1434 TR 2ERE A 2019 4F 9 A5 40 555 9 W] Chin J Sch Health,September 2019, Vol.40, No.9

IESVEFREEGXAZHBE_HRERE

W, RT % AR

TRUER R NI T 22 B LD TR S g frfator 22/ N DR RR S5 00 A 20808 i S5 30 %, A IR 230032

[ cEftRiEAEE] A

[hES2EE] R723.14 R174
[XE=E4HS] 1000-9817(2019) 09-1434-04
[X8R]  IOEAE,; LI /D4

AT AN E LS —F BEA BN R
RS SRR BRI , HL S s B2 A0 AR 15 R 2R % {gt
A I Py P 5 | T [ AR IR R A I A5 v A
K, L E AR LBy 209% ~35% , H LN
AR O LA B B R R AR 2 BB IR IR
ARG PE B 107 JHF | L2 1 R IR PP WA B 45 55 2 A AN R 45 R
WY FERP A B R, L3 T /0 A7 B
PREBRN 17.3% NEREERG RN 8.6% >, v [E L3
H AR A 20 TH20 S BUREA TR, (H 2014 4F 7 ~
18 % JL3E 7 /D 4F B 8 5 R AE JiE SRR R 3K 19.49%
JIEJHE 1 PR A2 2%, 0 A R A IF T e B, A5 N 43 b T
W EBAR — W BRME ( phthalic acid esters, PAEs) f&—Ff
HTIEE R T (obesogen) |, MHE R4 PAEs 275 /2 )L
AR R R R E T AT IR
HTIAR,

1 ZHPE_HREEENR

PAEs JE4B AR W IR Y A TR R G PR, 2 N 4%
fih fr 5 3 1 BRI PN 0 WA A2 T4 (endocrine disrup-
ting chemicals, EDCs) Z—, 4B " HR —(2-23%)
C Mg ( DEHP ) 52 AAITHE fil 5 22 | i 3 ] & s R
PAEs, FZHTAE MM, ARl DEHP /Y £ %
AR AR — AR R

Fiig HL 4T % BA 51 ( swedish pregnant women ) Y 4E T
1 65144281322 10 AR IRAE 0B &2 3, 4 999 Y bR
FEFATRR N 14 FRATAE I ERERACI . 2010 4F
REOCRAY I H (HBM) #4145 £ 42 0%:
WA A Wb &, 45 R WoR , JLF A 22 iR

[B€MB] ERARFAHEASTE SH (81330068)

[1EERIN] WIFH(1995- ), % JLPEEFEN, FERH+, FEHRTT
[i1) Shy 2 J) A e B B AN

[BINEE] FIF5FR, E-mail ; fbtao@ ahmu.edu.cn,

DOI: 10.16835/j.¢nki.1000-9817.2019.09.046

INERA WU A(BPA) .DEHP #8%7 . AfpH &4
AR R B EZN O], 76X B, PAEs 2884771
A NHE, Martinez 25 38 32 5 B A4 A58 A P 38 751 H
BB PPAE 22 10 7=/ EDCs g2 1500, 45 R0
ZAA AR B BPA I DEHP 4835441 28 — F ik 2
CHECEERR (MEHP ) AV B DGR A A (RN > 5 1
FHIE; 2, 1 FRR LB Z G 3h , R N BPA Fl ME-
HP W BRI FF A, Gao %5 PEAL T £ F PAEs %5
iR 0T AT R I 2 0 e SRR (g B XU, 25 SRR 7
WUREE 1,2,3 AW, 5351 A 3.43%, 14. 63% Fil
17.28% L2 PAEs & HEEA R | neg/ke, 1%
SETLRI T RN 2 A SRR E 1 A H i A2 2 i L
Z P PAEs R FUR 0 RS AH Y K, 55— 58 &
M, PAEs ZEEAEH E 2 A A E, HE S kAT
B3N

2 ZHPALs BERESILESTVFERMXEMHERN
SR

I NG 2 B, 223 PAEs R 5 AR
JEREZ B A % B &R, JLifEE 2R e 5 )L 3 {d i 1)
A BABINF 9 & B1, BPA Al DEHP 7 F{CAE B v & 15
PERMY . RSS9 365 44230, 76 I i L0 5 B
RN §fE BPA A1 DEHP Z&&2 % i i -p A i A
S WA W RIS A 2R (] U A B R 7 48 3143
BT, VR BE R AR Y 2P R 0T R B IR IR B R
AULEEMERI G & B, BPA /K5 i JLI8 27K 52 Fut
X%, HEaFIRER R KR IEA G, DEHP R4 /K
SIS R R AARE, JRIRZ IR Az BAFI
WF9E T A A R R R LB AR K AR T
S22 % BABIAE 1999—2012 4F 1 ] BN 5% 1 44 157 1
WA FE AL PO RS G A 2210 601 44, o
537 NiBid i e T IR IR PAEs Z2ERHISE , A 345 4 )L
BAE 5~ 12 B SE T AR i, 25 R B, 7R R IR
DEHP Rit#Hk % 5 5,7,9,10.5,12 % i} JL# 8 a5l
JERESIE A E . 1998—2006 4F 7 = W 15 b 3 HE A7 1Y
N1 JEJHE A2 BR AN ARE5 SR P [l UH 43 B 424 0 B
FEFERIPR T PAEs [ VR E 5 L 5,7 % A4k
JRFEH(BMI) Z (B FB AL 7 e =22 ) ) 6 2R, &5 2
LKW, 19%1 5 % JLEBA R, 25%89 7 2 )LEE



AR T AE 2019 4F 9 H 2 40 555 9 ) Chin J Sch Health, September 2019, Vol.40,No.9 1435

ANCRE, iP5 DEHP Gk E S 5,7 ZBFLEA
AT B 85 L 22 1) G i M St I AN SRR T
PAEs 2 T-HER8 5 A B0 F i 5 A Qi B2 R Uk, Cock
SRR 22 AT T W RE T BA B BIE 5T, % BA B g A
91 XFBEBHEAT /0T, 05 T B LA 3 KAy ot Hh 9 43
WA Y B, a5 R R, R EE TN W
T G2 NFE AR E AR A G R IR 22 I &R
Ji &P, DEHP Qi) 8 (2 - 2 3L -5 JR FE 3L ) 42K
— I ERERARE S (MECPP) 5 5 #ALH AR R F A ¢,
(2= -5 O AL ) SF 8 — W R R A M i (MEH-
HP) 5B s m il AR R E A G, B (2-2 3 -5-4H 0 )
SRR R PRAR i (MEOHP ) 5 H AR (R TR 42 1127
KK, 2005—2006 47 i [ g AR BA B9 A 201 X
RS BT PAEs B85S I AREZ B C R, 45
REIL,DEHP 285 5 A SR 2 AAC 510H A K
RS IEAA S A — e 5T R W42 3] PAEs
BB ILEEZ B LS T 2# 8, Buckley 25" HF
FERI, IR 2240 PAEs B2 5 )L BMI Z {H 156
WEARTEAES 243 3, [ARE, Botton 25177 X 520 44 4F
BRI A REE (1) PAEs AR 2517 € & 53 A, it
G I S R A P A G L AR A SR R
=TT PAEs AR S5 Ak 109 i LR 3 52 A 56,
XF T2 PAEs 2558 5 FUIBHEZ R C R, HHETHY
WFRAAELEAR KL,

3 ZHi PAEs RERFRIEHMZHHAR

PR BESh ¥ SE B 0 5% % PR, PAEs 258 5 TV
JHEAL T REAEAE DI . SR s JEREE 12 d 277 )5
557 d 1) C5TBL/6] /N Zeak DEHP YL@ b8, 1R 7E
AR 60 d, AR H5 D5 ZH SUT AR | Il 3 B 5 AN
AP K0 R UL 220 2 5% T DEHP nf
B N T-ACHE ek B9 AT BEM: , DEHP AT HE 2 AL Jb A1 AE JRE
FHOCHENE AT AE AL N IR [ 28 SE B0 IE B | 4 ] 2
#E TR MEHP 23 5 71X /) B 5 R0 1D
T IV R T e R 2 KO 2 T
W PR ZE W R EE T MEHP ] RES 16 710 0 B e &
AU B TR SEIR IIESY T CSTBL/6 B A A M
R DEHP 258 X5 TR B[ BER 5200, 7E472E DE-
HP Yz i B Wi 4 718 11 8 08 107 4 20 A% € g i 4
21 R R BT R 45 R R, AR E S i A
G 7 R /INEE T b € i o A i 3G £ | i i iR
KT 2 Ok A sh W) S 86 R W, Ay R
W 5% T DEHP 50615 sh¥ i s 24 5

4 ZHIPAEs REBILEFOERBEEIE
IR, PAEs % &l fE 2 3 G JHE 1) 5y JeK
P21 SET PAEs X7 AR i 1 F AL 52 2

R, BUA RN R PAEs A A% 5 A A
HRIFARIEE . PAEs R GE 8 1o b il v 0 2 A AN e
PR B 25 TG ok S A 0 T A 14 4 9 T A2
& ( peroxisome  proliferators-activated  receptors,
PPARs) , 5% il fig JUi 18 48 £k A0 o e AR 3, DT 2 28 e
i

4.1 #% PPARs PPARs B EZRF AR
ARG SZ A, HLA TR B 5 A A B VR Y 7
AR PIFHE LA T 3 A (o, B/5 F1 y) ,7E
O IO RV 2 A P A v ke 2 EEEE T PR N i T
R ZALIRAE > PPAR o 75 N8 W5 4H 2 1 397 R AR
I AR P R B A PPAR y ZER M 4L 40 i R Gk
PR FENE D51 S A A7 ; PPAR B/S TERTA LHL U ) 2
O3, RARK 23k, Al R A A s o R 0 S
¥ 400 DEHP (R4 MEHP Al 375 PPAR v %%
J 105 200 B8 434k, AT AT 33— 11 B AR i 5 200 it 28 g it
PUIRIANAR T [R]E E E RS 15 35 KT R 07 40 i &
L, MEHP R 538 H i A it A b 2 ) 1 S R 3Rk
T LTl 1 s R T 2 e 1 2 3K 388 o 9 A g
FNGREE AL, e & SR =BEH I ™ . Manteiga
G SRR, HE 2 K 5 R T MEHP 7] 4%
H PPAR y 4 4 /0N BUTE 17 40 f) £ 36 3 865, DT 2
IR A SRR 7 Rk, Ok 2 1 EHE 2 B, DE-
HP 25 A% PPAR v, 52 MR D5 740 1, 5 300l
B H AR

42 RMAEAYE 5 DNA HESF AL TR,
P A AR 114 32 DRRN A 358 A0 A D, 97 35 TR 2 3 A A3
e TR IR B 1 R RO WAL IR T, M AL
() F2 B AR B 1  DNA F 3L AR S AS RNA, 3
Yo mitos kB, Bl A 1 2R 5% T PAEs KL AW b
S5t T WG B R L A R R RN/ RO Y A - R
(TAP)DNA F AL 77 A R i M )5 ), 2 5% T DE-
HP {2 /I B T 39 o B g 8 o o) BE AL 7 7 2
JINERCFP I P g D i B 3 v T X R AH , DEHP 22 8%
SEUETE A-FURE DNA FH AL Rl AR | T DBP 2228 00 5
FUHEVE DNA F AL AR 56 B — 30 A BABI I 5
R, PHT PAEs 2288 558 AE JLIBE AT i b Y DNA FH
AR AR AT G PR R = e B PAEs 2 88 158 A L,
B BRBE T2 (ADM) XA TSS1500CpG v s ik JiE
AL, 519 3Lk 5 DEHP s e . 5
N PAEs %285 WA 10 CpGs K& D8 4 i 46 11 5t & 1
I3 Vb s Rl S R B2 Ry, AL B A e AR ST
R JAK/STAT 3 B 78 g S5 A 9 A [A] B Be B AT
FLVEF], DEHP %78 0T LA /Iy SR IE A 17 20 2
B JAK/STAT 3 % , e 2k = B HIm AL 2, DO 8085 i
AR ZEFLAAL Y

4.3 A SR B e/ BUIR I AL UM = R K



1436 TR 2ERE A 2019 4F 9 A5 40 555 9 W] Chin J Sch Health,September 2019, Vol.40, No.9

B A A L A, 358 5 20 M A% B ( PCNA) A B iR 1k
ST RS DEHP 2 88 B W] 5 5 PCNA # iR 1k,
PCNA BER LA MEVE AR B B34 "> . DEHP %%
# 5 JA C3H/He /)N BUARTER FAR 17 2 & B S 34 o, 42
AR 2 TR I K BRAH DG B 11 (AgRP ) 7K b 42
e, VAR B T R o R R ) 2/ B I RRGR
IR 250 ( POMC ) 7K 18 3% T [, R B2 ¥4 DEHP %2
5 ] BE S B INAR P BE -l F EOIE BE, 3278 DEHP
AT RES R HUR IR DO BE AT Fe b A 98 R el 2 ik as

5 NG

HEJHERTASA B0 it e 23 & S HR A 25 N AT 240
(R, R BE B, R 2 8 T PAEs nf {2 iF
REE & A R . 223 PAEs 2288 5 T AU e B9 SC 56 BT
G — A AR, AT 2 T A 2 B X L B
DR AR KT A FR M, BT PAEs 5]
JHE A ELAAE LI A R T — 2P R R B

6 SEk

[1] CHUNG S T,ONUZURUIKE A U,MAGGE S N.Cardiometabolic risk
in obese children[ J].Ann N Y Acad Sci,2018,1411(1) :166—183.

[2] YANG L,BOVET P,MA C,et al.Prevalence of underweight and over-
weight among young adolescents aged 12—15 years in 58 low-income
and middle-income countries[ J |.Pediatr Obes,2018,14(3) :1-8.

[3] WANG S,DONG Y H,WANG Z H,et al.Trends in overweight and o-
besity among Chinese children of 7—18 years old during 1985-2014
[J].Chinese J Prel,2017,51(4) :300-305.

[4] LIU B,LEHMLER H J,SUN Y et al.Association of Bisphenol A and
its subsitutes, Bisphend F and Bisphenol S, with obesity in United
States children and adolescents[ J].Diabet Metab J,2019,43(1) ;59—
75.

[5] ERYTHROPEL H C,MARIC M,NICELL J A, et al.Leaching of the
plasticizer di(2-ethylhexyl) phthalate ( DEHP) from plastic contain-
ers and the question of human exposure[ J].Appl Microbiol Biotechn-
0l,2014,98(24) :9967-9981.

[6] SHU H, JONSSON B A, GENNINGS C, et al. Temporal trends of
phthalate exposures during 2007 — 2010 in Swedish pregnant women
[J].J Expo Sci Environ Epidemiol ,2018,28(5) :437-447.

[7] DEREUMEAUX C,FILLOL C,CHARLES M, et al.The French human
biomonitoring program:first lessons from the perinatal component and
future needs[ J].Int J Hyg Environ Health,2017,220(2) :64-70.

[8] MARTINEZ M A,ROVIRA J,SHARMA R P, et al.Prenatal exposure
estimation of BPA and DEHP using integrated external and internal
dosimetry:a case study[ J ].Environ Res,2017,158.566-575.

[9] GAO H,ZHU B,TAO X, et al.Temporal variability of cumulative risk
assessment on phthalates in Chinese pregnant women ; repeated meas-
urement analysis [ J ]. Environ Sci Technol, 2018, 52 ( 11) : 6585 -
6591.

[10] GAO H,ZHU Y,XU Y, et al.Season-dependent concentrations of uri-
nary phthalate metabolites among Chinese pregnant women : repeated
measures analysis| J |.Environ Int,2017,104:110-117.doi;:10.1016/
j-envint.2017.03.021.

[11] MINATOYA M,ARAKI A, MIYASHITA C,et al.Association between
prenatal bisphenol A and phthalate exposures and fetal metabolic re-
lated biomarkers: the hokkaido study on environment and children’ s
health[ J ]. Environ Res, 2018, 161: 505 — 511. doi: 1016/]. envres.
2017.11.052.

[12] HARLEY K G,BERGER K,RAUCH S, et al.Association of prenatal
urinary phthalate metabolite concentrations and childhood BMI and o-
besity[ J].Pediatr Res,2017,82(3) :405-415.

[13] MARESCA M M,HOEPNER L A,HASSOUN A et al.Prenatal expo-
sure to phthalates and childhood body size in an urban cohort[ J].En-
viron Health Perspect,2016,124(4) :514-520.

[14] DE COCK M,DE BOER M R,LAMOREE M, et al.Prenatal exposure
to endocrine disrupting chemicals and birth weight-a prospective co-
hort study[ J].J Environ Sci Health A Tox Hazard Subst Environ Eng,
2016,51(2) :178-185.

[15] ZHANG Y, LIN L, CAO Y, et al. Phthalate levels and low birth
weight ; a nested case-control study of Chinese newborns[ J].J Pediatr,
2009, 155(4) :500-504.

[16] BUCKLEY J P,ENGEL S M,BRAUN J M, et al.Prenatal phthalate
exposures and body mass index among 4-to 7-Year-old children; a
pooled analysis[ J ].Epidemiology,2016,27(3) ;449-458.

[17] BOTTON J, PHILIPPAT C, CALAFAT AM, et al. The edenmother-
child cohort study g 2016 phthalate pregnancy exposure and male off-
spring growth from the intra-uterine period to five years of age[ J].En-
viron Res,2016,151:601-609.

[18] HAO C,CHENG X,GUO J,et al.Perinatal exposure to diethyl-hexyl-
phthalate induces obesity in mice[ J].Front Biosci ( Elite Ed) ,2013,
5:725-733.

[19] HAO C,CHENG X,XIA H,et al.The endocrine disruptor mono-( 2-
ethylhexyl) phthalate promotes adipocyte differentiation and induces
obesity in mice[ J].Biosci Rep,2012,32(6) :619-629.

[20] LEE K,CHIANG C,LIN H,et al. Maternal exposure to di-( 2-ethyl-
hexyl) phthalate exposure deregulates blood pressure, adiposity, cho-
lesterol metabolism and social interaction in mouse offspring[ J |.Arch
Toxicol ,2016,90(5) : 1211-1224.

[21] WASSENAAR P N H,LEGLER J.Systematic review and meta-analy-
sis of early life exposure to di(2-ethylhexyl) phthalate and obesity re-
lated outcomes in rodents[ J].Chemosphere,2017,188:174—181.doi
10.1016/j.chemosphere.2017.08.165.

[22] KIM J T,LEE H K.Childhood obesity and endocrine disrupting chemi-
cals[ J].Ann Pediatr Endocrinol Metab,2017,22(4) :219-225.

[23] KIM S H,PARK M J.Phthalate exposure and childhood obesity [ J].
Ann Pediatr Endocrinol Metab,2014,19(2) :69.

[24] MA X,WANG D,ZHAO W et al.Deciphering the roles of PPARYy in
adipocytes via dynamic change of transcription complex[ J].Front En-
docrinol ( Lausanne) ,2018,9.473.

[25] GRYGIEL-GORNIAK B. Peroxisome proliferator-activated receptors
and their ligands ; nutritional and clinical implications: a review|[ ] ].
Nutr J,2014,13(1) :17.

[26] ZEUl, HBRE  (hasfil. PPARs 7EAETRE ML G W7 M s A s pL i vh
FVERI T ] AR Rl MRS 2015,46(3) :220-224.

[27] SRAFLLARR ZHRRERZ 3T3-L1 1A B8 I 4 i 175 5 2k 145
W[ DK HREERL R, 2012.

[28] ELLERO-SIMATOS S,CLAUS S P,BENELLI C, et al. Combined tran-
scriptomic-1H NMR metabonomic study reveals that monoethylhexyl

phthalate stimulates adipogenesis and glyceroneogenesis in human adi-



AR T AE 2019 4F 9 H 2 40 555 9 ) Chin J Sch Health, September 2019, Vol.40,No.9 1437

pocytes[ J].J Prot Res,2011,10(12) :5493-5502.

[29] MANTEIGA S,LEE K.Monoethylhexyl phthalate elicits an inflamma-
tory response in adipocytes characterized by alterations in lipid and cy-
tokine pathways[ J].Environ Health Perspect,2017,125(4):615-
622.

[30] SCHAEDLICH K,GEBAUER S,HUNGER L, et al. DEHP deregulates
adipokine levels and impairs fatty acid storage in human SGBS-adipo-
cytes[ J].Sci Rep,2018,8( 1) ;3447.

[31] NEIER K,CHEATHAM D, BEDROSIAN L D, et al.Perinatal expo-
sures to phthalates and phthalate mixtures result in sex-specific effects
on body weight, organ weights and intracisternal A-particle ( IAP)
DNA methylation in weanling mice[ J].J Dev Orig Health Dis,2018,
11.1-12.

[32] SOLOMON O, YOUSEFI P,HUEN K, et al.Prenatal phthalate expo-
sure and altered patterns of DNA methylation in cord blood[ J].Envi-

ron Mol Mutagen,2017,58(6) :398-410.

[33] NOMURA I,KATO J, TOKASHIKI M, et al.Increased plasma levels of
the mature and intermediate forms of adrenomedullin in obesity[ J].
Regul Pept,2009,158(1/3) :127-131.

[34] JIA Y,LIU T,ZHOU L, et al.Effects of Di-(2-ethylhexyl) Phthalate
on lipid metabolism by the JAK/STAT pathway in rats[ J].Int J Envi-
ron Res Public Health,2016,13(11) ;1085.

[35] HUNT B G,WANG Y,CHEN M, et al. Maternal diethylhexyl phthalate
exposure affects adiposity and insulin tolerance in offspring in a PC-
NA-dependent manner[ J].Environ Res,2017,159:588-594.doi: 10.
3390/ijerph/13111085.

[36] LV Z,CHENG J,HUANG S, et al.DEHP induces obesity and hypot-
hyroidism through both central and peripheral pathways in C3H/He
mice[ J ].Obesity (Silver Spring) ,2016,24(2) :368-378.

Yo H#7:2019-01-03

BMERMRSENEEEAXZNARIHIR

WM, 43R

VLI R4 M8 2= e LR}, BT 212000

[ TEktRIRFE] A

[FESZEE] R723.14 R 179
[XZEHS] 1000-9817(2019)09-1437-04
[KER] B g e 5 &,

N7 8 WAFAE#E G 35 000 PR, B i ik
1271 g, W0 O b A R 4 B 9 10 £
TR JERERE ] BB IR AT 4 4
126, Wi A R R A AE R 22 5, DA ey =X
WAL LIS IR 35 3T A8 B AR S A AR T A X i i
FRFRR T R B CEEIER . Wi i i 1 o i
KR LR YE A5 B o 2 A R R AR R 55— &
G Rt 7 2 5 5] B Uk 1 ) IR RE AR
s B AR 5 B8 7 B B S AR R R 3K AR 1 A
wH .

Wit 5 A E S 2 05 0 K R S N R A 6 K R 4 v,
JHE B BN A BRI A6 23 36 T A= (] A3, FLAE bk A & A S5 A
BAEETE, IR TARHL(WHO) Seit, 3T 30 458,
SBRIVIEE LA RGN T 75%°) 4 25 4 200 J7 2 1%
RTJLEE A BB B RE . A AF 9% & B, 4 5 2 48 4K ( body
mass index, BMI) ik 2 Sl NEREEE R L3, HApiE
DA Bl W S ek e B ) Pt o L3 A kSRR B | T

[1EEEN] B 1993- ), Lo, TEN FERRBL, ER5 519
9 JLEE N5 A .

[BWIEHE] T4, E-mail: wsy8083@ 163.com,

DOI: 10.16835/j.cnki.1000-9817.2019.09.047

AR R, LB T R W AR AT, T B
DU 2%, HIE R Ve IR A B E RN R Z
— U MR A R AL R B R, 25
O BT A AR B AT SN B bR /N RIIE JRE 45
ELAE 0 LB AR i W PR 0 46 22 17 2L D o e A 2
i IR 38

| BFEEE SRR

—MIAN , E B A Ak B AR A AR AR MRk
SRR Sl B AR B i B R S B Bk kA
SR b RERE R AN R B W R RS R
RIEZR G W) e QI RE ) SR T A B AR 2 R I
R LR AT SE S 2 AR B BE, WA TG A E
FEH AL 2 UM PR AL 145 S A AR B 1
HEfER HEZ —, HIXRERNIET RAEZ T L
T PR E I ATE Y BMI JE A, 0] A L
RAEAR 5 N Bk DA P58 o 11 A XS
1.1 MEEHEETILTFHEME 1983 4 Wostmann
SRR, CH/D TR LIE# /N Z 27% 1
REE AR ER , PR JC /N BRUH B AR 7 2
JANEG N 60% , iX FHELG 0 H B /N B ol RIKCES
T M AT RE 5 /N U A A G, 2005 AR
Ley %51 — IR s 4 52 560 & B, 3815 B ;I Sk 119 /N B
(ob/ob) il NIEREEE 1/ BUFFE T (F/B) Ee gl m,
1M Duca 4500045 I G BUVA 38 1A 25 LLAELEY F/B B
Ford 2] 70 v /N BRI 38 9 s D & T R R



