated agonist of cell death, BAD)
1 BCL-2 Bk X 5 H (BCL-2 associated X protein, BAX)F
FRBAECHI . BP0 M0 4~ PFASs B2, fq
FLEEPAE N AT REH B PFASs 285 FEad G, L
WhFRBERCHEE O, HAKRERERES T,
HAIMBAUGH 224/ 5¢ PFOS. PFOA J FHR & WIxi5E o
FAT R AR ) i DR R R R B A M, AT R AIG . A
fIRFIG /K- PFASs Z:#&7750(7. 70 I 700 ng/L PFOA; 24,
240 11 2400 ng/L PFOS; ZFHARA W) ZHIG 0~5 d MBE
A TAR B, WS IET R | A fr RISk &
KAEBLLL B FO, F1 AR B A0 A S 0 o 45 5 /R PFASs
KEAFEMEAER, FI F2 IR LR RH . (BT
SR RN R R S VR T AL 1, R 7R A B 4 ) 4
fish PFASs f 4l o 2 it
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fifi#5 PFOS Fl PFOA WK, Mk Z Ay
I &R, WfEN PFOS WA CI-PFESAs(F 5 44
F-53B), F-53B 2—ME SR AW, HEEBSE 6:2 EiL
% JH BB 2 (6:2 chlorinated polyfluorinated ether sulfonic
acid, 6:2 CI-PFESA), XA H E 9 F/E 88T I 5
SR, FLE 2013 4F, F-53B BURFAME . AR LR
B b (R AR B B URARE I A5 RT3 K i 04
545 PFASs Mitk, A BB RYeE BB NE=Z, A

WA EA PR, B RV Q) 32 2 P AR U

DBk IETE PFASs 7E4:77 . A, sk . AbH&Ent
BEIEHEGIE ABREE; 2) 142k TR T A I3 1 B4 A B e B
BERS), URAEk, BRI e T B2 A T R A
ST LA J AR W R A ARKFEAS s S g 2, FEARSC T B
o AR B R, UNAEfaf 22 B — S AL T DA i 2
GenX, JRHIE ik 812 ng/LI) PAN Z07E v 32 |
BOME, L, AEE e LA E AR R B b K s R B
HFPO-DA . 7~ % 3 4 = % B& (hexafluoropropylene oxide
trimer acids, HFPO-TA), F-53B 8 f7 78 TP [H, e £
SN 5/ G N N AN ¥ At | I S/ ks R F P (53
o HET F-53B R EMH], (ErESeR | fiE ., S|
A 2 VSR 6] (Y0 50 09 P ik & B T F-53BE7, k]
PFASs HIBIBERRI T Ll T RBRES Y7 X LRIk
H JGIR TG A £ 3R] RE o 19 B Y F 2R A T A AR
I — ARG 22w ] 3 1Y) F-53B 2 3 [ AR A 8 dth X 1 7K At
FEAR (BN 3.3 ng/g WBH). TEFTAH SRk E] 3
b 4 bt 3 YR I 2 (perfluoroalkyl phosphinic acids, PFPiA)
(6:6 PFPiA . 6:8 PFPiA #il 8:8 PFPiA), H T /KAMAIE5)4:
TR B X, 48 Z B AKESWZm, eI
Fifi Ml 1 3 7S B %5 5 3% B PFASs FHAb R AP HLI5 Y2
W5 Y, O R R Mt S8 PFASs MIfL, AT 414U
SHPERUZR, 4 6:6 PFPIiA il 8:8 PFPIA e 61 1l % vk Ji e
=, TEWLA IR B B Ik, PRl PFPiAs SIiE P EAMNLS &
KT EATY, PFOS M L+ /v behihig
£ (chlorinated perfluorooctane sulfonate, C1-PFOS)7E HiT filf £f1
ZH 4 ) A 4 5 R AR 7 (I > T 0> 5 ) 43 A1 e
. CI-PFESAs 3= B2 JIF L ANEF E b i ic 5 g™
2.1 SHEEMR

— LIS R, BB R A TR AR
BRI SV . ANNUNZIATO 450819 Vi B 7 B 2 f
TEZ K55 5 d Bf PFHxA . PFHxS 1 6:2 37 & B
[2-perfluorohexylethanoic acid (6:2), 6:2 FTOH]HJ-EFE ik
J¥ (lethal concentration 50%, LCs,). PFHxA #1 PFHxS A9
LCso {HEA AT Futtk; R1M, 6:2 FTOH fyZANEREMER /M. 1
S, FERI B AR EE R (BP 0.02 pmol/L), SN KK A

U, SR SRA S TP R BRI 205 . B EET 50 mg/kg M4
T -4- H S KL T B¢ B8 (perfluoro-4-methoxybutanioc  acid,
PFMOBA) ] 3811123 B0 A A I 2 o, o8 9L 0 400 il & A
A5k, B AN 48540 (natural killer, NK)ZH %5/,
HEERAFNET, BERANAE NK sk T 4Rk
MG A S R B #E R ST Th % HFPO-DA
HIEEEIETTIPAL, S55RERM, IR M2 s O stk
filt HFPO-DA 5 8P 1 E B0 27 5 H b K 5% PFASs 2%
fol, HFPO-DA A LA#47% PPAR-o @ %, 51 FFIERRH AR
F ) AR 0 B2 5% HFPO-DA WIS AN ER AN 5 57 %,
I LA PPAR {55 B AR DGR 12k 1edn i
JKF I, HFPO-DA 252 W] FEAR A R HAR IR TS 70, 75
WAL AR, B AR BUF IR IR 40 M 2R B 3E 5 Ak 1 B A dR
(3,5,7- = & 2% ¢ i’ )[perfluoro (3,5,7-trioxaoctanoic) acid,
PFO30A] . 4 % (3,5,7,9- U & 4% T — % R )[perfluoro
(3,5,7,9-tetraoxadecanoic) acid, PFO4DA 14 %.(3,5,7,9,11-
HAZ+ Z5ElR)[perfluoro (3,5,7,9, 11-pentaoxadodecanoic)
acid, PFOSDoDA]J& F 4= % bt 3t fik 8 B2 (perfluoropolyether
carboxylic acids, PFECAs), /& PFOA i &Y .
PFO4DA W5 AP, R AAFIh AL iz 5 i, (HFE
JEAKTF PFOA™), PFOSDoDA . PFO4DA HAT 4 [ I 2
IS K I 375 2 2 300, SR PR L A AR A A S A
Fhhi K AR C8)AY PFOS . CI-PFOS F11 6:2 CI-PFESA,
JUEEA BRI G, (EERXT e AT 5 R R 2 30 AH 1)
SRS SR . 8:2 CI-PFESA(H) C10)ftSeTHiAg
R 43 i, X 2 48 Ak Wy T 44 3% BE ) 5% 15 3% 1R (peroxisome
proliferator-activated receptors, PPARs)f45HT/E A &+
HoAth Ak A 9 ® . CI-PFESAs A A 1o ¥ 7 e i % 2 14
(estrogen receptor, ER)i 5 LM 2 AL, KIAET
CI-PFESAs 43X 1 2t R4 (9 IR 93 30 1),
F£ H CI-PFESAs i e R P LR, @A E R,
FE IR B i85 I 2 A S R AT R T e
Wish i SBBEaErh, 6:2 CI-PFESA 76 ek B 52 v (e & (1 ife
It 4> B 6:2 CI-PFESA VKB 1) 58.4%" "), fii FHEE o e iR fify
BT PFECAs HIR B R, Je T2 B KA (half
maximal effective concentrations, ECs) 1Y B 4 50 55 4 :
PFO5DoDA>PFO4DA>PFOA>PFO30A. PFECAs 5 PFOA
AR, AIREAL TH AUHEEEL, XoSEmmy . ok, b
% PFECAs 55 OCF2 LM 9Bty m, fasEm
N, R S AP A SRR T T R 2 E A
22 ANEEREE

N4l F-53B WAE M AT A, HANEMRIE T
F-53B Al5@ g K s s A R
{3030 A28 5 B A B o R A, B2 T A g i 40
R F-53B b4 L, SRR AR IR
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F-53B 7E AR N A 48 i 18R 11 45 6 R R Rl B 56 RS 2K
RO H 2 0] L) 2g ok 1 % 57 R (cerebrospinal fluid barrier,
CSF)&i% Rk, F-53B 1E AR L ZEH 2 15.3
i, RS R I NP E W) AP 58 1 PFASs. X8
23 B ML AT R, F-53B B 7E PFASs k4
% 2-3 ﬁi[%—%]O

FE 32 AL T A 77 T35 Y i XA Ji B AT R A7 78 45 o ik
JE TR A 2 5 7L R B RGN R B J 1R (S
EEFRIN 6 2 5] 86 & AN, 85%I1Z 5 3 1M kil
#| PFO4DA #I PFO5DoA, GenX R il 77 14 R
(2 ng/mL)M HE AR —FREUAL )RR R I AR A
o PFECAs FLEVR B (5553 M3 1 & PFASs e JE 119 13%,
K 2% K T 95% ) PFECAs H 4 #-2- W E 3 2 W
(perfluoro-2-methoxyacetic acid, PFMOAA). PFO4DA #I
PFOSDoDA(H #4354 12.91 ., 0.142 F1 0.987 ng/mL),
4 G JE A B B R (perfluoroalkyl ether sulfonic acids,
PFESAs)K R K F 98.7%, F L~ 0.097 ng/mL. F
PRI 5 PFMOAA . PFO5DoDA #il 6:2 CI-PFESA 7K i
F TN AR A Iy T, PRI AT AR R — S e A A
HiiE PFASs N 2R 55 (178 R0 A8 b, 148 FH AN Sk & FEAR Y
SR EE A (0 R AT BE K PFASs FIARETTT 5o 7EaRIUFIA
FIV 5 NFERAE W . Sk 2 MR h ¥R 3] C8
CI-PFESA, FW v H ZAFAE X Flis Yei,

BV AR AT A g AR . N
BEVE AR B OREE o (dRE Lo O RORE S R AT 6:2
CI-PFESA 71 C8 PFECA, 4:4 C8 PFESA #l CI-PFESAs &
HEE SRR M .35 5 T PFOA Fl PFOSU® ) j 48 55 4 1)
8 R 456 Bk 8 M (hormone-binding  globulin, SHBG)7K -
15 PENA. PFOS #ll 6:2 CI-PFESA 5547 0% Ju sty
I M 22 DA 1998 4F %] 2018 44 5 AFEISCAE — YRy I I 3% A
A, M2 H 6:2 CI-PFESA R RAEAE BT %K PFASSs
WEHEA A R =100 78 2016 4ET P ET A IS
54 i BABERE S, 6:2 CI-PFESA (IR INE Ky 100%, “F-441%
#M 0.104 ng/gP®". PFASs BACHIH MR I 56 RS R S5 8E K3
YIASEI: BLATRE L AL 58 PFASs WA ) it i s, fEp
FE ARG M, —A A BAS B—Z I B EL A 2013 4 7
F 210 A #3277 Bidr BRAG 372 S0 BESE At AT T i3 28 L2 A,
BEEmmyg o PFOS &b, JLIRKZE 6:2 CI-PFESA, iify
PFASs UM B SR AR IR EE I 3 Ok DG, BEUR IS b
S 1) 6:2 CI-PFESA Fl PFOS 5 58 v Ay L 77 XU A
%4 HFPO-DA #1 ADONA 175 [& -t 5 o 1l [X 42 £
I3 ARSI 7 5 — T i B g R R B, SRR T
6:2 CI-PFESA #Hl HFPO-DA 5 ARHJRHE & H R
(unexplained recurrent spontaneous abortion, URSA)JX 1
T 4 25 AR L 081 RSt G ) ) 45 R R E 1Y 6:2 C1-PFESA
(28 pg/mL), C8~C10 PFCAs Fl1 6:2 CI-PFESA ¥k 5% L

BRI R R RGN, M 6:2 CI-PFESA (M5 A
FEAC I ZE B 1E (metabolic syndrome, MetS) £ 5 2 1F AH 0%
T HRBEEMAS 2. 6:2 CI-PFESA 5ifliiE TC
LDL-C £ IEAX, 8:2 CI-PFESA 2% 55 HDL-C 2 K,
$&/R% CI-PFESAs J& 2 TURHPRIG 1 AE B I & 10
PFOSDoDA (/K5 R8T S4L . JFPhRedR &Py AR B2 K F-
EARSEMON v ah, FEF R C8 A MALEBEH H (the isomer of
C8 health project in China)fAZ£H ¥ L35 H & 6:2 PFESA
1 8:2 PFESA PFASs ¥ J¥ 5 2 BT 98 R Midi {4 (hepatitis B
surface antibody, HBsAb)& fi#3, 6:2 PFESA X HBsAb
I B 2 [ B LB F- HE PFOS B, REHIRIE WY
A BEAFAE S

3 Z5RIE

PFASs T BTG, 1EVF 2 ABEIEA R )
TR & X e S AEAE . T PFASs HA R RRAE
BT AR B R, SRR 2 () PFASs #FR
il A =AU, SFECERY R . BRI = 5
PRI P2 POk, (HEAIESTER, Bty 5 2
NEAEHEG A S, AL iR 540 PFASs T3
B, (BRG] AR WA, — it i R & B,
06 N2 A XURS: A F B KPR . A28 5% /E PFASs
5 2R A R, SR H AT ARAS 14 5256 B K 2 il
— W) SRR B, JEHOR BRI, X T AR B F
R = A AmF o 748, PR, RGN TE R K AT RE(H
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