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Abstract

Scientific evidence of conjugated linoleic acid in weight control

Pairin Pordee, Sudjai Wongpradubchai
Project advisor: Srichan Phornchirasilp
Department of Pharmacology, Faculty of Pharmacy, Mahidol University

Keyword: conjugated linoleic acid, antiobesity, weight loss

Obesity increases the risk of several chronic diseases including diabetes,
coronary heart disease, hypertension, and stroke. The conjugated linoleic acid (CLA) is
attracting interest because of its purported effects on body composition, especially a
reduction in body fat mass and an increase in lean body mass, numerous health food
shelves sell CLA supplements or CLA-containing products as weight loss or ergogenic
aids. Because research on CLA has been almost exclusively in animals and the
mechanisms by which CLA include decreased preadipocyte proliferation and
differentiation into mature adipocytes, decreased fatty acid and triglyceride synthesis,
and increased energy expenditure, lipolysis, and fatty acid oxidation. Although there is
evidence that CLA exerts positive health effects in animals, there is little scientific
information on its effects in human beings, making it difficult to predict the long-term
effects of CLA supplementation. In less than 1 year period, 3.4 g/d of CLA reduced
body weight, body fat mass and increased lean body mass when administered to men
and women with body mass index (BMI: in kg/mz) 25-30. However, CLA treatment with
different time period but less than 12 months did not showed any significant different
result. The longest period of study is 12 months. In contrast, a 3.4 g daily dose of CLA
supplementation for 1 year did not prevent weight or fat mass regain in healthy obese
population. Therefore, to use supplemental CLA may not contribute any health benefit as
its purport and may increase the risk of the cardiovascular disease, insulin resistance,

etc. More data are needed to support its efficacy and safety.
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Mediators and pathways in appetite control.
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cis-12 CLA 68 hepatic SREBP-1¢ and LXRa mRNA
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WA trans-10, cis-12 CLA (lane 3) s hepatic cellular
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11 male ob/ob mice.

Immunostaining of insulin Tu pancreatic islets 183
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5-HT
8-is0-PGF ¢,
o-MSH
ACO
AgRP
aP2
BBB
BMI

BW

c9, t11
CART
CB
CCK
C/EBPa
CLA

cm

CNS
CPT-I
CRH
CRP

DA
DHA
DM

[ %4

fyanunl waz Aa

stimulates appetite

inhibits appetite

serotonin

F2-isoprostanes
alpha-melanocyte-stimulating hormone
acyl coenzyme A oxidase
agouti-related peptide

adipose fatty acid binding protein
blood brain barrier

Body Mass Index

body weight

cis-9, trans-11

Cocaine and amphetamine-regulated transcript
Cannabinoid

Cholecystokinin

CCATT enhance binding protein alpha
Conjugated linoleic acid

\TURLNAT

Central Nervous System

Carnitine palmitoyltransferase-I
Corticotropin-releasing hormone
C-reactive protein

delta

o

Dopamine

Docosahexaenoic acid

Diabetes Mellitus



DXA = dual-energy X-ray absorptiometry

ECS = Endocannabinoid system

FAS = fatty acid synthase

FFM = fat-free mass

FM = fat mass

Y = gamma

g = n3u

GAL = Galanin

GAPDH = Glyceraldehyde-3-phosphate dehydrogenase
GH = growth hormone

GLP-1 = Glucagon-like peptide

GRP = Gastrin-releasing polypeptide
HDL-C = high density lipoprotein-cholesterol
HL-SAF = High linoleic safflower oil

IL-6 = Interleukin-6

IOTF = International Obesity Task Force
Kcal = AlauAaes

kg = Alaniu

KO = Knock out

LC = Locus coeruleus

LDL-C = low density lipoprotein-cholesterol
LH = Lateral hypothalamus

m = bNBIT

MCH = Melanin-concentrating hormone
MC,R = Melanocortin-4 receptor

mg = Naaniu

UM = micromolar

mRNA = messenger ribonucleic acid

MUFA = monounsaturated fatty acid



NA
NE
NIDDM
NIR
NPY
NTS
OLETF
ORX
PG
POMC
PPARY
PUFA
PVN
PYY

RAAS
SCD
SFA
SNc
SOCS-3
SREBP
t10, c12
TC

TG
TNF-a
TZD
UCP
VMH
WHO

not available

noradrenaline

Noninsulin-dependent diabetes mellitus
near-infrared technique

Neuropeptides Y

Nucleus tractus solitarius

Otsuka Long-Evans Tokushima Fatty rats
Orexin

Prostaglandin

Pro-opiomelanocortin

Peroxisome proliferator-activated receptor y
Polyunsaturated fatty acid
Paraventricular nuclei

Peptide YY

ANGY (EWRAINRS) / duseudaie (HuRNmg)
Renin Angiotensin Aldosterone System
Stearoyl-CoA desaturase

Saturated fatty acid

Substantia nigra pars compacta
Suppressor of cytokine signaling-3
Sterol regulatory element-binding protein
trans-10, cis-12

Total cholesterol

Triglycerides

Tumor Necrosis Factor-o
Thiazolidinedione

Uncoupling protein

Ventromedial hypothalamus

World Health Organization

2



WHR

WT

w/w
Wy-14,643
ZDF

Waist to Hip Ratio

Wild-type

weight of solute in weight of solvent
Peroxisome proliferator

Zucker Diabetic fatty rats
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NHIATFIU (2)

v Aa

NUNLN

AINNGS BN (kg.) g1el (kg.)
(cm.) TATILAN A Tuny TAT9LAN A ey

147 46-50 49-54 53-59

150 46-51 50-55 54-60

152 47-52 51-57 55-62

155 48-53 52-58 56-63

157 48-54 53-59 57-64 57-60 59-63 62-67
160 50-56 54-61 59-66 58-61 60-64 63-68
162 51-57 55-62 60-68 59-62 61-65 64-70
165 52-58 57-63 61-69 60-63 61-66 65-72
167 54-60 58-65 63-71 61-64 62-68 66-73
170 56-61 60-66 64-73 62-65 64-69 67-75
172 56-62 61-67 65-75 63-66 65-70 68-77
175 58-64 62-68 67-76 64-68 66-72 69-79
177 59-65 64-70 68-77 65-69 68-73 71-81
180 60-66 65-71 69-79 66-70 69-74 72-82
182 67-72 70-76 74-84
185 68-73 72-78 75-86
188 70-75 73-80 77-88
190 71-77 75-82 79-91
193 73-79 77-84 81-93

(Amutaeann 1983 Metropolitan Life Insurance Company Height-Weight Table)
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ro= ANNgS (cm.) / useudaiia (cm.)
PN Gl
YUIALAN >11.0 >10.4
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2. AATTNIanIe (Body Mass Index: BMI)
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v
AsstuaanieAuIldann BMI = dminsadluilandy  (kg/m?)

(mu@qﬁllﬁumm) 2
ﬂ@ffgﬁmﬂuﬁﬂ@m*uﬁuﬁﬂ@ﬂdﬁ A1 BMI arunsalfiduinasininsgaulunisdiuun

ﬁﬁuﬁﬂmm‘jwmﬁiuéfmm%ﬂLu;ifmf;ql 20 Taulll asdnsewnsdalan (World  Health

Organization: WHO) ¥ AUUNIL A0S TT AN NN Ta93 e 1 Famn 9197 2

AN9197 2: NNFANUUNTEALUBIATUNIANE (1, 3)

BMI (kg/m°) Classification
<18.5 Underweight
18.5-24.9 Normal
25.0-29.9 Pre-obese
30.0-34.9 Obese |
35.0-39.9 Obese |l
>40.0 Obese IlI

o ]

atialsfimunsld BMI fidesinegiing iesanifunsiaunnlafuiazas
Tusnannaviavse (Total body fat) seliarunsavenlddniulagilugdiu Visceral fat viia
Subcutaneous fat Tﬁmﬂ'ﬂﬁmﬁm@mﬂiﬂ%uﬁummm%\imeaj\iLLaszmw Lerimf«u%u@gj
AUAMNUWANANNTENI TR UG eunspfsenatuiuiladedundesay 7| WU 81T T
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(Waist circumference) N199A7aLLRIUNTAITALAZINN (WHR) ViraANuUaalaule

H9119 (Skinfold thickness)
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A3 3: NNFANMUNTLALIBNATRNANEIAN International Obesity Task Force (IOTF)
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BMI (kg/m°) Classification
<18.5 Underweight
18.5-22.9 Normal
23.0-24.9 At-risk of obesity
25.0-29.9 Obese |

>30.0 Obese |l

3. WWugauLan (Waist circumference)
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N17IALAUTALLRIUL ﬁ]QLVIﬂWIﬁQG’W]@\‘]ﬂu’WHﬂUWM LL@QQ@U?LQM?%V@’N%WEI@N

(The lower rib margin) fuazInn (The top of the iliac crest) T9azinnawvnglaganiAnd
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4. fpIdauszuInudusaLenmaLduraLazInn (Waist to Hip Ratio: WHR)
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WANN > 0.8
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1) #91aIW4 (Android Obesity, Apple Shape) nguiazilladiuazanizionnan
o o . A . | v 9/ S 3 =
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NAlNN1SAILANAINAYAMNANTBITINE

ANAI4IU Hypothalamic arcuate nucleus Lﬂumumﬂum?muﬂz\l‘wqﬁﬂ‘i?um?

|
a

Futlsennu ‘Emm’j@uﬁmuaumw%mﬁmmm Ventromedial hypothalamus (VMH) uaz
Paraventricular  nuclei  (PVN) mu@uﬁmu@Nﬁfaﬁmﬂmﬂmuﬁﬂﬂu?mm Lateral
hypothalamus  (LH)  (10) %ﬂ‘]_l?fmmmmﬁ@zﬁ neurotransmitters 5N LAY
neuropeptides mv‘i’mﬁ’]ﬁmu@umﬁuﬂ?zmummﬂﬁmmﬂa”@qﬁumﬂ%ﬁwﬁmumm

1 v

3
f19n18 1ALdTIUaIHAZVAIRANNIAINTIG peripheral LWL central nervous system

Pituitary gland {Enducrineresponses
Median eminance

Cerebral cortex
Limbic system
Thalamus
—_———
Cognitive processing
Response plan
Frocurement actions
Reward memory
Social screen
Competing behaviors

Olfatory

LHA
Dynarphin
Orexing

CART
Galanin

LEFTIN

Oro- and locomatar contral
Autonomic contral of effectors
BAT, WAT,
huscle, Pancreas
Liver, Gl-tract, “asculature

NFYIAGRR
POMO AR
.

Retina:(wsual)
Circadian input

Galanin
MNeurotensin
Leptin

BRAINSTEM&SFINAL CORD
DRMN-Serotanin
MTS-GLP-1/GLP-2

Jterleukin |
(hduscle]

Homeustatié"?np_l_.lt

HAlUNITAYLANAITNI/BNTDY

=)
bt}

7U9 10 NIALANANAANAIILLATAIUIBIANDY

$99N18 (11)
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1. Central mechanism

ﬂ’]ﬁ‘ﬂf&‘]_lm\lﬂ')’mﬁ'}LL@ZV’]Q’]M@INT@H@N@\T&H finnsfAneAseunnuneRen ULt
neurotransmitters Wa% receptors F4 171'Lﬁmﬁmﬁquﬁmwmiﬁiﬂmﬁmﬂum@mmn
NN9NNUFINARTES PVN, VMH taz LH Tag PVN waz VMH i glucosensitive neurons
(10) Aa #1190 uptake glucose LiﬂLﬁmzﬁ'mmﬁwmiﬁl,l,mﬁﬂﬁlﬁmmm;‘a‘ﬁﬂﬁlu #3 PUN
kaz VMH gn innervated a8l dorsal raphe nuclei %\‘ILﬂu nucleus 17{1% serotonin (5-HT) Wl
neurotransmitter 411 receptor ‘17i mediate effect U483 5-HT Iuma‘ﬁﬂﬁ’lﬁmmmiﬁﬂ%u An
5-HT,. receptor (12)

PVN 111 wana1nazgn innervated #ael dorsal raphe nuclei Waa€gn innervated

| 1
=]

ginel locus coeruleus (LC) @il nucleus Al noradrenaline (NE) il14 neurotransmitter

NE #114988n11azdui o, receptor L PYN ULATHNANIZHUANAEINEMNT (10, 12) WH
dl ol/ [-3 o o 77 ] ¢4

NE #udsaanunildduiu o, B, receptors U PYN ldaedanaliannaiuasinaimng
aI/ A 1 dgl = % o dl [~ ] %

(12) uAe pathway aniazinadnuiu inaiiunisnsuaulaly pathway 1o pathway

wileineunnlyl dauil LH tiugn innervated 1ng substantia nigra pars compacta (SNc)

day , o , 4L .

7914 dopamine (DA) Lili neurotransmitter DA N1¥a9aanN1aNLatglszann SNe azay

i D, receptors Ui LH WAaHNALUIIANAEINAIMIT WANAIN D, receptors WAA o,

v
receptors Ui LH cell flafnagag mediate nnssiusiapanuasnnatisandag (10, 12)

Neuropeptides Vi@@nqm?ﬁ{ﬁ hypothalamus utienanlendlu (13)
> Peptides NiNszfuAINDEINAIMIT (Orexigenic peptides) Usznavsig

= Neuropeptides Y (NPY)

Agouti-related peptide (AgRP)

Melanin-concentrating hormone (MCH)
= QOrexin A Llaz B (ORX)
® Galanin (GAL)

» Peptides ffufapanuesnnamng (Anorexigenic peptides) Usznausag
= Corticotropin-releasing hormone (CRH)

= Alpha-melanocyte-stimulating hormone (a--MSH)
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= Cocaine and amphetamine-regulated transcript (CART)

m Urocortin

Appetite Stimulating or Orexigenic Peptides

NPY flu peptides ﬁﬂi:ﬁum’m@mﬂmmﬁm?wmﬂLsn@@"l,u hypothalamus
153190 arcuate nucleus LazdlLli PVN, VMH uag LH Tag NPY asn191u[nu subtype
284 receptor fiFnemis 195 YIR, Y5R 1Az Y2R (14) waNaNT NPY faadaiasudsnnann
adrenal gland LLa¢ sympathetic nerves fingl NPY azauniu NPY receptor %q%@@ﬂqm%r@m
nslindsuaesianalagda sympathetic nervous system uaziinlasilusnenie
Tneninnnsmds corticosteroid waz insulin @s NPY ilifluanvmaesnisitlaflusienie
LﬁN%HLL@Zﬂ’]QZ%@EuQau ma?@@ﬂqw‘ﬁ{mm NPY azamaslag leptin, insulin 1Lag estrogen
(13)

AgRP ilu peptides ‘ﬁlmz[ﬁ’jumm@mﬂmmﬁmﬂwﬂu arcuate nucleus WATRaN
qm%fimﬂmwi@ CNS wiligrin lAnN i Usenuanmnsunty (hyperphagia) uaznn ¥
v AgRP il endogenous antagonist s melanocortins  aaiflus
neuropeptides ﬁﬁuéﬂmﬁuﬂmﬂmuﬂi LL@%L‘WIN leptin, insulin lunszugdiaen uﬂﬂmn‘ﬁﬁﬂ
dslasulusannedae (15)

MCH il neuropeptides fia¥aanmadlszamdan lateral hypothalamus LAz
@@ﬂqm‘éﬂ@fzréjumm@mﬂmmﬂmN'm PVN (16) Iumaf@@ﬂqw‘ﬁfmq MCH 11 MCH Ay
Lﬁﬁdm?ﬁ@rﬂﬂd@wm neurotransmitters ﬁﬂi:[ﬁ’juﬂ's’mﬂﬂ’mmmi (NPY waz AgRP) way
ann1slantangaas neurotransmitters fcudfapnuesnneimng (o-MSH tlaz CART)

Orexin A Waz Orexin B il peptides finuilumadelszanaas dorsal, lateral WAy
perifornical hypothalamus 121 Orexin A nszsuAINaEINAIMT 613NN Orixin B (16)

GAL Lilu peptides ﬁwu"l,u arcuate nucleus, dorsomedial nucleus AL PVN 184

hypothalamus @atflusanAsuannsgatnladudngsanauaziinnisazanaalaiuing

AANT MNAINULRIFINE (16)
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Appetite Inhibiting or Anorexigenic Peptides

CRH il neurohormone WL PVN ﬁq%é@ﬂﬂ'ﬁ’]ﬂd‘ﬂﬂ’]ﬂ‘ﬂ’]ﬁ’]?LLﬂZﬂ?tﬁ:u
sympathetic nervous system NN d s ueaaneLasi i fanasld
wananii CRH anafiualldiuda NPY 1&&as (16)

a-MSH il neurohormone ﬁﬁu&amﬁmmﬂmmi %ﬂ@fuwfm pro-
opiomelanocortin (POMC) ‘ﬁgﬂ@%’ﬁﬂu arcuate nucleus TnsiaAeiLaislmd proconvertase-1
Tunnsilaswily o-MSH (12) o-MSH ﬁ@t’ﬂ'ﬂﬂﬂﬂﬁﬁ'ﬂ’ﬁﬁﬁu melanocortin-4  receptor
(MC,R) uazgnavupxing leptin 11 hypothalamus #iagl (17)

CART Ly peptides ﬁl@ﬂﬂqwﬁu arcuate Wa¥ paraventricular nuclei mmmﬁuéﬁ
ﬂmu@ﬂfmﬂmqiﬁgﬂﬂizﬁ’jﬂmﬂ NPY I& (17) daunsdaiaszif CART ﬁu%gﬂmzﬁu‘imm
leptin K1AEARL POMC

Endocannabinoid system (ECS) ilusrunifiranudndnylunismiunuannaues
wasauuaznisavanlaiulusianie dednfudaazfans anandamide uaz 2-
arachidonoylglycerol %mmﬁqﬁlﬂu endogenous  lipid ﬁﬁqw‘ﬁfﬂ@:rﬁu cannabinoid

receptors GRENN CB, waz CB, receptors Thel CB, receptor %wmgjﬁ hypothalamus
171904 arcuate nucleus, adipose tissue FULAZNANNLLE dou CB, receptor CYAI
immune cells Tunscifiszuy ECS # AnMsnneuininiivazinanszsuliiinaainesin
= 1% o d’l’ dll o o cal d%l 3 ¥ 1 o
21119 Annsaislaiuluiedie laduuazduiisau nliiiaruliangaresndseuly
$anne Anisazanaedladu fianinzlediuluiaesinilng nnazhegugau in glucose
, K g o . doa %
intolerance  uaziinANLAeNsalsaialauazraanaen AalnsimLIE NN Lafu CB,

receptor WalfanANaEINaINIIAY (18)
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Insulin resistance

T

Muscle & Liver

!

Resistin

B adrencreceptor Leptin

) Gastrointestinal
Adipocyte tract
oestrogen.__ — l — - CCK
T

| PYY ,
GH HYPOTHALAMUS [ Ghrelin_|

o adrenoreceptor Neuropeptide Y +

[ Serotonin = -
norepinephrine -

+ pinep +

g‘ﬂﬁ 2: Mediators and pathways in appetite control. GH = growth hormone.
CCK = cholecystokinin. PYY = gut hormone fragment peptide YY.

+ stimulates appetite. — inhibits appetite. (16)

2. Peripheral mechanism

fladgannadaazdiutlarasuouniniasdyninelilin ONS WamILANNIINNNI
284 orexigenic WA anorexigenic  neurotransmitters  YNT9dU ) uardeszazeng Ing
AryryrnuiAruANToduy o duszingadesiuleanrng TINIAINITULNINALIMITUATH

Ce |d| % U a o

AutiAquANagNaneas Loun ansanuiswannglea nenezdily nenladu uavas fluuly
NLAUBINNT D glucagon-like peptide1 (GLP-1), peptide YY (PYY) Wa cholecystokinin
(CCK) ansuazaafinumanibifludaninliiiaaanidngn dednyayinmacuanludoedu
dgj 1 dl o o 1 ¥
1 Tannsnnlasuannarasndsnulaznisazas ladulusenials

1
o A

FafiAYLANANAATeINAIIUluTNg lussazeane Usznausiag insulin, leptin LAY

=]

ghrelin @3 ghrelin # 1flu peptides NNszEuANBLINEIMIALE (16) TuniaziinAaasiuu
wantiazatuAunIivesuaznisldnasuaesinaliangaiu e it uinuas

lasiupalAs

Peptides NAAAMNAENNAINITUTBLNNNF MWAIIUUDIFI9NE
Leptin tulilsfiunia¥rsnnaniaasladulng ob gene Fuilugiuniacuiauaudau

(10) uazuavdngnszuaiann Tasa1u190[1U blood  brain  barrier  (BBB) ldaulilfis
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hypothalamus YINLTIIL paraventricular, ventromedial Wae arcuate nucleus LLﬁQ‘ﬂ@ﬂi]‘V]%
4 aus o i ve 2 y o

anANNaEINaNTINa IR NAUN IdFuaInensanas waztunisldnasanuees
| [ rdld . o ¥ A = . 1 a % I ]
TWNNEY ARINN leptin A1UIUUAE KTAN leptin receptor VLNLWHQW@’QﬁLﬂﬂﬂ’]QtﬂrJuVLm LB
Tunamsariudin audaudnasd leptin lwidengs Beunngaandn A o) uinn1zheste

. . . = = a dl ) . dl
leptin (leptin resistance) (19) TagaNlUsAUMABLHANNITUNIRNIININIULEY leptin #
leptin receptor ¥u suppressor of cytokine signaling-3 (SOCS-3) (20) wananii leptin €4
\udiana1en€iuga neuropeptides  AN3¥ABANNEYINDINIT LW NPY, MCH, GAL uag

NIzh peptides NAAAIINALINANUIT LW neurotensin T9aLfAuTALANN1IAWIY

D

hypothalamus (14) WAEHEARNNTNNIULES POMC (12, 21) fagilh 3, 4

a4

Catabohc pa?h?ay\
&3

LLHA a
o Reasponse to
satiety signals
NPY

A -
POMC “Mabolic pathways

Adiposity _ |
signals

gﬂﬁ 3: NTRANONATRY peptide AAAAINBENNBINNTURIFINNE (22)

Vagus nerve

Superior
cervical
ganglion

Mechanical

CCK refease
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circulating leptin / insulin proportional to fat cell mass

o o

inhibits activates

arcuate nucleus

NPY/AgRP a-MSH
expression expression

paraventricular
nucleus

NPY AgRP —— o-MSH
release  release (inhibits) receptors
more food intake less food intake

717 4: nalnn9eangmsaes leptin Uaz insulin (22)

Cholecystokinin -~ (CCK) il peptides NdAMua1AyAvitelunimfiig

a

ANFANEN Fannsfuszniueusssinnitlsnumze lasiuaznazfun1auds CCK - an

au

o A o

siadyRnTasan lEIandausu Taa CCK Nuasaanunaglilduiu CCK, receptors Tunisimiu

3

27117 (23) waraanszuwalszainunulie nucleus tractus solitarius (NTS) luanasine
vagus nerve WAz NTS azniutindenszuailszansaldds medial  zone 289
hypothalamus @liun anasdau PYN uaz VMH M liifinaauianas (11) seauaed CCK

¥ | v 3 | 3
avauganiely 30 Wi Waiuiszniueiuis AsiulugeunartizesaulnfasiAnas COK I

o o

Tadaruneneitu BBB 18 wsdudunsziililuanas udaduiu CCK, receptors M liiia
AMFANaN A (13)

Insulin Lugasluunnauiain p-cells IasAUaaULATANNT0HNW BBB 16 Tag

= 1

insulin %@@ﬂqmaﬁﬂﬁuﬁu insulin receptors TNt IaNdN89491 hypothalamus,

u

pituitary, mammillary bodies, lateral septum, amygdala, hippocampus L@ olfactory bulb
Tneifidau arcuate hypothalamic nucleus AaHNASLISIN9N9UID NPY (24) fagild 3, 4

¥
wanani insulin SeNUNUIMAAyTuNsATLANNIIT LTI NS LAT ANARNAIINY

2 YR

TpeANNaNN I ananaas CCK (25) UnA insulin Ruaiidng Mwaasuaassanisine

a

Wnnaiundunglaauaznsnerdludaas Wadeniadniaiunglaadimagudoas

nazsulififia glucose oxidation uwazi/asuilu glycogen avanlusnanig fdudinisifin

o

glycogenolysis  LAZ gluconeogenesis wananil insulin NNAAANNTLAR lipolysis,
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proteolysis ~ anA28 (12) WA ben19nsaniudnu diald insulin - annanaven i luawld
TapLLnm91 vidennail insulin wdsunniAuly asfiualisameiiwenifstuld 26)

Glucagon-like peptide 1 (GLP-1) ilu peptides ﬁgﬂmzﬁ’jwﬁﬂﬁma@’wm?ﬁﬂﬂlu
SIEENEWAT L cells  Tudnldi@ndutlany nds GLP-1  aanun deduavnlfiAn
mm?ﬁﬂ%"m (16)

Peptide YY 1ilu peptides AAAAINALNNEINNT %q%gﬂmzﬁmﬁﬁuﬂizmu
a1 iinasnugalsianzlaiu il L cells luniaduaimnsdaudanaairauazids
PYY aand1 (16)

Gastrin-releasing polypeptide (GRP) fu peptides fig¥1aunanniTa FIRLETN

NILINIZAINT NIUTNN TUNNIAAAIINBLINDTINIG LATAILIANNIIUAITEY gastrin #atl (16)

Peptides NANAMNALEINDIUITUFDAANIS LTWAIULBISTI9NE

Ghrelin Hugasluudallnsaad1amdne motilin UAINIAINNTLNIZBIMNTUAZA b

= < v

k3
ANAIUAY (27) HONBNILHUAINEENBINIS 73<1ﬁmumu@ummﬁfﬂwﬁqm@uﬁ@mm@

q

WAZTI9FUIRINRRNT 32U ghrelin  lunszudiaanazanasluaugqu Ing ghrelin - ez
N3LAUNIINAY NPY uaz AgRP 71 Arcuate nucleus T9azlNANIZHUAINAEINAMNTUAZH
o 9/%/ o o al g dg/ o o o il/ nI/ . a Y
Havn Itwinaanaw wananildudeilua fufgannsua serotonin AN CNS andie

(16)

NIZUNSNEAUARINTARIU

v
o o

nazdauldinesusrinlmiiaaonuldaseanumingu felnasayaanninuazanla
% = oAy = - B P S o
12414129430U3198NAYe AINNIFANHINIINTUINEN LT FRRThuTiniuNIRsgIuinas

%
o o 1

4 o S X o  yaa e _a
1pAHTa U lUALeY uaztadessalsalTafasing ] mﬂm’wQmmuuﬂﬂﬂummmﬂﬂm

v y P 4 ! P o )y - = a o P
LmzwLﬂuiimmu%mmq@umﬁmaL%wmﬂum ”I VLﬂWJEI UNITANIIAUNINNIEAUN
o 1 1 v o Y o a 1 1 dg/ dgl v
‘M@ﬂg’]uLLuuﬂummq:mumlmmﬂm@mm‘lmmw ”’I ﬁl'ﬂiﬂ%ﬂ’]ﬂ‘ﬂ%ﬂ')ﬁl -
® savilauaznanniann (Cardiovascular disease) (16, 28)

Teagquiilutladedsanduiusiulsavinlalazraaniaan iasannlasdulilinnzglu

b2
o o

FUNTTIanALAen T IHIAAN1IENaaALREARLTARARY (Atherosclerosis) alanneuLiy

o 14

v [ v
1N dnduiuduiaeniaeseiala azinliinalsandnuiledalaansaaen  (Myocardial
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Infarction) waziialaae (Heart Failure) Dawnaaa e Ineazwulugiidulsadauasnsgandn

ydlal a %
gndladiuazanuinuznassnnuasfiua

nazidszaulauluaeniining (Dyslipidemia) (28)
Y o = o . . - ° o &
AURIUNNNTEAL triglycerides Elum’am@\i HDL-cholesterol  #n nazlasiuluiaen
annAtillganiintnAresszuuan o Ao
® TsnAnnnAulatng (Hypertension) (16, 28)
o A o v a Y T v . =
a3 hsiuganvinliinalsndoutiu Ananszfu sympathetic nervous system UAaEH
v a [ % a dl cal d%l d”v % . . .
naliiianisganautesinaau lawaunay wananieslingydu Renin - Angiotensin
Aldosterone System (RAAS) @nsng a9 niaansulalinganin < a1annliianiazidu
A =® 1aa A a [ o %
AR TUANDILAN DALATIAUTENNNT LUSNNR LA
® 3411111914 (Diabetes Mellitus: DM) (28)

Tspdauaanaiiluiladad gy iiiannshedugau uazlsaiauaiinluine

a [ % [

8uqau (NIDDM)  Tqavdniusivaefluuuazansdesie o Maad laiua¥ieaunn Iny

gesluuuazaNsReNaN Aty Ao

- Tumor Necrosis factor-a, (TNF-au) 4011 cytokine ﬁz@’fﬁqmmﬁmﬁlﬂhﬁu Auan 1o
am lipogenesis Tt lipolysis meﬁﬂﬁﬁmqu'gﬂ%u@u (12)

- Interleukin-6 (I1L-6) il proinflammatory cytokine ﬁ@’fﬁﬁﬂmﬁﬂ@;ﬂhﬁu Heann

TiiAansianilaas glycogen, cortisol anuagasULazn HIRANIIZADEUARY WaNAINT

o

IL-6 fl9inanI¥suN198519 C-reactive protein (CRP) MU @9 CRP UanLluAseamaneaas

cardiovascular inflammatory state (29, 30)

a a {

1 v 1 %
- Resistin flullsAunasraunannitaitalasu M lEnaN1Ns A8 UARY LATNL9NE

q

Fnnnugelunundulsadon udiladulseniuanlungu thiazolidinediones  axinliszsi
resistin aAA9 LA (16)

- Adiponectin ulilsaunadrannanniilaitielagiu inlfiiu fatty acid oxidation

¥
N o A

am plasma triglycerides WazliNdl insulin - sensitivity u@ﬂmﬂumu@mmﬁﬁlﬂuanti-

!
a a I

. . . a % d‘ ¥ aa d’l
infammatory LAY anti-atherogenic  anmagl 9 IUAUBIUUALAUNTNINEADBUARY Azl

q

adiponectin  lunszuaiaananad usiaiuilszniuanlungy thiazolidinediones  axvin’li

adiponectin x4 (16)
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° ‘Eim%’@m:@mﬁ?{@u (Osteoartheritis) (28)

TsndauazinliiAsdenszgniden Tnsiannzdetuazde i ilesanndesiurimin
faann luuneauigaunn 1 araaziwieiulildian ezt lianunsasuriminly
® spaasszuunAEngla (Respiratory disease) (16, 28)

TuAuTi§aunn azilanisugaunglanzuaundy  (Sleep  apnea) Favanada
sztznamyanelausiazais wlidesnd 10 Junit emiswsniaziedufes T p5alu

wilaAy  MlinrueunauliAnfeny  251919n1TAAeNNITANNIEAURanT AU lAa A

v a aa l/L9/

OI | o dl o Y o Y a a | = o
2129z aRANAULTUAUR I sm%msmm%Lmummﬂﬂmwmummemlmzwmm A UAPAR

)

= d”d o | o o
ansiuansnIndulsaiala LACANNIAZS

o S)

Tamtinlugeting (Gallbladder disease) (28)

v

% 3| o dl dgl o [ 1 o Y v a
Tspgauiiuiladaidenaeslsatiduindiloannngueny METIEUAZEMIN LATAIN
4 &4 2 X A o L9
@etlazivnay Weinisazan laduludesviag

® {3ANZITaUNNTHA (28, 31)

1
a '

b4 A o | 1 :J/ a =3 4 J a
AugIulansdassanisiulsasing ] ‘mummammimuui\ﬂmmnm’]mmm

a @ A o [ 6 o v A < dl =3 < o 1
qun A Teauzianduiusiulsndou fe uuidudeynngn unifalnungn uzideiald
NzifaFnuN uziisiangnuun Neiseanldlun) uazuzisaneing

® aouiminRvassanl5vieRdNRUs AU IR0 (28)

1
a

g = a a o 1 P = oI/ a P
ﬂumu%umwmmﬂﬂmmmimmmmmfauii‘m An1nasaasinuNaLnG nnu

dasuazduiusiuniailaiuazanludosios As N19ehaBugau N1IANNNIINAIBUAAY
N13@579 cortisol MNTULAZTZAL growth hormone anad AANAALNFRveIn1sanlY i
n1q% hyperandrogenism uazaziian lasagasiuuladne

U V.

aninanaNazwing gnagluninzdaunasliiunisine uazauuztinngneedlu

14 ! i !
nsantIuiings ieandnsdessianisiialsnsng o Asinanandnesiv
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28N19AAUINUN

v v o % v 1 [ 1 N =
fiaeleAdaud ndumAeanIanineaeInI9aqunaun1sineI i gilagaainng
naneWuiaas NPY gene, pro-opiomelanocortin gene (POMC gene), dnisilasilas
311319994 adrenergic receptors 178 melanocortin-4 receptor (MC,R) n1s3uilseniu
A UNIN IINAIIIUge Intanizanisnan laduwazaianisaaniidsniann ligiload
Yy X g d. | e Jy y
wnuinivsau fennnsuawsndaauuaziiluamaiudlalitaosudlanfumniv
wanmslunsanuunndAn JA9

dl 1 ] 1@ A a &
1. ﬂ’]ﬁ‘ﬂ’)‘i_l@Nﬂ’]ﬂ’]?sﬁ\‘]iﬂlﬁm’]?ﬂ@‘ﬂ']‘W]ﬁ‘LLﬁ]Lﬂuﬂ'}'ﬁ‘@ﬁ‘]_G‘N’]m@WMW?LLZQ%L@@H?]H@@WM’]?GLM

|
[

winnzad Ineandaliunaaaasnsullszniwdi il lanasiuas 500 -1000 Keal azninled
Uudnfaanag 0.45 - 0.90 Alansusadlanf (32) N3aanfULsEnILaN 1IN NN aNIL
M lalae
o das o “ C e . d
- MANIALNa N InASuge Ae aangu ladunuelsluanvngsine asainly
Bunsinminansiwingu ludua HnwaA9a1uNINnI18 1M NINLTNDN 2 Win
- Y

- MANLALNATUIINTLLATUNANIY 11 UIANA UIDAAN TAANTN TUNTININULAY

Tadnu waldanudn gnan eanagadnnisziny hsasannAndn ladnanuLss
wmnananeg v vinald Tadiss dusu
4y ¥ o an¥ o Y
- ansszinnazeshnlinasldiinia wianaldiimananunuldlunnai
- annananEnuazka lfiuarsiulsenulilinnile wszuanainazlindseusn
1% o O SJQI < oy ?/ o % A ! a a ]
wda e liaada inenziidulaenmisnnn edegauldfeinfausuazinaiu ws
a A o=l °©o 998 o o X | = ° o .
AIUANIAENA I Naz N IR winANaW 1w vFeu anle SAn azyn Neainegn
YA
2. N199ANNNAINNY Fo89i1 1HienainIsINa WAL dAsuANatisTatliaan

o o v

! %
ﬂ’]@\‘iﬂ’]&l@iﬁlﬂ’ﬂﬂ@ﬂﬂ'ﬁfi']?‘ﬂEi’NN'1ﬂ%ﬂ@ZV]WIﬁé’Nﬂ’]ﬂﬁiﬂﬁuLL@?&ﬂﬁqllLﬁ@@ﬂ@\i LANI7RaN

v
o o o

mndsnieniuazaaeliianisfasiindnaiieny Medailunistsmsialason Aniugilaelsn

©

¥ v
o KR %

¥ =2 o o 1 ° 1 % Z// ] % L
gauasATeaniNaeINg et 1easnane at1edet 3 afAadiani (32) sivllaudulsa
Usransauazenyeegilae

3. madiunganesn udumeundiAtyunn wmenzunieianiadaasutdadousoungeting

Py A o Ry e A a )
1@LLﬂ ﬂq?L@ﬂﬂ?Uﬂﬁzwqu@qﬁ’]?ﬂmﬂﬁ‘ztﬂmu L@ﬂﬂ“ﬁuﬂ@qﬁqﬁiﬁﬂ@QMQWWW\?Iﬂ‘ﬁuqﬂ"I? LN
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6

W8 ENANIUNINTW TAEN1908NANAINIY UANLAENLATOINEWLINFS ] i AV
Tulameu weneumuwn

4. msldenanmdnudan Inevilludaazldunanasndou ielnispauAung AnssxnIs

¥

a ° o 1 9 A Y o 1 dl ¥ a ! o
U3lnAuazeannIaInie ag19tiay 6 LﬂﬂuLL@QHQVLQJ1®N@ geag L uaasusaniunng

AILANDIUNITUAZBANNANAINE WIZENNAY BMI Fiaus 30 kg/m” auli/luginliilsavse

1
! yaa

fladen@easonmoavzagnien BMI slausi 27 kg/m’ lugnilsavizeiladai@assonsion

a

Wy Ansulanags luduluaengs lsauaaniaentinla ugauielanneudy udu

(33, 34)

¥
A o A

ﬁummmmammwmu HANU

o

4.1 F;I’]ﬁ’ﬂ'ﬂﬂf]‘i’laﬁﬁiﬂw]\‘]lﬁuﬂﬁﬁ’]i

4.1.1 Bulk-forming agent i1 Methylcellulose 19y WAKNIAN TAEIALI

4% a U v L4
andn uarinadasannisgadnaasaiiananutleuazlasiu nasldanlunguil Qﬂwmm

ﬁmmmn i L‘W@‘ﬂ@\‘muh\llﬁLﬂ@ﬂ?ﬁ“ﬂﬂmu‘ﬂ’]\?L@u@ﬂ‘wﬁ HWﬂ@NuNN@LL‘VI?ﬂSﬁ@uﬁ’é’] VQ_II AR

A VY

ie98n 3utsenuniniivauinetaiainisadnaan ldgasuls (11)

o

4.1.2 Orlistat @engnatiuganisinauaeceuls:d lipase Minlilasiulaign

elagiann triglycerides  liiflu monoacylglycerols  asldgnaadinidndrenie uazgndudae

k1l

1 ¥
av ad A

panuMegaslufign TuacuAdeiidetielddn erildanannisgainleiuaine misas
Usvunnu¥esaz 30 aunaenildviall Ae 120 mg Juaz 3 ATY WEaNaNMNTULAAZND (35)

FINNLNITAILANEINNT

Effect of Orlistat Dose on Fecal Fat
Excretion
80,

50|
40

Fecal Fat Excretion (% intake)
) C0OIIE (XF

L/

400 600 800 1000 1200
Crlistat Daity Dose (mag)

317 5: 1umees orlistat Aduasansgedslasiuluinnig (36)
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Orlistat  Lilugnlaignaaduidngsisnie asldduasdaanevizanssinnzanuig we
1 <3 d’l 1 Y a o 1 =] rdl 1o 1 G| ai 1o ]
aznglaimngniinaliifinainisdulunslszasinudlddunmeaumiiununirany wu aulu
Vie9unn 7i898n fregaanseiiluningdu isandindulueanun gaanseian naugaaiszly
ag] 1lusiu wananil Orlistat fainaannsgadnaanRunazaelulaiudion (36, 37)

FuinAnnane CCK M lef

Ly

4.1.3 Butabindide aangnatnedudsianlsin
2 &
il

aNaguIu (38) anlungs

%

wiae CCK Tuiffunugeau a95an dladfigaanuainiglding

tszasAnnin

4.2 Thermogenic drugs Lﬂum‘ﬁLﬂ'um:“l,mmmzywﬁwmluéwma 16w wan B,-
agonist, thyroxin and sibutramine WAN13Ld thyroxine Tunsantnuiin ananelsiinenis
°?mLﬁmﬁim:wﬁﬂ@memmLﬁ@miﬁé’ﬂqamﬂﬁﬁu dauenlungw B-agonist AxduAL
B.-receptors fiieidelasiu SualfiAnnsaanelaiuay Tneflnadnamastiannd thyroxine
(11)

4.3 Appetite suppressant drugs mﬁ@@nqm%ﬁmmmmmﬂmﬂmmi‘ﬁ'mm
dunana tngazlilifias neurotransmitters ﬁﬁﬂﬁ?’:ﬁﬂﬁlm i NE, 5-HT uay DA

4.3.1 ﬂ@jumﬁ'@@ﬂqm%}hu 5-HT 16un Fenfluramine, Dexfenfluramine,
Fluoxetine, Sibutramine mhmﬁuﬁ@@nqm%ﬁmmﬁu&qm@Lﬁmﬁmm 5-HT i dorsal raphe
nuclel Wlsfsyiy 5-HT findudi synaptic cleft AuRunnISuAL 5-HT,. receptors 7 VMH
denalsfifinAaudnau (39) u@nmnﬁ&ﬂumjuﬂﬁm@ﬂqmcﬁr”mﬁ”u NPY Gegnaeanil VHM
gl

lulaqtiiuil €1 fenfluramine ua dexfenfluramine ldgnaniannissmingliled
A.A. 1997 |HiagannTisnenudnenindauinliiAalspeesausiala (valvular heart disease)
(40)

432 ﬂzjuﬂ’]ﬁ@@ﬂqw?;mu NE 18w Sibutramine, Phentermine,
Diethylpropion, Phenylpropanolamine ﬂﬂuﬂ@juﬁ@ﬂﬂETuéTqm@Lﬁm@"mmq NE 7 locus
coeruleus  (LC) (39) V7 synaptic cleft {szAu NE AT uazinnssuiy a,
receptors 7 PVN #inlsflsiaennanmns LANANET PYN £ CART uay o-MSH delaldas a4
NE ﬁuﬁq@@ﬂm&mﬂﬂm?qu%(ﬁu CART uag a-MSH

laqifs &1 Phenylpropanolamine 1§QﬂﬂﬂL§ﬂﬂW@f§quuﬂﬂ1ﬂLﬁ@ﬂ A.7.2000

asanniisaanudneniidiunnlfiin Hemorrhagic Stroke (41)
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43.3 mjumﬁ'ﬂ@ﬂqw'ﬁrcjm DA l#wn Amphetamine,  Phentermine,
Diethylpropion F;I’Wﬂ@jﬁ\lﬁ'ﬂ’ﬂﬂq%étmﬂguédﬂﬁiLﬁUﬂﬁ/U%ﬂd DA # Substantia nigra (39) M
1 DA 114uiu D, receptors fiLin Lateral hypothalamus (LH) Nt dealifldasnn
9N UBNANET LH €45 CART Wag a-MSH gaanidifieniui PYN dat 54 DA 7ivda
fa@ﬂmﬁ%m?mqm?ﬁu CART uag a-MSH
mmﬁmﬁmﬁlwuﬂ@ﬂ (42, 43)
Fluoxetine - landsur aavLld Houdes ueulivay
Sibutramine  : Uamdswe dnnuthe idleawns Vioggn uaulinay RugRsnduzes
W lauazannuaulaiis
Phentermine  : 8 n1sdu nsmsnsduaawialauazauduladin ladu vevlingy
Diethylpropion : 1nuiie fasyn uaulindu ngRInnaduewialanazanuiuladin
Tuéﬂwﬁ'ﬁmm%ﬁi@mmmwéf;uﬁﬂfaﬂqw%}immq catecholamine pathway W3l
e feansaiRenanarin Witenswmieu amphetamine psychosis b& yaAianatinnnis
WINATZUN (paranoid) T9naudla Palviugmnn udaananisiag’ld antipsychotic drugs
sxeizdu l
4.4 ?;I’]ﬁLﬂu CB, antagonist I#uA Rimonabant

I Aa

HATEY Rimonabant Aaitialasiu inlianninzhesedugau annisiianisudesn
A . 1 v o % 1 ] dé’ 1
1931aanLAen (atherosclerosis) wazdaeliiseALTaiuse < TusrenehTy daunaaes
Rimonabant luguesLidiien hypothalamic arcuate nucleus i aRAANNBENINEIMNT B98N
o &

Faildanalassauniliantnminasld (44) douannistinaAseinules e AdwWlE A9deu

¥ ! v
Vieudy uazianda Tnaainismantiarliguussuaziindansiawini (45)

anauBY o AdRATRnszadRaaminuin

> grsvune enduilaanie Wuaniteuuiniflesannidiunaise Wieeldnd
aunsnantvinadlduan uidsnanludlailtlem uiduinlusenng deasneliife
naLdeAasane liraeesing um

- Aannaslilunadanuasininanlidansn $lHRALNWH e 1eg

¥ dgl a a ¥ o a °| o % (3 a o [ %
apnanuiie NanzaTe tagnqsdas Auaulatinei dalaruiilasindamoy umAu
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al 1 o b o/ 1 1 v &9/ o Y =l = o dl QI
- waldasaanlduaznisdudne iy ndnuitlaan ldqoudanisiiudaiiesnds
% o V4 ¥ [ a a
n3vAu N WResldeanscunaiulsean uaziianisinen
- anauiadnd inatywifeaiulawaznsdudraiiaanns uemaataneduln

2ele

al dl 1 a ] A dl [
- HALAEAU 7] LTU NEARTCUULAAA TCUUALNUY

9

> evinlden@nu inlisennaguidainuazinaaus Taanisineuialng way
a = A o ¥ d’la/ a 1 %’ o a d’l I
anaiannzllunadsnluaananls wananiifsenafinsantianadniauuashniiedie

%
AL

1 o % o ©

5. nsrndinge iy Ininludihandaunnn aldaudalalina Inad BMI 6aust 40 kg/m®
uld T lufilsavirerladei@aasandae vivadl BMI saws 35 kg/m” uldlunsdinilsm

|
= ¥

yiratladendeasangae (16)

.

ad o | ¥ ¥

wanaNIsAINadeEuLAe nsldnanA At asArug lUALRENsALAN
a1suarNIeaniasniaianaantnuiin liduiu s1euiaslfsumudeyaniadainis
NUNANE DL ANENINIRINARNWITLETHR1MNINTE Conjugated linoleic acid (CLA)

dj a o rdla ¥ % v o 1 1 dgl
gaflunaninginiauldantinuiniueesunsvany luaneil
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CLA luayiusand conjugated dienoic 184 linoleic acid et Tuanw I8
positional WAL geometric isomers Tneq conjugated double bond (2 Wuﬁ:@jgﬂﬁuéhﬂ
o = = | o | | . = | o ' <Y v
AusziRen) Teusaziuszhaalsnges lugluuy cis 138 trans uazagnaAunialafila
w0388 THaNanSuauazRaN (46) usdiuwlunInWunAuwLe 10, 9 uay 11, 10 Uaz 12

9 11, 13

//\//\/:\/:\/\/\/\/ COOH

linoleic acid (18:2 0-6)
11 9
e N N R T L L T COOH

ciz-9, trans-11 CLA

COOH
MW
trans-10, ¢is-12 CLA
gﬂﬁ 6: T1A794519294 linoleic acid (18:2 n-6), cis-9, trans-11 CLA, trans-10, cis-12 CLA

47

—_
~

CLA Arunusssuandluniafveunsesdnsiaadedlagnsyuounisvsinaes
wuAfide fadunsaauguuuaeslelnneann linoleic acid lhilu CLA Tagrinunia
wwulas A-desaturase 199 trans-11 octadecanoic acid (48) wnagued CLA Tuanung
a?fmﬁ“uwﬂ:rﬂmuﬁlm&i@glmﬁ@ﬁmi v ieda euny uanAnSmueTnldainus T
hun 3a (48,  49) wailiFunnies CLA ﬁwuiummmmﬂrfmﬁuiﬂmumﬂgm@LLm
m:mummamﬁﬂﬁmi(w) Imel cis-9, trans-11 CLA Wulalzwasudnluainisann
S9TUTVRANLNANAGA 90% (51,52) CLA Lﬂumamﬁm%ﬁmwwLL&QMW?@@L@M
anwnsavde Ll lufraassnaudn F1uen Swazaande LL@:mma‘m‘qlvq%@mnﬁLmu
sminelagmse wanannil CLA feiianeanelueds wawan g/l91] njﬂu maalszindlng
Al %\‘lgﬂLLUUﬁQ’N‘H’]HWU‘hﬂﬁ‘Zﬂ@UﬁQE 60-90%  CLA lugtlassnsalusiudaszuse
triglyceride uazdniiun INaniuLes cis-9, trans-11 WAL trans-10, cis-12 CLA isomers
TutlFunnuia < i (53) uwazaannissumndeyananisAnm wudiluntamasesdaulg

azld CLA Msanag/lugtluuunes mixture isomers @asiniflu cis-9, trans-11 CLA @y

trans-10, cis-12 CLA isomers WIW1an
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szAnsnnnazannlaaaneuad CLA TUgRILasLdaa NISLAE

ua2ad CLA sansidasuwlasdndauaassranis

ANNN99ILIINTAYANINTTINIINUAN ANNsANHIDsc@nninaes CLA  ilu
MUIUNINIUARTRS <] 111 mice, hamsters, rats ualumadinniassianasulag
Fndauaesinanie 1y aalunisaniiusinduazaaladulusienieg nusanied
Usraannlasiu (54-64) @9annnis@nmnlu hamsters WU9M trans-10, cis-12  CLA 5o
LansualunNsant M FTIfiNEY wazaalailusentgsnnng cis-9, trans-11 CLA
isomer (64) daun13An® ki Zucker Diabetic fatty (ZDF) rats WL4N cis-9, trans-11 CLA &

o o aa

v !
nasatinvtnaaadnldlisd1Anuneada Tuaneh mixture 121919 cis-9, trans-11 CLA

v v
o = o

WAY trans-10, cis-12 CLA 1 Hnannldfunviinsaanasls (65) ﬁqﬁuﬂﬁiﬁﬂmmﬁmmﬁq
aula CLA ﬁ@gﬂugﬂ mixture isomers UU1A 0.25-1.5% wiw Fa8ei 91U West DM UATARLY
ynnsAnul mice wudn Weld3u 1.5 g/kg 1% wiw CLA Wi 6 o Tualsiming
warlusdulusraniaanas Lﬁmﬁﬂuﬁumjmﬁhﬂﬁ% CLA (55) Azain M Wazmouy &
Nn13Ans iU Spragre-Dawley rats 1ag19inu 0.25-0.5% w/w mixture CLA 111 5 d1lanef
WL LD AALMEN YD retro-peritoneal way parametrial fat Tng/liinasanNFaIng
le5uamsmNUng (57) Famsaaumiin i Tunania N sanIu ATesEaguANNg
NNTARRNUIULTAR WISTU (57, 58) wanaIni fafin1sfnE i mice ﬁié’?ﬁ.@’]mﬂmﬂu@q
391 1% mixed CLA isomers fluiaan 5 &and wudn lasufiazan3lusenaana
atine3AL5) dowimrnauasndanniildsu i aeulas (58) uazannnnsinenly mice

a ]

iU mnsladiugedaniu 0.4% CLA uazeannidainig nudiddeudoaanuaalusiuuay

A o o

] 1 ¥
Wnnaan1eAdsAannlusiuldeee e d1Anneatiia sauialszA L insulin, glucose ARAY

o

dl o

Aag A INNITeannIaan1giidauuileaun 1l oxygen  consumption  wazn13ld
NALUIUF9NNELANNINTU (60)

wsl Muller H uazansy nnisansn lunylagl#3u 1% wiw mixed CLA isomer 111
8 dUpf nudnliinana s unlasuaatinutinfanasnaaanunazan1usanie (67) waz
4 o dy e ,
L8 Buison A LAYATUY NN19ANET Spragre-Dawley rats Na9u T91H5U 2% w/w mixed
CLA isomers danfiuanusnillasiuge iWunan 8 diland uazludilaniin 9 annsaauns

-

v ¥ v
21119 wudnszauladulisieannngumasuaw (68) Yialinaain CLA anaaziuAuaA8Rus

3
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A IWI1ZN138AA9T89H9A [duiunL ey lugndndinalaiiany 11 &laviuslinulu
WAL (69) T9tiNaTaY CLA slansilasuutlasdndquasssienigetaiasuianludning
lastuties Inendlal 0.5% CLA unman 5 ddand Analuniswiieninldualaduanagls

1 v 1
4 rats AR TusTuas wildwunatiiy rats N0 (70)

NauUad CLA ma Lipid metabolism

1 o/ 6

HaT8d CLA atinauilanilfedninaaee Ae nase Lipid metabolism Tnganisuand

]
X A

FIANTLIUNT fatty acid B-oxidation mumm@mimm@mﬁ'mﬁuwumﬂwmumi
Mitochondria Wa peroxisome LﬂummmLmzﬁlqﬁuﬁﬂﬁmemcy@@ﬂ%mmmz
oxidized n2elasiu ilaiAn oxidative phosphorylation 114 mitochondria az1l#emsng
\iim fatty acid B-oxidation daaulnelifinalunsiiunisdanszd ATP Tifludngon
Tnemss in LN sgudanasanueaninluglrespauien ﬁﬁlqnw@m@ﬂwﬁwmﬁ%
ihlgnsanasedlasiluiedieuarlunszuaden fivananisisefiinenazes CLA
ﬁﬁlﬁiﬂﬂﬁﬂﬁlu peroxisomal 138 mitochondrial activity 38 fatty acid [-oxidation Tnel

'
o o P

N7UAUNN9LNA fatty acid [-oxidation ffuﬁ rate-limiting oxidative enzyme 17‘llmﬂ§1_,|1/1
1naula 2 AaRe camitine palmitoyltransferase-I (CPT-I) was acyl coenzyme A oxidase
(ACO) A9ARAENNN1INAARITAY Moya-Camarena S LazAndy (71) %qﬁfmf]imm'ﬂﬂu rats
Tnauiiangu rats 181430 0.5-1.5% w/iw mixed CLA isomers %38 peroxisome proliferator
(Wy-14,643) Wud1 CLA Hualaniieavize ldilnasa hepatic peroxisome proliferation e
T rats 711450 Wy-14,643 atinglsfinnurangaitlési 1.5% wiw CLA uazngailédsy
Wy-14,643 aeilasufiuinty (liver lipid content) d7u3zAU hepatic fatty acyl-CoA
oxidase (ACO) Rifismnntulungaiilésy CLA Weifiauiy rats lungumuas uslaingly
mﬁwﬁlié’%u Wy-14,643 Imel ACO Pl iy rate-limiting step 4195UNITLAUNNT
\NA peroxisomal B-oxidation %ﬂrﬁTfmf;iwmiﬁm:mﬁmﬁumummm CLA Tunnsuiiu fatty
acid B-oxidation ABN1sNAR@Ii rats Inewun rats 71450 cis-9, trans-11  CLA uaz
trans-10, cis-12 CLA azi oxidized radiolabel snnndnguiiléiy linoleic acid g
1nn9n 24 Fala (72)

lu mice uazdRTiAUNzAY °] Wu91 CLA fdaulunawiianirliifia B-oxidation

(55, 73) uazlu 3T3-L1 preadipocyte W11 CLA witlaqvinlifia B-oxidation tduri (74) &
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UNNTANEIT1897997 LH8 hamster 3L CLA azl8manniaiiin fatty acid p-oxidation 1u
AUNINNIINGNAILANIANTRE WAL activity 2184 mitochondrial carnitine

parmitoyltransferase (CPT) @aifweulzinldlunszuaunisiiia fatty acid B-oxidation T

o [ %

mitochondria Lﬁu%u@ﬂwﬁﬂﬂmﬂmmmﬁﬁ (75) 491 Macarulla  MT  wazAoue 16
NN19ANE Syrian golden hamsters LWﬂﬁ;ifi’]mu 24 pin logld atherogenic diets
supplement 91U linoleic acid, cis-9, trans-11 CLA &g trans-10, cis-12 CLA duan 6
Fewu NUdNNN9LRY trans-10, cis-12 CLA flnawnldinszuauniaifin liver fatty acid -
oxidation Wixdw usldiAariu cis-9, trans-11 CLA (76) Fatinngle dietary protein uay fat
lutFunousing o fuganriu CLA agfluariniiAnnsUFunlas lipid metabolism AifnaN
NAUd CLA ﬁuﬁﬂmm@ﬁiﬂmim:éjum:mum?fatty acid B-oxidation WATNNIAATLAL
triglyceride,  cholesterol Wil lunneiag (77) nadaLFuN N a1 N TR IE T

auriy CLA Tegfluffunuimunzaniizelaesanisvinanuand CLA

o aa

ng o A ] o . . d 1 A o
UBNAINU CLA eNNNARBIEAL triglyceride lunszuananat lTEANAUNNADNRA

o

T4 rats (78-79) uazlu hamsters (80) Tnefinainnsh CLA llnszdjunszuauniaiiin liver

o

fatty acid B-oxidation Fenszuaunisildiflusngidnndrdnylunszuounisasununisfinng

Azan183 triglyceride NAL fAaae19iti Roche HM wazae (81) 1AN®E1 metabolic effect
U84 linoleic acid, cis-9, trans-11 CLA Wa¥ trans-10, cis-12 CLA 14 ob/ob C57BL-6 mice

WWAE WU cis-9, trans-11  CLAisomer #181904A triglyceride  TuNfzualdan LAz

o [ %

nonesterified fatty acid lAedNeNdudnAun1eadn  wazldondaaluniaiia lipid

2

metabolism Taiigqdesiunifia down regulation 984 hepatic sterol regulatory element-

binding protein (SREBP)-1c Lay LXRa. mRNA expression ﬁ\igﬂﬁ 7 ke 8 tnenN1TanTZAL

%

484 nuclear SREBP-1 N1 INN1985191 A8 MuNAUAAAY UBNANNTIETINLIN trans-10, cis-

o o

12 CLA gunsadaeladldlinminsainsauliadraldadnAty (P=0.0001) laalilanuoa
d’l dl o dl - . dl o Y a . .

Waglaladun epididymis  waztniaain1iAn uncoupling  protein (UCP)-2  mRNA
expression Milatialasuuay UCP-3 mRNA  expression Andnuiiaansifinduaeinai

v o o

AN Aty Tedenasiannaiin fatty acid oxidation i lkaansazansasladuasls
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‘aGonirol

-
-

E’f r fi"" o T“:,
52 Y i
AEN
N BN

gﬂﬁ 7: 1a1ed linoleic acid, cis-9, trans-11 CLA wae trans-10, cis-12 CLA e hepatic
SREBP-1c and LXRa. mRNA expression 11 male ob/ob mice. AMUANAIRENIH

linoleic acid) *P < 0.05; TP < 0.01. (81)

—~

HednAnymwatfdesuiunguaAILAN

A 1 2 3

175 kDa
B l 2 3
83 kDa

83 kDa
62 kDa

62 kDa

gﬂﬁ 8: Na1®8y linoleic acid (lane 1), cis-9, trans-11 CLA (lane 2) LAY trans-10, cis-12
CLA (lane 3) sl hepatic cellular membrane precursor (A) W& nuclear SREBP-1

protein (B) 1 male ob/ob mice (81)

1NNN9ANEI28Y Houseknecht K WazAnie wL4NLle Zucker diabetic fatty fa/fa rat
145U trans-10, cis-12 CLA {luian 14 44 a1u1304a triglyceride Munedqu Ineannns

1 1 v
Fupmeilusiunazannszuaunng esterification iiailasuansiasulldly triglyceride (54)

&

uANAINY 3.0-7.5% CLA fllnaanszsiil cholesterol 1w rats (78-79) uazludmdanswug

au 7 Aoelaidraziflunsvsing hamsters  uaz piglets (65, 82-84) Eivlindniiu CLA €4

ANNIDNHERNIINT9LAA lipolysis TunsAat (85-86)
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Kloss R BWAZADUY (87) NN1INARBNINEANMILsLENTATNI89 CLA saseaulusiy
Twaeauazladuiardauninsanie tneFauiaussudne rats Nhaduanmsniulau
awsnuladuliansda aainnimasedlu Sprague-Dawley rats tWAE a1g 6 1A auaw
28 5 Ineiuiiailu 4 ngu L850 coconut oil (saturated fat), coconut oil + CLA, corn oil
(unsaturated fat) %138 corn oil + CLA 111 28 91 Iael CLA lsiuiili CLA mixture 184
cis-9, trans-11 A trans-10, cis-12 isomers HANIINARBINLN ANTlABLUL a9seAU

1 A d’f 1o a % ai Yo 1 o a
cholesterol #14 7 luwidenruetjivainresladuluamsnlasy seudunisdsu CLA Tay

|
o o A

NNN A3 coconut oil + CLA azilszaul total cholesterol (TC) anadatinaNitdATY S

o

Feurunguilldsu coconut oil ileaginaiRen winguléFu com oil + CLA wag com oil &
TC mvriuatnelidilad1Aty 32AU HDL-cholesterol (HDL-C) TiuAnsinefuile Sprague-
Dawley rats twag] lii5unsa L1650 CLA 133 uazazs triglyceride Tiumnsinaiuszudng 4
ﬂ@;uﬁﬁﬂmimmm daunaseluiuiiaranlusenituldRansmannimminladud

epididymis @4 lunguin 1630 coconut oil + CLA Huualidunazaainmiinladiui epididymis

'
=

snnddleifieuiunguitléiu coconut ol luanizfinga com oil + CLA anafluualiiuifia
Swminlesuld annnamasesiiteasllén cLA fussleniilefudssmusaniuanmsiia
lasTudus

Nagao K wazmnse (88) l@ninisanmisz@nsninees conjugated linoleic acid
(CLA) ’LumﬂmNmzyt,ﬁ@‘lﬁlﬁwzﬁvwmmm Otsuka Long-Evans Tokushima Fatty (OLETF)
rats Tnzaanuuunimmaaaniu 2 uuy lunimaaest 1 azuti rats eanidlu 2 ngw nga
usnlfensmnssaniiu 10% safflower oil dalunguasunn nguii 2 1fe1unasaniu 9%
safflower oil kA% 1% CLA dmiflungu CLA lunmaaasd 2 uti rats eaniflu 2 Ngu NG
wsnlanungdaniiu 9% safflower oil waz 1% cis-9, trans-11 CLA anngulienssonmiy
9% safflower oil uaz 1% trans-10, cis-12 CLA uafildannniemaaasii 1 #a ngu CLA &
s¥fU triglyceride  Tunszudldenuaztdnnuiuanas e lifinnsilaeuulasmeslesui
U3inusiu thminidenaes visceral adipose tissue 289N4N CLA aAAININNINNANAILIAN

o o =

peNTRRNATYN19AD R daunanlfannn1amasasil 2 Aa AANLANAINTAINITAAAITDY

52AU triglyceride unszualanAuATMALIEUINNgNN1H3U cis-9, trans-11 CLA uay

[ o o

! i 1
NaNNLFTY trans-10, cis-12 CLA aeiaHTaAATYNNATA N1aneaedi 2 Huaadliisiudd

trans-10, cis-12 CLA Rquis lun1sanlasiludninaaed
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daunsnaaedlagld murine 3T3-L1 preadipocytes (58) WU31 44 pM trans-10,
cis-12 CLA isomer waz 100 yM mixed CLA isomer Hualun1sanszau triglyceride 15
AN9N cis-9, trans-11 CLA isomer WA trans-10, cis-12 aufiU linoleic acid wsnalnnig
pangyatalinaudaau felunenisined1ideyadn trans-10, cis-12  CLA isomer
ANRazaALTNNLARY  triglyceride IPEaANIZLIUNIILAA adipogenesis (111 AANITUAAY
E]Vl?;mﬂ\‘l differentiation markers LazaAN19LAA lipogenesis) Lﬁumzmuma lipolysis 38
aannsilaeunsalasiudy riglyceride Hananniliaaiisnesnwin 50 uM linoleic acid fdaw
Tunsdunates CLA Al riglyceride 1§ wazlwtBunaudinnnndn 50 M laivinlsk
113112 triglyceride daaslannndniay

Yanagita T  uwazAme (89) nn1sAns1lu C57BL/BN  mice Lﬁ'ﬂ@mmm
docosahexaenoic acid (DHA) sagnaaanisazan lasiulusuges CLA Slednmanedlazy
DHA $asfu CLA TasifBauiianiulu 3 nguie nguitldsy 6% high linoleic safflower o
(HL-SAF), 4% HL-SAF + 2% CLA way 3.5% HL-SAF + 2% CLA + 0.5% DHA wunan 4
FUand wudngailéiu CLA Snnsazausesladuluiudintuaaugllfunisanasaes
swinzesifeifielasiu dau DHA Hunaanliluiulagliangna antiobesity 289 CLA
59 CLA  azdadsunsdanseinselasiudas 1wy us DHA azannnsLse activity 199

[ %
o o o a

enzyme g CLA agaitladnAty vietliile  mice 1A5U CLA azliszfyu  leptin - WAz

o

adiponectin  lulaanaranadatnanin wi DHA lddanamasysy leptin way adiponectin
(89) W@R491 DHA azannswiantinlfifianisazanlasulusuaes CLA Tnarunaln
paLANNNIARATITINgA laduaase Tusy dldfendaeiunisdunmzt adipocytokines u
C57BL/6N mice

ag1elanimn Wanen1maassinanalifiiugn CLA ldanunsnansesy triglyceride

o 1 ]

13a9AU cholesterol 1& (70, 90) maneNNLTY O'Hagan S LarADLS NINTNAARI ML Wistar

1
| oAl

outbred [Crl: (WI) WU BR] rats 7iaineieuazinay flunan 90 41 wudinguinlazy 15%

Qq

o

w/w CLA mixture {326 triglycerides lunszuaiaaniiuluas1aNiad1Any (91) wanainil

o

CLA flaanafluanwms i lisiuaes mice Huwaluagjau Ine CLA liiiunisaudansa lasiu

1UnFu (56) danalisysiiiaitie lusiunsuNua (64)
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NAURY CLA ARsEAL glucose WA insulin lunszudiaam

HnsAnwielse@nsninaes CLA Tunisdaailfutlyasydu glucose ua insulin 1w

A Q./dd? 3 6 1
nIzuaaen WnAUIUARdAaeIFna

Pariza MW 71Mn1snaaadli rats Alulsaunvanuaiia ldive insulin wusn CLA Ja
1¥azdU fasting glucose, leptin Lag insulin lunszuaidananasae NlTRA Aty 19ana
(92) Houseknecht K wazman l@nan1maaadli rats Mdulsawnuanuniialadig insulin
RN WUILER rats 1H5U 1.5% w/w mixed CLA isomers ©1% 14 44 azdlpaiia
X X L [y o aal o PRy I [y
insulin sensitivity 18 (54) saiianuanan1snaassinnlu rats Neauuazidulsalunuauian
WU91 CLA Anadoetl3uilgeszau insulin uaz glucose lunszuaiaanlinauls (54, 66)
wananealnIsAnm 1y rats N1ENA91 trans-10, cis-12 CLA  dagamn9iiia insulin
resistance Tmﬂﬂaiﬂﬂﬁﬁﬂﬂﬂqwﬁmm CLA HU1aziinanuasa lipid metabolism (66, 93) T
N1INARB9T8s Belury MA uazanief Winaldduimaaiu Tnalunisfnenididuesunadn

CLA ﬂﬂﬂzﬂﬂﬂqwéﬁhum?ﬂ?zﬁu peroxisome proliferator-activated receptor Y (PPARY) f
ﬂﬁﬂﬂﬁ%ﬁﬂﬂ’]ﬁ"ﬂ‘ﬂﬂt}%é"ﬂ@ﬂ Thiazolidinedione (TZD) SalnaanTALIANAl AR (92, 94)
AN9IAR insulin  resistance £ WUAAAAINN TR T09E Tl aNEFITR TuRe
tumor necrosis factor-o. (TNF-a.) Fadunnsansedu TNF-o JNI2U4laanazilaanniIsinn
insulin resistance I 44 Yamazaki M uazAniz innnamaaedlu rats e a1y 4 dlansf
Tnelifl65u 4, 7, 10% safflower oil + 1.5% wiw CLA iguiunguaAuax wiu 3 danil
Lazldnaganndasiu Aa CLA fuannszdu TNF-o lunsvudiden (95) uazifianinisdnem

1 rats WWALRLASU 1% mixed CLA isomers w081 18 1AW WUINTLAUNNAA A A

a

o o

anasazinailiadnAty (96)

wanann1sAne U rats WAa Tsuboyama-kasaoka N wazAne faldnaaseiy
metabolic mice WL CLA #ansoLiial fasting insulin 11 mice '8 WAEadn CLA analalld
Faendiad insulin sensitivity 114 mice fiflsz glucose 1nf (64) Delany JP LazAny AN1N1g
nAaasll mice WAL CLA WNAY insulin I8 AT (56, 59) dauide T &
yinnnsAnUisenseEndneiuaes fish oil AU CLA lu mice waiE a1g 5 danif ifluinan
22 51 Taewidn mice AL CLA 181708A326Y leptin Las adiponectin ald wag mice

1 1 v 1
A1F5U 1.5% fish oil T98RU CLA {9261 insulin NAWNINNGT mice N1H5U CLA agiaLmien
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1
o

= , = g . . = X . . . )y )y
WU 2 191 BNNENNTZAY  insulin ’Lummmaﬂm@m (hyperinsulinemia) gnun3nu balé
AALINITLNNUUN AR fish oil (97)

nsnaaedluauieanaaaugnaed CLA taeldiaad CV-1 aanlnaesds mixed CLA
isomers #1X1TOANNINITHUNI9EFI9 PPARY receptor gene waznisanmnillfaiunedn
CLA Huasianisifin insulin sensitizing  Aag 1a9a1n CLA lunszsiu PPARY Tnuaengws
AaNeNalnaad TZD (54) wHauduinaly rats

Tnaagludnasunaldan nsfimad lsiuannisaing adiponectin, leptin Hiiieades
o =~ o = . . . . = o g v o
U nnsaa Ul adiponectin - WA leptin - gene  expression  anad a9 iRz AL
adiponectin, leptin  amas Balindniuganudn adiponectin 1w target  gene 189
peroxisome proliferation-activated receptor-y (PPARY) anengl (98)

ag9lsinniinnsidenuanaliiniugn CLA llldRdiudalun1sansediu glucose
UrRde N NIZAL insulin Junssnadlaanwsasneln Fae819Tu Poulos  SP WAaYADLY
NN1TANE 1 rats WU trans-10,  cis-12  CLA Huannl¥semy glucose LWNTUaE N9
o o o o £ o . . a £ dl ¥ o =] a 1 dl [ %
dedAnyuaziinliszau insulin Huualiinnazanas TnagianisAneiesuiadn n1snseay
glucose MNTWHBINIAINTZAL insulin NAARIILEY (69) 491 O'Hagan S wazAtuL &
AnmnANLaandaUad CLA mixture B91U3nauAAel cis-9, trans-11 WAZ trans-10, cis-12
CLA Tugmnsndau 1:1 Tneinnnsmmaaslu Wistar outbred [Cri: (WI) WU BR] rats ¥iaine]
wazwALe 11980 90 AU WU WANENATY 15% wiw CLA  mixture H926 insulin
al d% 1 o A 1 dl ] % 1 o . . 1 g
WNTULATZAL glucose Tunszuamanldilaauuilas douwadnudn s2iu insulin wndeau

1 a dl 1 A dgl ) £% = a
a4anAUnG Nunmnlane ann1meaasil CLA 1l rats iAW EiA hepatocellular
hypertrophy usianunsandudnganiazingléideveali CLA (91) uazAidlonuidantisuen
471 n171A5U CLA Rdaunn 1 insulin resistance 1 mice @ailunannann trans-10, cis-
12 CLA (64)

Roche HM wazanse 1@ANH metabolic effect 184 cis-9, trans-11 CLA Lay trans-
10, cis-12 CLA 14 ob/ob C57BL/6J mice mejwudﬂ trans-10, cis-12 CLA isomer qua

=

witlen i insulin resistance TeanTaINAINATAN glucose BAY insulin TUNILLAADA

o o

iWNTuae Nl Aty (81) Poirier H  wazanie nnadneEnlull a.A.2004 Tnanaaasly

¥

C57BL/6J mice WAE a1 10 dlanif TildEu 3.9% sunflower oil lunguacuAx uazvan

a 9

ﬂ@jﬂﬁiﬁ?ﬂ 2.9% sunflower oil + 1% CLA mixture (47% c9, t11+48% 110, c12) U1l 28
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o o o

41 WU91 72AU glucose WNTUalllTa 1Aty s2AU leptin, adiponectin AAAY LAZIZAL

o

insulin Lﬁu@ﬁu G SIPRRY glucose-stimulated insulin secretion Tu pancreatic islets

NINNIMNGNAILIAN (98) A9gLN 9

. 100 um ! ] i i 100 um k
3171 9: Immunostaining of insulin W pancreatic islets 484 C57BL/6J mice N1H3U 0%

CLA (a) 48 1% CLA (b) w981 28 914 (98)

dounisdnunlu mice Nl lddaauin i Wali CLA ui mice wag 1funan

'
=

12 1R8U WUINTEAL glucose Tunszualaanaad 16% lunguinliiu cis-9, trans-11 CLA
WAZEITUNGN 30% lunqu trans-10, cis-12 CLA WaliguiunguAILAN d9usedl insulin
Tunszualaeniis WUIIA1as 26% TUNguN A3y cis-9, trans-11  CLA Wamsuiungs

AauAN uet tdiazuulaslungs trans-10, cis-12 CLA (99)
nalnn1saangnauas CLA

dl dl o 1 % %’/ dl ¥ o QI ¥
nalnuileaas CLA  fasuaaladuaasieniaaslddunaadasiuniaiiunigld
WA TNl unanIaINNITIERIININHINAN Y MTEN1TLAA AU 11 189T 19NN ELNN T
(55, 59, 88, 100) @sN4lsAmNLALAN1997847131 CLA Hea ldiiunisvinauaesssuy
1l3281m sympathetic T mice (101) lunalsill catecholamines WinTu Aannl#ensnsld
v 2 X @ u (el 2. Y o v
WALNUWIANGITU (102) waziluld1fdanish CLA aaunsaindnsnisldnasnulsiuena
Lﬁmmmnmﬁ‘ﬂ@ﬂqw%ﬁhu adenosine monophosphate-activated protein kinase (103-
104) wsin19dulingunseangnazed CLA wmanidsliinaiinisiigatiasinaasedy
HnnsAnmnaduayunaed CLA  lunisanunatilatia lasiuduiiasainnisiia

apoptosis NEaa b3y (64, 105) Taawwdn Tumor Necrosis Factor-o. (TNF-o) s34utusia
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Wil liAa apoptosis Ataa lwduls (106) Hargrave KM wazmnie vinnnsanen’le

o

mice Ineilfanvnsiilsznaudasnaslasiufianiusoniy CLA wudbedeleiuli mice 7
165U CLA @3Naziin apoptosis Aty AsdluavaliiAanisanaaadlaiuluenie Tae
Ll EAnannualeuaLTisante @3y (107)

dounalnniaifinssfu triglyceride 199 CLA i Hasunalian CLA s activity
az mMRNA level 184 lipogenic enzyme Tusiy ww hepatic A5, A6-desaturases LL@:L‘WIS\I
sterol regulatory element-binding protein-1 (SREBP-1)%Q§M€I’H’7}IMU@NM@ expression
2484 lipogenic enzyme (108) LazHauay CLA ‘ﬁmmﬁmmmﬂﬁm adipogenesis 151%1&
wudnddayanainuane Fausiasie preadipocyte  proliferation lilaufle adipocyte
differentiation ey metabolism Tmﬂﬁm?mm@mﬁ'wud’] mixed CLA isomerlummmﬁil"] (1-6
UM) 41NT0aANI9LAA proliferation 189 3T3-L1 preadipocytes 16 uAazIiNgRsNsLAA
differentiation (109) WLag mixed CLA isomer 2110 25-100 uM ﬁummmﬁu&mmﬁm
proliferation 4849 3T3-L1 preadipocytes b8l felindntiuy Sanudnszdu mRNA 299
peroxisome proliferation-activated receptor-y (PPARy), CCATT enhance binding protein
alpha (C/EBPa) WAy adipose fatty acid binding protein (aP2) ﬁﬁ@ﬂ@uﬁlﬂ 3T3-L1
preadipocytes 1850 CLA Tnaniieuainnguaauax (110)

dayanulscAnsninues CLA fitlsie adipocyte  differentiation  Wa¥ gene
expression v Choi Y wazAne T8MnnnaAnmuaged trans-10, cis-12 CLA luainm 10-
100 uM fia  3T3-L1 adipocytes WUANEIN190ARA stearoyl-CoA  desaturase-1  (SCD-1)

gene expression Tnelifnase PPARy,, C/EBPa, aP2, SCD-2 138 fatty acid synthase

'
o

(FAS) gene expression (111) %4 SCD-1 vi¥a A’-desaturase e lasmdnisiutinilu
nnaulasunanlasudni iiunsalauladuga (monounsaturated fatty acid: MUFA) 11
e lasiuuas membrane phospholipids 1 wAe palmitate (16:0) WAy stearic acid
(18:0) i1 palmitoleic acid (16:1) was oleic acid (18:1) ANNAAL Fesuflulunng
Fumsziuaznsifiuazan  triglyceride 49UNANIIANET09 Brown JM  WAZADUE WUF1
Iuafindneiu i differentiating human preadipocytes azl@5U trans-10, cis-12 CLA
Wi3e cis9, trans-11 CLA luszeizdiideszezenn salaifinasieszéiu PPARY e C/EBPa
Wl trans-10, cis-12 CLA CuTlavn 8RN dauszng saturated fatty acid (SFA) 6ia

MUFA WU (112) @9uunaina trans-10, cis-12 CLA tuliannisdansnzyl MUFA Tng/las
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Lade adipocytes differentiation yananil SainnsRnEauANIAN trans-10,  cis-12
CLA %1% 3T3-L1 adipocyte differentiation anas Ingifiassnainiiniminaiuees PPARY
ANAY 39 PPARY Aifusitiualunawianinldin adipocyte differentiation (113-114)
Kang K uwazAnue linaasanaaes CLA TasifFauiiauszudng male wild-type
mice (SCD1+/+) i1l male SCD1-null mice (SCD1--) a1¢) 7 &danef BeldFu awnsiiallastu
QUINL 0.2% trans-10, cis-12 CLA iluiaan 4 dansi wudnneaeangs lifins

o  ar

Waeulasrasimeng wid epididymal fat Wa retroperitoneal fat anasag19NiEA1ATY
VAR Lazifiafiansaind epididymal adipose tissue WU trans-10, cis-12 CLA luifina
Aa SCD1 mRNA expression slu%mmmjummmm WhH fatty acid synthase (FAS) ua
uncoupling protein-2 (UCP-2) mRNA L‘WIN'%L& (115) ﬁ\igﬂﬁl 10

WT (++) KO (-~}
com  t10cl? con  illel2

-_— SCD1
| - scoz
| S— | PPARY

T | ¢

— -1 FAS
EL 73 B
-_————

GAPDH

gﬂﬁl 10: WAYBY trans-10, cis-12 CLA #8 mRNA expression ﬁluLﬁﬂLéﬂiﬂJﬁu Lfi'a Wild-type
(WT, SCD1+/+) uaz Knock out (KO, SCD1-/-) mice #3Ua1msaaLANYiaa 0.2%
trans-10, cis-12 CLA 1fluan 4 4Ua1f (115) Stearoyl-CoA desaturase (SCD):;
peroxisome proliferator-activated receptor Y (PPARY); adipocyte lipid binding
protein (aP2); fatty acid synthase (FAS); uncoupling protein (UCP); way

glyceraldehyde-3-phosphate dehydrogenase (GAPDH).

AatiNTsNN UCP-2 gene Winaulu adipose tissue WaM99 trans-10, cis-12 CLA
HdownnIfuaalasiuluseniaanas uaziniaeinarynasanulusanieinauw dau FAS

i v
gene ANtnAazgnwilentindan glucose 198 insulin uA¥QNELENAE polyunsaturated
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fatty acid (PUFA) 38 leptin Adtiiannnisnaaesi 1ol wansliiiindn trans-10, cis-12 CLA
A o g v o . . 2 ~ X A A o . o )
Aaqunnlis=as insulin TUNIZUAARAINNTY Laz/MTalseal leptin anAAY denalnasqu
Tamiminladulusanieasls felidelinnsdne lunaaanaaaslaeld stromal vascular
dg, dl o rdj Y & 1 . i// o ¢4 . .

cell aNLUa Lﬂ@blwmﬂmiéw TIWAAS IALIIUIN trans-10, cis-12 CLA Tiunni triglyceride
anadld natuansliviuiannsdusdanisiia lipogenesis Tuanuei cis-9, trans-11 CLA 151l
Hann 1 triglyceride  LANAW (116-117) WANAMNUNHIN9IUIT CLA  ANN1TDAANNTATIN
adipogenic fatty acid iy linoleic acid, arachidonic acid Lag eicosanoid metabolites
A9t CLA 819azliNaan prostaglandins — WAY leukotrienes  @9ALAN  cell  growth,
differentiation as metabolism (47)

Nakanishi T kazpndy (118) ldnan1maansly Male Sea:ddY mice wiin 35-40 n5u

Tne'l¥aun99d high linoleic acid (72.8%), CLA mixture, Y- linoleic acid W11 mice AN

|
a

CLA uaunn 300 pl/day luiaandu | (12 1.) azdl prostaglandin E, (PGE, ) T

o [ o

peneildad Aty ualuszazen (4 ddanl) ndunudnd PGE, anasatinaliad1Any uazes

o

Wnnnsazangeddatuuaz triglyceride Tusiudiae adunaladnnisa¥e PGE, 1ive
hepatopretective activity dufisiuilasuilsznu CLA lugaauan I usiilefiusialyGae I
nsa¥ha PGE, tuariTndnfiniilesannil arachidonic acid anas uaziiseamdn mice Afu
CLA aiisxsiu arachidonic acid lusiuanasusiiieiiu CLA sauffu y- linoleic acid tfuaan
4 §uani wudnszAu PGE, Way sauatinnsgzanteslasiuas triglyceride TuALAARS
Hlaafunish CLA willanrh fiRnnnsazanaadlasuuas triglyceride lusuld aiilaniu CLA
3 linoleic acid Taimunanistleaii wanannii Belury MA (119) slal@nuan nalnaes
CLA Tunn9am arachidonic acid-derived eicosanoids &u@?}mﬂiﬁﬁfm 3 “Vlt]‘i:fﬁ Af

1) CLA 1‘1JLmu‘17'll arachidonic acid '} phospholipid

2) CLA ammﬂmmqw'ﬁr cycloxygenase-1 LA 2

3) CLA LL@:ﬂ@%mm@nqm%@mﬁuﬁmﬁﬁﬁmﬁfaul,ﬂu antagonist 184

cycloxygenase

felundniu Kiewer S uazAn Sawwdn prostaglandin D, uwayJ, Hualunng

AILANNITIATEYTBY murine 3T3-L1 preadipocytes WazNIvFu PPARY (120) %I\‘lquu

adipogenic gene aP2 g lipoprotein lipase (121) ansing
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AMNUARANEUR9 CLA TURRINARDILASLTARLNIZLAL

naann13AnEn ludnInaaesuazmadiniaaauanaliiiudn CLA a1ailselaml
\ | = = o | = - = . Al vo !
FRgUNN WANseeunaaiUaInIg liNeLszasd aannnsAnuenlu mice NlHFU CLA wudn
n13anaIradNaa lusiulne adipocytes apoptosis Lﬂummmm insulin resistance LAY
marked hepatomegaly characteristic 284 lipodystrophy (64) n3NTTAL leptin aAANBIA
A8UNYNNTIAA insulin resistance 1# IWINZNTNN9IULR4 leptin azinlsiszAy insulin i

A [~1 a o = dl A dl
nazualdeniulng uavannisazanaed fat 1wy (64) lun1sAnmaU o wuINsEUn
ARNEIARIAUDNNAYEY CLA Aaunuinfukastuniinauly rats (55, 56) 39N%9N19LAA

insulin resistance (56, 81) Al

szAnsnnuazannlaannauas CLA anmsanen lunyue

o

aNN1999UsINdayan1eRTINININ1sAnE Tunyee wudndeyanninimases

a

o %

tufeidedianslufuzesniseanuuunimaaesazisnislssiliuasng o Geusas
n1sAnEuariudynnsaenasinaiulyl fosenadi Larsen TM uazaniz (51) Minnas
¥ =< IS 4‘ | = . .
mumm@g@ma?ﬁﬂwﬂuﬂ 2003 @LHuUN19ANEILLL randomized, double-blinded,
X ° = Y Yo P |
placebo-controlled studies anuau 13 n1sAane Inaldsusnlifamisen 5 wudn Tu 13
nsAneRlduannaeIn1sFulsznuenmsiasn CLA NlAeUImiinAaae waswudnd 10
= A a o N A = A o
nsAnE NRN1rUssiunaresndalusiy Tnaflies 3 n1sAnewinTuAinaladu anag
warinsAnENdszilunasia fat-free mass (FFM) 7 nsANTI TIWLGARLARS 1 A1sANSA
Winund body FFM inawansies Tae FFM tiududaiuaneiannaniefidsnAannlesiv
dg/ =< o al =® dl o o
wananiluunanisanedelinissnaanunenindaeuudagszay cholesterol  wazilady

dl all = ] N o v
desnanannasalsavaanidaniaziialagas
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NAaUa49 CLA pan1stdasunlasdndiuaassianisa

Tudraanindasuulasdndausianie wudn InNsANEINLAASEATa9 CLA l1nnsg
o 1 dl o =8 o 1 ZJ/ a dl 1Y Yo
anuaa i uae9919ne avinnsAne ludaguiaguazaenlddoulaaléiu CLA T

AUA 0.7-1.4 nFupadu 1lunan 4-8 §Ua19 nana a1unsnan lusiulazunatasdulusianie

v
° o

adle (122) wananniigainimaaasluaunduintdnnulazdaulng li5udszniu mixed
3

[

CLA isomers Tu1u1m 1.7-6.8 nFumedu (1.7, 3.4, 5.1, 6.8 NFNABTW) WU 12 dUasi wuan

ldfingulnundunuinsaviae BMI apasad9liad1Ayn9aia winua1aiunnanios

q

1
oA

Tasdulusaniaasls uaznguiiuilseniu CLA 6.8 nfusiadu HuRualuniaifinaaanigd
1snAannluduls Lwiﬂziuﬂﬁmmﬂﬂﬁﬁﬁqmm*qurﬁqaimwdwmmmm (123)  @nn19
naaewilginluauiieantdinaidudsziuasiaunmi Tneleentidamedlaniaz
3 A%s uAAzASIUNY 90 U LAY FlER mixed CLA 1.8 niusady w12 &ansk nudn
snsnanlasiilusanne e dnaiifedndnunneadn wilifnawasuudasiminga (124)
Fatfunnsaanindeniganaiidiuiasunates CLA lunnsanuaslasiuasuasifitsaanied
Usrrannlastuld warnnnsmasesluenaiainsganini A BMI 25-30 kg/m®  S9ldiu
cLA lugtlmsnaiaelasuaznsalesiudass 3.6 nfused w1 3 wudn CLA vaeagiluuy
annsnanuaalefiuluiengld uasdonndn CLA lugtnanlefudsssiinaifiunaanisd
saanlusiulag ldduiusiunisiulseniuenmsuazeanniaenig (125)
Tunemssriudng wuddseunisdanenluguedseny 20-41 U aruau 17 aw 19
1450 mixed CLA isomers 3.0 n3usieu unan 94 51 wudn wasenslasuutlasdngau
snmeviansldnssnulifanauunnsnaiunguilalésu cLA edneililudndynisadi
Lazilanagaunasanisilaeuulainss lasuuas glycerol Imarlli5u CLA 3.9 nfusadu
dwnan 4 dasf wuan llluasedninisaana laduadsldadAtyn1eaia (126) uas
annnaaasliatatainsfulseniuanmsidsn CLA luauim 3.0-3.4 nFusiadu uiu 12-

%

18 e wuan i nasanaludw unanianseannludiu tnvinga suselFunnslasiy

[

Tunszuaianmsioe (127)@'wmaﬁﬂwﬂummmﬁm‘ﬁla‘?uﬂizmu CLA Tuaunm 6 nfusedu
w181 28 94 wuan fualasuulas total body mass, fat-free mass, fat mass 2&in9luf
HadAtyNeatin (128) yanaNEEaNLNTAnE luALTAE BMI 25-30 kg/m® uazHgUIN WA
@1¢) 35-65 T Wun Sefutazniu CLA  1.5-3.0 nfusiadu uinan 8 &uanyf Suainls

o o

wwmiinga BMI wnaladuanasaeinglididudAynieans (129) uazidalifuilseniu CLA
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3.4 nfusedu funan 1T nudndvimindaviediminlesfud sty saieneeuduls
WelszasAuaznazes insulin resistance liuansnsannguAtuANetWHTRE 1 Anyn19ada
(130)

Mensink RP (131) 1#39U59uNan19An1UscANEN1na098An e d3uan11g
CLA Tunywsl wudnisfutlsenunaniusiidsneuns CLA luldflsz@nsninlunisan
PveinuanTin LaZEawLdn 110, c12-CLA isomer tuiltadnaifessia metabolic syndrome
felndntiu nsustna CLA TuilBunge (>3 nfunndu)  udazaiunsouaasliiiiu

1ls@nsn1naes CLA 1 urtFunauiilid@unuinlunnstlesiu metabolic syndrome

Haua4 CLA sanisnisidasundasseaulusiu

Tuudaaansilasuuilassedu cholesterol Ua triglyceride wWugnHdayan 1s@n®
Tudnduanaaldd wuqdn Wesfulseniu CLA aziinaanssiu cholesterol aglé (82-83, 65)
WAANN1INAaes Y EEUAIEN1TMAREINLIN CLA Analunisansysl cholesterol aging
ldfliTadnAtyn19ania (127-128,  132-133) uaz ldilnasaszau triglyceride andag (123,
127, 133)

= dld 90/ 3 a -ﬂl o .

ANIBUEANTANE luAR R MINIAUNIATgY WeFuLsenu mixed CLA T
2UA 4.2 NFuADTU WK 12 §Ua9 nudnaunsnannisazas ladunuuugearieals
(132) uanannidanudn mixed CLA Nuasanisidasuuwlaeszau leptin Tunseuaaen 4

% v @ K a o o o | @ . 4

a1aazdzauliiiuneninuinaqdesiunisanasaesalaiy  atnelsfinu leptin - 1T
BN FNRNUSAUN980 1317 subcutaneous  N1NNTY intraabdominal (134) TasiNae
CLA Tunisannisazanaadladiuii esunedaanalniinaadesivdugan iasainnasly

ﬂ'a“:[?’ju sterol regulatory element binding protein-1 (SREBP-1) dependent lipogenic

pathway 1 lFann1sazan lusilusiuaals (51, 129, 135)
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ANLaannzas CLA Tunyud

andayanisAnen wudnslaiu CLA Tuauim 3.4 niusedu Dednauisd
Uaaadeluauguning (126) daunigld CLA lugilasiuavonuiiis Belury MA (89) 14

naaeNa1ed CLA Tupuiidulsanuauatia i@ ugau Ganudnfuaen i CLA aun

o

6 nFumadu ilunan 8 dmni Nszsw fasting blood glucose anatae Nl TR ATUN19an A

wilaifinasiaszALl fasting insulin (89, 136) uananitluananadasguning Nlasu CLA Tu
111 3.0-4.2 nfusedu iuaan 64-84 41 lainudrlnale o) AeszAy insulin waz glucose
wagl (137-138) uslianianisans lugadouasws e liFuilsznau CLA 4.2 ndusiadu uiu

4 §Upf wudnuasiasza insulin TdTadAtyn19adip (132) wAAINNIIANHIT89 Risérus

a o

U uazanz Nlszidiuns insulin sensitivity Ingliganenidnynyiasaas metabolic syndrome

FutlsznuenungiEsn CLA @adu purified 75% t10, ¢12-CLA Tuauna 3.4 nFusedu wiu

o

12 §laf wuanluaan insulin - sensitivity aginelila d1ATUN19ANRA Wi fasting  plasma

o

glucose Waz C-reactive protein (CRP) Tuneielilad1Aynieans (139-141) lnel CRP §

|
a ]

[~ (% dl 1 =& a o Y o dl =3 a %3
dusnisuanneaniananisenaunas I gilusnugnademanudassanisnalsailauas
vaanaan i B9lunguinlaiu mixed CLA isomers siulinunail (139)

aeing19AA Tricon S wazAny TeNINNTANHINNLILANTAINURY cis-9, trans-11 CLA

a

Tugaaganiwg a1t 34-60 1 A1 BMI 18-32 kg/m” Taaildnanunu 6 4anvi wudn cis-9,

trans-11 CLA Huameu1minga 326U CRP, insulin, glucose, TG, TC, LDL-C Waz HDL-C

aeelTed1ATyn19ana Beldndnuudewudn nanAsINg cis-9, trans-11 CLA Huasia

aaa v

N191AA LDL-oxidation asialudfdaddunieanfansne asliinalunisiumaanuidssa

o

nainlsanaaniaaniala (142) usideAnunlugadouasnsidan BMI 27-35 kg/m” nAw

WL91 CLA Naglugil purified cis-9, trans-11 isomer WUHKALAN insulin resistance way

lipid peroxidation IagliTAanuuanAnelunsaeuLl asdndauaassianie (143)

AINNIFANEIFNN ] WUdIN9FuLsenIueImsiasn CLA Tunyutiuanaliidingnd

14 v
=2 o

2R 8-is0-PGF,, (F2-isoprostanes) Uaz 15-keto-dinydro- PGF,q luilaanaziinau Gevs
a8 PGF o 1 ilusaftiauanile nonenzymatic WAz enzymatic lipid ~ oxidation L&

oxidation stress (140, 143-144)
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1
aa o v & '

TunsaiinnisAnEiudndnaaaeuaznudn CLA a0 LA liver
hypertrophy léiu (64, 91) Lﬁ@ﬁﬂmluuuﬂﬂﬂﬁuwudﬁ cLA lineldifanad1anss
RenfUAY fretnad Berven G WwazAns wud1nsld3 CLA luauna 3 nsusedis wiw
18 dumn9f TN ln9vinauresiuneag (127) 49U Gaullier JM kazALe IHNIN1IMAaDY

Tuaununiniau unan 12 hew Iaaldfu CLA lugdlnsnawmalsfuazginnladu

1
=

Basy wuInguN1Fiu CLA diinnsasuuilasaasszdi glucose, insulin, liver function

o

test a8l U NTHANATUNI9ADH UanaNTEanL9n CLA azdnaan ldulusieniels wana

o

o ° o aa

st utinga ldunnsneiuad e lda g Aty nneana (145)

[HaRanTunaIn1esu iRl sz geAanNnNI5 ULl s s nIua N IETN CLA - WUINE9H

]
o =K

daanin TAU I TN FUAUNIAINITLUNINARRINT (123, 127)
AaREaNIsANEIUSERVEN WD CLA Tunynd

Whigham LD wazAnde (146) naasadikill randomized, double-blinded, placebo-
controlled Tupufifiguniwa flen BMI 27-35 kg/m” 218 18-50 T 41uan 64 au Tl 1650
6 g/d mixed CLA isomers uae bt high oleic acid 1l placebo ?ﬁlx‘lmiwmmﬁﬁmm 19
w3 svei Tnetag 12 &dansiusn IlEF a7 TR (13 kcal/kg) ataali
nsantnuin easlfiaumsy 12 dansiieaundiasihiinanas 10-20% sxezit 2 iy
Faadilaniiz 12-28 Fiingaunimaaesaziulszniueniis 25-30 keallkg LAZITEYT 3 (5
dew) Widnsaumsmasemnauldiu 6 g/d CLA enageunanuilaansieluszazens ua
N1INARBINLIN ﬂ’?ﬁ‘Lﬂ?ﬂlﬂuLLﬂ@QﬁmﬁquéNﬂﬁﬂﬂﬂﬂ%ﬂ@ﬂx‘lﬂﬁiuiﬂiLL[ﬂﬂ[ﬂ"NﬁVu 7¥AU glucose

uaz insulin 189M9AR9NgNUANANRUeEN I RTRANATYN19aTA wazilafasauau sl

fu wugnveaeangy ke lunalasuwlasliuansineiu

Riserus U Bazmue (139) 1N19nAasaLUL randomized double-blind controlled
"Lutjmm?ﬂﬂu metabolic syndrome (abdominal obesity, insulin resistance, dyslipidemia,
and hypertension) {1/ BMI 27-39 kg/m” 8¢l 35-65 1] 41101 60 Au Tnaiguliilisu CLA
mixture, purified trans-10, cis-12 CLA 3.4 g/d 39 placebo duszazinan 3 hau Lfllfﬂ‘ﬁﬁ

n139@m insulin sensitivity Aiagl euglycemic clamp NaULATUAdIAFLANTBIUNT WLIN trans-
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10, cis-12 CLA fiualunnsan insulin - sensitivity WianFeuifleusy  placebo us CLA
mixture li@anafanana B¢lindnti trans-10, cis-12 CLA flaifinszdian fasting glucose
Bn&n daunaReIZA1 cholesterol WLIFTWE CLA mixture WA% trans-10, cis-12 CLA fiuaan
HDL-C, L‘Wlu makers U8 oxidative stress (urinary F2-isoprostanes) M@WﬂLVi’]LﬁﬂLﬁﬂuﬁu

placebo WBNAMNUEINLIN trans-10, cis-12 CLA @1N1TOWNIZAL inflammatory makers

1 '
a

C-reactive protein (CRP) Iuﬂ@zLL@LﬁﬂmﬁuLﬂu 2 Wi wazNurgulane N3 insulin
resistance TALlsEIANUNNTLT84 oxidative stress uallFuRIETINTRNT89 CRP
AnNIMAnesAsTiANawladn HadilALaLed rans-10, cis-12 CLA sia insulin
sensitivity anaLfluGRRNNZIaNyadse isomer Aty AldTnmmaaedneld purified cis-
9, trans-11 CLA #4penuuunnimaaesuasiianuutlszansadrefunisinsniaumiing
Tnanflunnafneuuy randomized double-blind controlled study lufanadauaanauaz
N7 insulin resistance W9 cis-9, trans-11 CLA Aflalunsan insulin sensitivity Lfllfa
Feuiu placebo 1w fadu Riserus U wazAnsy A9agin CLA isomers dnaidusie

1
val

insulin sensitivity lugMAN19E insulin resistance wazgiduwnmany (139)

Malpuech-Brugére C LarAnL (129) $in1sANEIINEaT89 CLA NlsaNaa sl
$engluaunvinifunasininsgu Tnaianismaseduuy randomized,  double-
blind, placebo-controlled trial lwananasinsganIwa § BMI 25-30 kg/m” 81€)51374 35-65

T anuau 90 au iflugne 45 AW wazUe 45 AW Feuthnimaaaiu 2 499 Aa lu 6

&upniiusn Avua i a1anadAINAUANIATENANNINAIUNANTDY high oleic sunflower oil

3 g/d (placebo) anuutisenanasianiy 5 ngu LA e AN RTIduNaNTaq high
oleic sunflower oil 3 g/d, purified c9t11-CLA 1.5 g/d + high oleic sunflower oil 1.5 g/d,
purified c9t11-CLA 3 g/d, purified t10c12-CLA 1.5 g/d + high oleic sunflower oil 1.5 g/d
waz purified t10c12-CLA 3 g/d \lwaanan 8 dilanif lae CLA ﬁiéﬁ@fﬂugﬂmm triglyceride
uazlussuinadivinnnmeaasil §Hnnsantufinanud LT evieannsdnaAesiRaT udae
9HANNINARBINLAN nﬂﬂ@jmﬁﬁwﬁﬂﬁq A1 BMI, fat mass, body fat mass uae lean body

o 0 o

mass anasaesldliad ATy Nana
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ARINNAUDINITANE

fiaudsninalunis@neilsLd@nsainiazalnNtanniaaad CLA 1 1Rgadadiy

Ansouzaasdididannimaaes (U A a1g szAuANEan) Awluag gluuuaIu

a ETRRT)
1 1

Yo a a o aly Yo E/ = [J [ dl A dl 2 o
165U AANITUNNT TUNALAZILELINATN AT CLA $9099lnaNTAtadLATaalan 1 daLasnLi
#anenN13AnElE  mixed CLA isomers lunnsnaaasdalinansednuiunisuenls
uFAY isomer warn19ld mixed CLA isomers dsiasnnNazasunsnavizanalnaas CLA Inel

Y o o

PlaFan isomer  Tuuneldifiauatiu 9 FadudediAninez isomer Nrnaiu danasianis

a

[
! =)

NULALNA NN ATUFARLLALE ALAZAT I ZNIANIZIANTAY AIAIALIN9ITEY cis-9, trans-11
CLA isomer inandaaiupnmantF lun195iunziie 491 trans-10, cis-12 CLA  isomer

nandasiunnrany ladukasninlasuilasdndausianig (147)

asUnanIssIuTINURYS

HaN17AN T IUARTNARBILAZITAR N ZLAENANUIUNN IR LaAIDNL 3 ANEN N2
. Q‘I o A % =3 ] val ¥ o
isomer Man1zia1zasred CLA Tunistlasiuvzaanninudau asinliigaulann CLA 11
1 dundnnneiasnasd miuuyeed Teluilaqiiuiien dnaudelse@nininaas CLA %
ra adipogenesis Wag lipid metabolism ludnd Inanamn y MAnTuTWIuaL U isomer

N i v Y e o edo v X

WA M srazna Ty sanvianaiusaeedndninumaaasiag fit isomer 189 CLA
dld ¥ v & . dl ¥ ?:/ o & e
nnalunisanaudauludng uarlu preadipocyte  a9lANNANTIARTNAABILATHY ]
Aa trans-10, cis-12 CLA

dauna109 CLA Tunyeddivldainnmnagdidedquidnuazlaiinns@nenlan
o = o ' . dl o o 1=l 1o
nnsAneenIzianzasiuusas isomer Tuseazinanfiunune aqiiudelafinnuuldnly
nnsfusasnalunisaninmiinsanes CLA Idsanyssd  anaflullldinaiunsanladuly
senetiidntlasidefusenunanduaiiainenis CLA usatdlsAmneelaifivangiu
gufulunnstoeilsu metabolic profile  Tunn9msaiud1us8911NNTANEIDENNINLAN

1 1 v
CLA % HDL-C amad 1iix lipid peroxidation wagalinsunaluszazeang galilndniiy

CLA anaazm liiiauadnaimesdedsznaulddae lipodystrophy, insulin resistance uazan

' |
a Ay

nnsaislasiulutinun (148-149) ashimunzlunisldiundgsndesiunyms wazidaing

o
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Wraumaunisann ludadnaaasuazuysd wusn auianes CLA 74 uaywdaindninld
ludninaaaeunn iw annis@nenlu growing rats vin 300 g wudwlaléiu 0.5 %
mixed CLA isomer 2118 15 g/d ([zineyindszanns 75 mg CLA/D %38 250 mg/kg) Liu
981 6-8 Ak anunsnanlasiuludaniels lunnenseiudininisAnen lunywdanuu
1 eeli 3 g/d mixed CLA isomer u1u 6-128UAN% Tadunmin 70 kg azAny
121104 43 mg/kg TaTeENIn 0.5% wiw CLA #ldnmassly growing rats 014 6 111 (88)
Aatii 2uNmeed CLA AldAnEnUse@nininass CLA a1aldldaunafimunzaniaznaliiia
UseANBHARINFRINIG
a Y oy = A Yy = = a a A a
anAna1anndnefiu AepasiazfAaelinnsdnen il sz@nininaas CLA WuLAu
waliidnlateanalnnsvineuaes CLA usaz  isomer Miannzianzasluseauiuiana ng
A S 4 4. v v
tlarfeasinisaauANnITmaaesisyAnafididaunImaaes auaaes CLA  AlH5u

A o = Y o = = o v
TLUZLIATNNNINTTANTIN ?QNWGﬁ’]u\iﬂQﬁ')ﬁuﬂ@@mﬂﬂmQﬂ

R Iy X, = Y @ ‘L
Na1ay CLA V]VLW"V]ﬂﬂ'1??QU?QN?@H@ULLW@:ﬂW?ﬁﬂHWLL@@\?IVLMHLWH\‘]LLQ?]Q\‘]LQ@W

] |
= A

du | FulenyATLLITNIUBIMNTLETH CLA Udte1aazilladulusieaniandusimilo i
Aaufiaziutlseniuemiaigiy CLA 18 (150) uffinnafnm finaneualusseasenaannnig
Sutlsemuennalaiu CLA Taefivnuiindanasuasiisyfu lean body mass Aaudnangi
uanlfifiudn CLA anaaviitlsslemiluntstlaaiunsnduaniionwinifianisuanasa 49 CLA
T21la9iuN19aAASU8 lean body mass Tuszndnannsaaimen il basal metabolic
rate ¢ lUITAUAILAN safluntsanlanialdasfiasin inminsanduanifiaauan (151-
153) Fartunnsfudssnundafnefiaiuamnsilunan iy fseiadnfludn CLA fuaste
NM3ALIANANEI LI Eat19REg atinalafiniu eliinsAnenalsy@nsninuazanu
lannsiaaas CLA %ﬂuﬁm%m@@w?fawwﬂﬁlui:ﬂ:mq

A1UNIWIN monounsaturated linoileic acid (MUFA) Was n-6 fatty acid L1 linoleic
acid 21aiuasin1gszAnsnnlunisanAnudauaes CLA waewll e lnansaiudnald
(123) FITuN 75Ul T e N LA RS uaaT e M1T CLA sanfua1nsialadusianadl

dsz@ninmangalunisanasindan fislilss@nininaes CLA  TuagAuiladesing <)

13rnauiu N1INATUTILARATNMINAINAINITLETN CLA tiNeNatindLAeiiana ludiiveana
o s y L, R . I
winuagnsasnisantnuinazfesaauANaImsatnagnisuazaaninasniaaaug il fae

a¥9idanisusinaeunsatiane iy weniulszniuanunsniilsylemd gnqaaneoy
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1
J ¥

v o o o ° ° K% as o Yo a v
wauAUeanNIaIN1edulzaaNILaNe 1NVﬂIMNLL@$QﬂQﬁ mﬂmimm\mﬂmqmmwmu

tiyiminsazanuisoud lalduas ll@assranisnauniulsadouan
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