<70 - Chinese Journal of Pharmacology and Toxicology 2002 Feb; 16(1):70 — 74

= SUE XK R BE B X5 Y %2 i

Bomc, INER, KOE

(B RHORE R R 2 B E I S B ah A= b=, L 5

FEE: B T = A XA MW RS,
Fik 4 SD XA Z A A4 50,150 & 250 mg-kg ™!
ME g, BR 1R, FELS B, i TR Fe 5 By
2128k = B8 (TG ) A& BT A= fig By 48 42 fig By B2
S8y (FAS) &M, R AT AT MR 2 30 R 3 &40 ) g
W ka2, R =5 AT LI IEF S By
LHLR FAS W AL 8 W5 & R % B % vm , e 7 AT IR
RE W 4128 TG 2 3 Mol o Rl B =R AL TR R
HEFHRRTETRY ., HiE ZRERRTIH @
N5 By BR AR, , i BL3T KRG s B LA 3 AR
KW =R 4 I BB I8y BR A0

FE 45 ES: RI62
MNERFRIRAS: A
X 4 S 1000-3002(2002)01-0070-05

SRV (uriclosan) 1657 44 ) R SE A (2,4,
4’ -trichloro-2’ -hydroxydiphenyl ether] , J&— %} &5 =
PE(G™), S22 B (G ) FIEL AR A 0 A A T
FEPREAI N, 30 ARk —H M TS AKE
PR B K T B, TR AR AL B, 2L
i A4 e 7= it (23 BRI Y ] = Gk
i AE T 40 & A8 U5 B2 G B8 (fatty acid synthase,
FAS) 7 4t 119 I 19k 3 28 1R 2 11 38 )5 i (enoyl-acyl
carrier protein reductase, EACPR) , Il g i B2 1) & B%,
TR HT AR T, A7 O XS 20 B i 07 A 5 T A F 5
SCRERIAR AR,

T S L S S N2 FAS BAT R OR Y
PR S = Gk LA s i Bz IR ™ e iz
AR P, DRI %o M 7L sl 9 AR 288 ) 532 T oL 451
FA o PR LA 5 L — ELAZ B, K X A e i i

Y FS H#1:2001-02-07  #3% H#J:2001-10-10

EBE® v m(1974-), &, smEWTA, E¥
LB A, FEA SRR A

“BERVEFH . Tel: (0871)5162847
E-mail: tangli20 @ hotmail . com

430030)

AT o ASIFFE LR B S 30 42, AT
HIEFIE D 2R A7 TR AR = SRR X L s Pl
A B2 o B R DL A M2 5 T B 5 41

i

1 #efFrik

1.1 Ak

1B Sprague-Dawley (SD) K FR 40 H, § AT
(216 £ 7)g(x = s), f R PGS /R-DHLSL RSP H
FRZS A4, =& 4B A 2 KIC Chemicals Inc, 4l
£ >99% ; —H P (dimethyl sulfoxide, DMSO) , £B4H
RN =T, e drali s BRI A, T8 IR A,
NADPH I B Sigma 2],
1.2 HYHARRFE

SPIE N PENESR 3 d J5 , HRAREE FEHL S 5 41
XFREZH, AR S, o ), e AR A, 0 PR 7
2Ho 3 FhFE 254 L DMSO AiEH], 209 ig 44T
=54 50,150,250 mg- kg™, BRI, ELEMESE 5
JA, EELRKLE R, ig AN 2.5 mL-kg™'-d™ ',
Xof B R P X M M 2H LAAH L 25 AR DMSO ige BRTAC
YT, RS AR AMEE, id Rt E i,
i %o M 7 A DU MR A0 v 79 e 2L 2 e 4 TR 3h)
HEOK, B3 d R 1 IRIRE . SEE0 S5 A ik 40
B AR S

W LA i K A6 A P AR iRk R LR
SRk E Y 81.5% , T 11.75% , I 2%
4% . I B [RGB RE R 2 52 56 2l W v 1) S A 1]
B FORTER (T #e 1: 1 IRA L
1.3 EREFZE

1.3.1 mEHM=BE R, EREAH =S
2

Hm B A BEE (OGN &, W B R B L)
BARA IR 7)) Lo LT PR A7
1.3.2 RFBERASRERAERIER S BEE 1%
ZMSCHRI8 JHEAT I 2. WSk ARFER B, 73



PEGES L EEERE 2002 42 H; 16(1)

<71 -

JHME e S2 AU IR BT A2 . IR UGS 2 3 52
(0.1 mol*L~! NayPO,,0.07 mol- L~ NaHCO;, 1
mmol*L~" EDTA, 1 mmol-L~" DTT, pH 8), 7£ vk
HATFE S G B0 (10 000 X g, 15 min), BRZ248
KIFRLGTIE . TS50 (100 000 x g, 50 min) , 5 44
SR TTVE B IR ARG o BB, 7 RIS G 1
BROX R & A VR B O L, B 4CHE R . T E
TEEH 1 mmol- L' EDTA,pH 7 #9 0.1 mol - L™ "B iR
PRZE PP P HEAT IR BE R SRS A 6 pamol -
L=, 9 B4l A 12 pmol - L=, NADPH 37.5 pmol -
L', AR 2 mL, BF 1 em Y62 A HARH, 37°CK
TRPER 4 ~ 5 min, DA B J5 A9 s o 2500 B3 RS
SN, F 340 nm AT 22 W0 O R 9 AR
1k, 64 NADPH 48 FAS it 484k NADP Jir#,
TR I ET . FAS 1E PR B R B 22 o
BEEFTH 37°C T A48 %0 1 nmol NADPH ) fiff 2
(ymol'min_]'g_lﬁlél)o
1.3.3 EAREE

I Lowry 2090505
1.3.4 HEEALVAFRE

B BT AT IEZH 2, T 10 % 48 IR Tk e v 1]
FE T Tl vKRYD B, LAGRER P IV 3647 IR 7 s 4,
FH IR WA B A s B G o0 B R e A T MR 43 #
T E 285 S DA 4 W 6 B (A ) = A X 3 v AL T
FRERIR o BRI BE LR E 5 ASOLEF R4 700 2 , B
HPI1H .
1.4 SitFaeE

SLIGEER UL & + 5 FoR o ARFLHR A SAS FfF:
LT 7 2550 BT B 4L 1B) W 1 L 46¢ 5 1133048 s 22 1]
(RAH DG R B AT Z2 R Z B [ 43 #7

2 R

2.1 XRHESHFEYHERE
B W1 U NG AN B B SN B o s
TR AT, X W] ARG 0 B AR It 22 R
o A S RO IR L, Bt R AT (H
PRELG A A 2 35 IR
2.2 MlE/EEREMZEARERERAR KELLE
2 AR, AR R R =R s Y S
U NG 7 2H 23 /A7 T B 8 T AR, T e/ B
PR IV 48 g 5 (ELASC g 790 0 2 P A 0 IR 2 B
BCXS ISR AR L , BT B TR S o

Tab 1. Effects of triclosan on body weight gain and
average daily food intake of rats

Group Body weight gain/g  Food intake/g*d "
Control 64 =27 17.0+0.1
Triclosan 50 59+ 20 16.3+0.4" " **#
Triclosan 150 41 +20* 15.6+£0.8" " *
Triclosan 250 30+21"** 14.1+0.8% "
Matched-pair 61+ 16 14.1+0.8""

Control and matched-pair groups were given ig dimethyl sulfoxide
(DMSO) 2.5 mL-kg™!+d~!; other groups were given ig triclosan
50,150,250 mg - kg~'-d~', respectively, once a day for five
weeks. x+s, n=8. " P<0.05, " P<0.0l, compared with
control group; * P<0.05, *# P <0.01, compared with matched-

pair group.

Tab 2. Effects of triclosan on liver/body weight and
adipose tissue around testis/body weight of rats

(Adipose tissue around

(Liver/body weight) x 10?

Group Jmgeg! testis/body wei_glllt) X
10°/mg* g

Control 2.94+£0.26 13.7+2.4
Triclosan 50 3.13+0.18% 12.2+2.2
Triclosan 150 3.17£0.12" *# 11.1+£2.9
Triclosan 250 3.25+0.20" **# 9.5+1.6""**
Matched- pair 2.79+0.38 13.2+2.6

r 0.90 -0.99

P >0.05 <0.05

The treatments were the same as described in Tab 1. x £5, n=8.
*P<0.05, " P<0.0l, compared with control group; * P <
0.05, #* P<0.01, compared with matched-pair group.
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Tab 3. Effects of triclosan on serum, liver, adipose N, RAAN E SR, R FAS 35 HOE

tissue triglyceride(TG) content

Group Serum T(_}l Liver T_CI Adipose tiss_ule TG
/mmol - L /mg*g /mg*g

Control 1.07+£0.19 37+4 20+8
Triclosan 50 0.98+0.17 36+4 118+ 6
Triclosan 150  0.91+0.19 33+3" 116 6
Triclosan 250  0.76 £0.12" " 313" " 108+£9”
Matched-pair ~ 0.90+0.20 35+4 112+9

r -0.99 -0.99 -0.95

P <0.05 <0.05 <0.05

The treatments were the same as described in Tab 1. x + s, n=8.
“P<0.05, “* P<0.01, compared with control group. There are
no significant differences compared with mached-pair group.

Tab 4. [Effects of triclosan on fatty acid synthase
(FAS) activity of liver and adipose tissue around
testis

FAS activity/pmol*min~"+g~! protein

Group

Liver Adipose tissue around testis
Control 17.7+2.2 30.1+2.2
Triclosan 50 15.8+2.7 27.8+2.8
Triclosan 150 15.0£3.2 26.9+3.6
Triclosan 250 12.4+2.5""#*# 24.6+3.2" " #*#

Matched-pair 16.0+£1.6 28.9+2.1

The treatments were the same as described in Tab1. x £+ s, n=8.
**P<0.01, compared with control group; ** P <0.01, com-
pared with matched-paired group.
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Tab 5. Correlation coefficients between parameters
Parameter Correlation coefficient P Value
A-B -0.99 <0.01
C-D 0.94 <0.05
E-F 0.99 <0.01

A: Triclosan dose. B: Food intake. C: Liver FAS activity. D:
Fatstaining absorbance in liver slice. E: Adipose tissue FAS activi-
ty. F: Weight ratio of adipose tissue and body.
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Effects of triclosan on fat metabolism in rats

TANG Li, SUN Xiu-Fa, ZHANG Jun
( Department of Nutrition and Food Hygiene , TongJi Medical College , HuaZhong University of
Science and Technology , Wuhan 430030, China)

Abstract: AIM  The effects of triclosan (2,4, triglyceride of serum, liver and adipose tissue.
4’ -trichloro-2’-hydroxydiphenyl ~ether ) on fat Pathology examination of liver supported this re-
metabolism in rats were observed. METHODS sult. In the meantime, we found triclosan resulted
Various concentration of triclosan (50, 150, 250 in decreasing food intake in a dose-dependent
mg kg™ !, ig) was given daily for five weeks. The manner. CONCLUSION  The results suggest
liver and adipose tissue were examined by bio- triclosan inhibit fatty acid synthesis in liver and
chemical analysis of triglyceride and fatty acid adipose tissue and affect the fat metabolism in
synthase( FAS) activity and image analysis of liver mammal animal rats.

slice stained with Sudan [V. RESULTS Tri- Key words: triclosan; liver; adipose tissue; fatty
closan decreased FAS activity in liver and adipose acid synthase

tissue, inhibited fatty acid synthesis, and lowered
(ARG A F41)
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