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(adipokines) » # i REHELE B EEMIL » ZHFHE2UBRBRL SEHE RGE L o
R ETR BRI ES~10% » T AR B S dE ~ B~ w54 E] A RIR D
AR R I BRFERA TR - RREEDEHR T X Ol iEd - EHRASLEF
R F o W R IRIE PR AARIE B H o EA W F A9 E i Edy (anti-obesity agents) #4857
o AR R BT R EHRR - £ HR% E49F 55 (Food and Drug Adminigtration, FDA ) 2
#%A& T orligat & sbutramine mAZ SLieE 24y » (B AR B2 A R B RTARTY
HRI HAR SR R alE B AAY oo RUAH —FOEHE Y rimonabant &
B ok > R — 4R M a9 X2 88 (cannabinoid-1 receptor ) A9 FAEBTH| 0 CRELAE RE
A% # ¥ ( The European Agency for the Evaluation of Medicind Products, EMEA ) Az L4 A o
BE AR ER T A R ETACR - BT A A S CEAAH (cadiomeabolic) Z G BREF o H 2
AREFRES  RETHREEOERENAME TR > SRR RAE G EHFLR
A A S ek 4 (therapedticlifestylechanges, TLC) 048 &2 A8 » bR 3E R 3 E 94 e
M EE sl e » AFIRBERIE AR FAR -

FAsE T : RERDAEAR 35 ( Adipokines )
AL BEEEY) ( Anti-obesity agents )
$E A fi2#8 ( Cannabinoid-1 receptor )
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( sleep-apneasyndrome) ~

M2 ~ e - O

IR ~ B BRI AR A AP A R R B HEEH#
th B S ERY S LA B - BLED T BN

T~ RS AR ﬁﬂ%lﬁﬂ%%ﬁ'ﬁ%ﬁ%ﬁ?%é’ﬁéi% °
R AT 58 A R TR ~ i - LS 20 g e s

BEEEA R R ML : 11490 ST A B A A 8325 3

ZEEHE A o AT RAH



B B s RERMGHERITENEYE - B H
s EEIENE - JCH 2 AU ( visceral obe-
Sty ) » %Y NE AR RGN fH 8% g o3 W BT 20 g I A e
7 ( adipokines ) » & & R84 5 28 K ik S ZR0H
P 45 B8R 2 BUNE AR 5 oL I 45 953 1Y 38
A o o 2 BUBERR IR W & OF 3R B fh (a4 2 2
o B EMEAIER - BRENSEEREEH
( high density lipoprotein, HDL ) i [&|fs ~ #8550y
= H il (triglyceride, TG) M BT ~ 88 %/ )\ L
% ('small and dense) {9 {5X% & fi5 % 1 (low densi-
ty lipoprotein, LDL ) @R ~ S S5 FH T ~ =k
I AR EE ( hypercoagulability ) LA Il JBE Fs 5 » &
REFEE L M BE R IE R R T - 1 B OF IR Bk
% fa e K il BS 2 41 350 I8 IRIR - RIS
2 HUBE BRI A A S RO M ER o EAIE
YR T BIANER e ~ SE B R GRS
RURESE » O H D OB AR SEHERR o i IR
I B BE R N RIS - Ok
B = SR W BV 268 ~ BX thiazolidinediones
( TZDs ) %% M S5 1) H S R REE A 0 - (R
I RERE 2 2 BUBEPR 7 K 1Y ek By e S 1L TR
A1t (individualization) » LTRSS 6 & AP
1 %8 (anti-obesity agents) il BhiA #E - 15 42 fHEg
PEAD PR B o

PR BERE 2 S TR

A B HEE R SR 38 25 1 M T L e [ e R fe
A lgas ] - FRF BUSTE B Ao i o REl fHARRT 2=
A HORE AR SR - AL SR (leptin) ~ IR )
7 i (angiotensinogen) ~ AEAE 3% IS {64 T 2 -
1 ( plasminogen activator inhibitor 1, PAI-1) ~ [H#L
% (resistin) ~ Ji#fE B ALK T- o ( tumor necrosis
factor- o, TNF- « ) ~ #lii[H] 5135-6 (interleukin 6,
IL-6) K figkt & (adiponectin) 2£° - iZst iz &
R RS A D) RERVR IR - EESIRERAVEM
BEAANE R A FCE ~ BEE AV M ~ MG 14 ~ 1
R ~ R~ SOIE IR B I i 55 -

B R e I A i B RS R B E
TRAEMF MR (hypothaamus) 5 iikE% (arcu-
ate nucleus ) Z 35 %4 (leptin receptor ) » H#
proopiomelanocortin (POMC) # I AE 42 o -
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melanocortin stimulating hormone ( @-MSH) » 11l « -
MSH FE{E A1/* melanocortin-4 374% (MC4-R ) » 1L
R R 2R o B JiR o EFE
HI R ERK Y (neuropeptide Y, NPY ) 1433 » N-
PY 7EiaRERIB mRR < FH » Rt th A ezl
il AR AN AR o S th A (I AR o0 Ry 2h
BE O] LU DNE SR NERERE AE -t oicss B 48
PHRE 32 < U - KT R IR 5 R0VR A - (]
HE R KERy NEREE & Hiin A& R0R AR L
TEH AR S 1 R/ S RRRE R IER HY - IR
J8 SABH ¥ (leptin resistance ) A &K % BT L B &
PORTRERTTE® o FH RS AR Bk 5 SR BH BLAY IR 35
A AR O DB R AR 2 R A I o 8 B B ) U
OB R » e LE R —m& %13 ( renin-
angiotensin ) &t o M8 MIMMAE & J1 38R 09 o0 b -
38 R R AT 5 o

FEAMESE H AR R 4% (fibrinolytic system ) 72
I DIRE BRI AE <#EHE & (fibrin) » BV M
I ZER2RE o MR (( plasminogen ) # A
FIFIG AL # ( plasminogen activator ) ##{bAk H 4
% (plasmin) 1% - BSBH A EEBHEE ORI
BE o {H PAI-1 & ISR SRR A 2R B TR & sk
PBHER VAR (fibrinolysis) BYTHEE » AT LLE PAI-1
(YR A YIRS » S R IMAR 2 2 T R ] ° -
FE Y% thie e s pr i i & HE - ‘e an
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HEERNEE G S AR ERIEA AR -
BEL PR e H0 00 5 R oMb - 28Ry e B A
A= H ihliany B REGE 17 iR G A A - EECKE
(T ifet e s (freefatty acids, FFAS) B H iR i
FAGIR® o w2 R R I il 2 BE IS =1
(lipotoxicity ) &r FELESE & igH #8k ¥ s8] H kA Bl
3> RS R SR PR R - HREIBSR A
[& —FTR° e

TNF- o B 1L-6 £ £3 55 #EM Fr 2 4= i A
W% EEEE S FHRE G - TNF-«
w5 55 N2 Ay 58 95 SO ((inflammatory re-
sponse ) » HEHIHIIEEIRGE 7> F-1 (intercellar ad-
hesion molecular-1, ICAM-1 ) 3837 LUt Tk
EM ( chemotaxis) » ICAM-1 ] {5 Ifil iR & £
N BZAHAE » SO I o R B R 22 58 S AHASL - g &
S FER B T A @ o ot o TNF- o 75 Sl ]
A BZ I —& L & (nitric oxide, NO) &4 » 1L
T FELRGE PR /55 357 i (S (0 IR Y 1B 3 TR 1T
A RS AT o IL-6 €1 1 B W ERE IR S
B AR ThRE - REg % e F b EE AT -
o5 2 TUMELRJ55 EL 1L-6 [y Bl 5 3 BH Primy e 2
B~ LU g 55 45 AR IR N C- I & 1 ( C-reac-
tive protein, CRP ) {2 T = k(e FHRE < PRI - HE
Wk 2 BUMERRR AR » Bl PE iR AR TNF-
a FlIL-6 & a5 B8 A 1 18 13 28 RS 5%
BELEL -

kit 58 B9 14 82 5 fth fg 1T f IR 3R AN 1A) - HE
fii 2 AR EE AL B RE A A = 2 EOFERR - i BB
A ~ Z=iE i BE I ~ RS 320R BE ~ =8 T uhle
UREE ~ DPRIEEIR B R B s AH L EF 2 &M BE - 1
B R AMEERE YR ZIREAHRR o I
R~ BERIRE MAE R E 2B - HmE sk
FIIREE YT IR AR o fefia B mint
AMP- (v & &8 ( AMP-activated protein ki-
nase, AMPK ) 2 BLE K » (B 5 /& ILA
Moz BEE SRR - IR ek - dfve e i 5 e
AT B+ o2 R s SR RH HAIE Jk /) WR IR  RE E BR
H ( very low density lipoprotein, VLDL ) fity#d
B o B At o BE ki SRR ] DL RAR B AR R A6 1L
ks LER - BAAYIE) BIR S bR RIE S
RELIMEEM -

ARAkEE 28 2 BUFE R TR

HiE ISHEL 8% 5 17 AR 20 1 — 15 T irhilig - 350t — ik
H JHIE R AT R 2% U B 5B (hormone sensitive
lipase) 47 fF(E A » 722 A= K 200 i BERe I e H
FERCEAIGER R o 32010 I BERE I e i M R E AL
A RHAR o S PRI ARH A A A B MERE ) - IR
PR Tt 5ok H ERR s A RH BLERSGR + A0 SR HERE A
PR A8k - rsnufst T Ut i MR I S50 BRS8N S
Rl A1 - & EEE L S HIAERY DIRE & iR
2 (19307 i i PP vt i AP ik -z o 1) o g ke 5 355 P
P LA K DT Wik o uh R AR i s 2 1 s 161
S T EE A0/ ) T 3 MR % R 2 YRR o ETE S
MRS EEREEE (1 » 45 2 B 12 1 87PN B AR ifi
228N EZ ARG - thas B b i R A AR 7
Wi 1 TR M PR HERE S o BE RS S a2 1 NG
FHIBR 2 MERK (islet amyloid polypeptide ) » iEF#
B G R BFERR W - 7F 8 Ml g ek a
R KRR R IR B2 U8k (‘amyloid deposit) » AT E
% 8 #HNEA5< BE( 8 -cdl dysfunction) o AT 2 TR
FEEPT R 5 HINE 0 LRE LT - 1T 25 20 3 Rk A
EIVERMECE 2 HUMERIR S - MBEAACHEER T 25
B 3ER e 2 BRI 2ot - AR OF5 e 52
o S~ SRR R AR S R YT 2 -
i3 SRR O M R B BRI T - HR0YER
TRANE —FTR° - PR AE A BT LA O 45 9
IR IRER o IR - 1R 2 BUNEIRIRER T 1H
FRiHImAE ot - RNt O iR R SO BRI
AEE o ARERUY LI SRR A A R o

AERESE 2 BUREIR IRV BB

o5 2 TRUBEPR R R T I O 7 95 R B AR 4
RIS M A & o BRIR IR BT
LRI o TR EEI U6 S RS o AR
il ~ SE B AR AR TG RE RSl A R IR RS 2 A
PRIGER A T7 20 2 SR RO I T T 1 3 2
& (i K A o DR A I e i s B 2 - R
T e IR SR T2 - B e IR ~ 1l R
Rt AR & o JELEPRA R 7T P R AR A
e s (BT MG e By B e R T R U A
Fo B —REVICHE & s - IWEERHEE &



f » T8 TEREIRE ] PR & 2R - 32 BRI R BBl
HE ER A5/ NS 3 ey ((3rd report of
National Cholesterol Education Program Adult
Treatment Panel, NCEP-ATP |11 ) & LAdC iE i
(central obesity ) FUREEE ~ IMEAE ~ =% EHEE A
el ~ = et ahls ~ 25 MIm A (s K E B
R FAHHEMREE o (CHHERBERY =% SO M
BRI B 2 BN FRIR S5 R fa b K7 B AR 3R
R T L NERR G RO R Y ER -
SEE O 2 S ( American Heart Association, AHA )
T SAE i Bt T % it o9 M8 ST B2 T TE 2 fg b
RF > 2 RNEREE R RE T -
— FEYPBESE

BHARE R B RN B % H fa b 7 1 - JEAE
fi S0 U I 7 B B 5 B URE A > s ST E kRN
2 HITEPT B iR 0 i o BH0.0 M BRI 5 i B
BHEEE - 28 —BR T e IR IR ARG AU
HEDY % (therapeuticlifestylechanges, TLC) 5% » 38
B HEL R ER B RLINE 77 W52 e B [ ) e B ~ 3 Y
By ~ 99 B AR BVEAV ] o ihmE ke 42 in Al R
RIS B DL N A EE A

(1) B&pes 2755 (medical nutrition therapy,
MNT ) : Bl & B8 L oRpest BT IS RN R
HHOFEE - SRR RGO A A RE LU R B
AUEKHD - LABEBD G ERe R AAOR ¥ B B0 FRFILHE F7
PHADRE EE o MO A ERR I KEL T T B BT A 20 I
EEYERECE » 5% E0% M B T A B FUNE 5y i
g » VM HE N (transfats) » 3GFR &1 BflI g
B/ NS 7% RO REEA R - T R R SIS 1Y R/ e
200 mg" ° BLAtb o K ALE P SR E R R
FAEAE T+ HEFE B ( glycemic index ) FY R - s
HEREEHE » D EE G EAER 15 ~20% 5 &
1F F-HI0E PRI s 887 - HUER VB A A= TE R
SIS TEYE 0.8 ~1.09 ; #20t R E it H
B ReN 2N - B S AR AR FEIR HIERS &
NTHBE 0.8 g o s S IS Bt 2 E W
BERY (& 1000 FEEDVE 14 gm A
fE ) o BIATKER ~ BR2E ~ AR 0h ~ T8 23
o RIF2 ZBSHEE ARG BRI — /P - E ik
SERVthCH AR - BYWE ~ WPMEEY) - 31
FACE ~ B H e E B AR E 3R (phytochemicals) 1Y

BE B A
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EUEARIE o TR BRI FTm A Y R 1y HLAE AR
PIERE - MERE R R K b &Y EE s &AE
(B TT BRE © 48 S ARG R A0y o 48 BHBE e 28 0
o Q0 o] LR ERHER 1VER - KAURERUD Rk A
HMY 5%~ 7% © {F55 2 BUMERRIY B - B
BRI E e 9 BER - o] LU H 2
R AR 280 —HR B &% - B EME (ki (055 ( HbA,
A1C) MaRE KK 2 1% ~2% » B RE &R
BRI E RS E " .

(2) #&#EILE) (physical activity ) : #EHETLH)
A DA R SR U - thpe PR oG mbE ~ 1
e ~ i R 7 feitl] LA e B B el e S5 i it - A1 DER 25
2 BURE PRIRI IR G S EETEN AT - 5
H# 8y (aerobic exercise) [y #8E F i 2 GRE B
PRIMRE » # rehs T oGS mAERE ] ~ BHBhHEFE &
SRR IO I 45 gy JEL P - RN i R g2 )
150 53 $# LA A S SR I B E0SEh - lal B
MR R A A E (VO ) 1740% ~60% - 5%
R BARY LR ((maximum heart rate ) Y 50% ~
70% Z[H* 5 8E 2 A E VA 90 47 sEh i
LA EREEGER) » HIA0RR B K A 21 60%
BE AR LA 70% o BERET Bl i 1T BEA
Frl 3R LA b o i HLANER 6 A 2 KX AN IGE) -
o BT R AR Ol 35 9 J e - B 3R B KA i o
B EEREIE R/ 4 /NRRLL b AR B 58 A2 B FUE B
B PH P4 E B ( resistance exercise) 5 4 ZLAfE
FREr R R EE R B (> 13.6 kg ) » RIS AESR
DT NRELL b BRI A SGETY o

PRI R E BRIEE EETIE - BRI E LB
TTREAERY 3 XINEHE J1EE) - #HEVE ~ K
e~ F8 ~ BRE EEZNARE - & EE D =8
#) 8~10 X - KIEHEE TR » FHAE
b i ] £ 18 < LA Y B = R AL 8 8L A
JE/VE ( sarcopenia) ~ /b EBE(CE AT ~ M e
T3 A% (adiposity ) FLEE TR S35 FE BT > AT LUER%
FRET 0 ~ BEERAR DU BEREAR A - Z R FH pTIE:
SEED RN A CEEN G B2 R o RN IR R
& BAlA 7 =B LU I Gl B T m ny e EpE BNy - JE
R B R S RGBT - th B
SR BB A 1Y E o BOE S R
FE T A4 8 bR 9 AR S5 %8 ( nonproliferative dia-
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betic retinopathy, NPDR ) B H#2 5 14 ¥ 7R 475 5 AEE
Jix % ( proliferative diabetic retinopathy, PDR ) ~ #%
AL 4 Jy JaRE > LA O e B e rh 2Eah B
REE S o {900 IR 8 R 48 38 5T A a1
sehog ~ BRATREE ~ N8 ~ TR A e g
MR T8 72 ~ 7= MR LE B 875 5 5% AR (R
B~ BT E £ A SRS RN BE - # e
AR B Y & BRI T RS BeEBEE -
JERLHR IR R NS I e ~ HERERRE 22 ) EE) 5 e A
BB~ AERR S R ) CE AT A ~ 1
R B HZ LA B R S A B B M PR R AR
BRI A8 o F IR A BT A Bl R 98 IR B b Bt B
( atherosclerotic plaque ) * T Z€%5 18 il B8 15 &h
= o o] R B b i BRI R g Ul B - R
25520 38 42 SlVE O A SR - SEEB) BIE L RIS 1
e B EETR B RARAIES) - B0 5 fabR it
R R Sy 2 DR AR A 2 o
o IEREY)C HAraE

B AN AR & — S AR R ey I R - FE R
AL TZRE A AR B AR B HHE R - @Ry
FA—SC G AT IRLE R o] LUIGRIE S8 VR HRE 2 B3
AR L AR I R BRI 250 » ERBENEY
# 5 (Food and Drug Administration, FDA ) £k
T orlistat & sibutramine FiFEHLIE IEEEY) - Fol &5
ZREPTATIESEY) rimonabant B AR K R S5, B
1437 ( The European Agency for the Evaluation of
Medicinal Products, EMEA ) #%#t |- » {HEH
FDA 4 & B EAE L EBE 1T - & — M HUTIE 48
B HAE A A RN - ARIE EH ARV E S s R
o BR T RCEI R Z I B MAERS ~ b R
FRESF PTG — R R o BRl4EYNa IR
P IRRY 36 JEE 75 5 #5 B & +5 8% ( body mass index,
BMI )#Z;itd 30 kg/m’ » B & BMI #838# 27 kg/m’
G GFHIRINE R e BB R0 » 200 w50 LR ~ M PRI B
e ARG - FRIEEEYREE 7T BIAIAR B e ~
B R 0 AN T BB ) R MK i R R B A o
sk PR A J S W T T 3 R T R R 128 1497 T
HARA ey EEY) - 8k e REEYRT 5| RERVRITEA - B¢
PRI (A 2L {8 i 28 A B89 AR -
(1) Sibutramine :

Y R G M 5342 (Reductil® ) »

TEAEAN B J # S ERE B (E A - SRS
= (serotonin) ~ 1E& A3 (norepinephrine) &
V&% D (dopamine ) HYFFRINL » AT IS Sefi
FASRE D) ARG AR A S £ 5 » T A B
AR HE e 2 AR ATEA S o DR sibutramine £
W WSEE A IR 7 B e A 2 K S0 HF I A 16 £
F# S ( cytochrome p450 3A4 enzymes) 1y {3 » H
FIRAGHY ML B AR M2 89385 14 K5
sibutramine % + [X] i sibutramine 79 {EA 4= 3k
HE R -

—{EATIENE - BEER N - ¥E - BLRIBIM
FeE R R 52 - H RS SEM sibu-
tramine [ AEHE 25 2 BUMRELR i ARS8 - IR AR S Be
REMIESHA 12 ([ H > HARA 195 {7 BUF 8 1] met-
formin fE&00Y IENEZE 2 BUNER R IRE - IEIEAYIE
#EJE BMI > 27 kg/m’ o JiREE RS Ak 3 AH > 43l
5 R A 2R ~ sibutramine 15 mg & 20 mg ©
2 3 #iy BMI FifHE 2 36.2 ~ 36.3 ~ LIk 375
kg/m2 ; TikE(b I 3R AR £ 9.73 ~ 9.75 1L
F 9.14% - R i Bl B B ki o A Bmai R
§i7 - Sibutramine W] LG 38R EE H B2 ERE
B - 38 3 AHAVIBETEA 235l 0.2 ~ 5.5 ~ 8.0 kg
(p<0.001) - it sibutramine 20 mg i3 —#H
FRASE B FDA F e B KM T E 15 mg © 42
HIBV e 10% Ryl > R RARM sibu-
tramine 15 mg & —fHH 14% - it Rk A% R
& —#H Al A ge i 2 o ot - R sibu-
tramine15mg ;3 —#H HIEEIR -V 4.7 + 0.7 cm 5E5K
FHEEE (p<0.001) » 1 ARFH 2 AP E — AU [l Fl
WABHRRC A - TR L L3RRy R A Bt (&
) B TE MR o PRI G /TRy R2 8 - R
shutramine 15 mg 5 —#H - H & =% IS AME
[ Bt AT 2 o (H = Hhihle - RAREIE AF A (K
55 NG B IS B 0 ) i R OR A s o
At SEMHE T E(metarandysis) » 4 HT8 1
BE D ~ S ~ B2 RIBIRH L s a5
it sibutramine $#I ITHE f2¢i Kefid AV RZER - 45 2R
/R~ sbutramine ] FHFEFH{EASE ~ A ~ ¥E
btz ~ 2= mE ~ =/t s - mie s %
J& e EIRE [EIRZ - s /1) sibutramine B3 TRE I8 A
FRERY A= 35 HURE i S AT 42 HEAY B R SR IE 0 B



L I 59 ke TRF fuc Zon B T Bhaz -

TEBIA G st #IEIEEE 2 BUMERR 7 iH 5¢
H 1952 8275 4 Fl sibutramine £ 50 ~ [ FE K
Tk B R TG HE #i 3 AR S Y o HESE A A 48
(LTRSS 2 BUMEIR R B » 2 BMI =27 kg/m” >
Ee—{EATIEE: - AL ~ T ~ A LRI
Plwseery e o< 3B o e B B ) 1l Bt Bl e 2R
2% 24 (] > 3 BIERAR] sibutramine 15 mg &%
LRt SRR R ASHEN 6 (A o ff SR ATk
5 2 RUNELR R BB s ) sibutramine 15mg » Eo
o~ B BMI i Fe o0 S 32 U RV R ] i
BT E R - MEREIE RS (wasthip ratio ) ~
MEE ~ LBk ~ MIE CRP KABHIZHIVIRA ~ [IKE
PEHITEE R NE#E 2 (lipid profile) iy S22 K5
REEMET R -

Sibutramine B 1997 F &2 & FDA %t I-th
LAAR - 37 % R B S s O R B > P
YRHKI T 4 ~5 kg™ o (HARCE RE RGE B
LA A AR - e BHRITE L - Sibutramine Y
W R ERN R R A B2 & - it ZR IR
{ERNEE FH BRI RN 2R R AL 2R ey « HRTE —
KAE R © Sibutramine Cardiovascul ar
Outcomes ( SCOUT ) 711 » #AA 9000 {i T
MREGEE R - TG EE R O A 2 ~ iR
JRALLIMAE ST R 2 > BRI S 2008
i o JE I AT B B 5E BV EUE: -

Sibutramine FZAYEIVEHE FGEER ~ (F
Hh > BB~ SR S TR » T EE F AR S AR &
TEMEIL AR - #f8E ~ 58 - EBRERE8EE -
o475 BT HE O 3 Rl BT e BeoL Btk s #EA
st FHVRE 20 28 T 1 B R O kAN 8L o TR ImERAY
JE B8 5 AR AR A 10 ~ 15mg % sibutramine » H:
W kilE B &7 R S AR TS o — R ETRE R
PRI JBCER T 4120 (7 8 JBRS 4 V8 T sibutramine 71 1M
FERAMEIE » DRI i BRTE & (9 REIE B8 i PR
(st FH e B Y e Bk o {E R S s I
R ~ R Olgdm ~ OB ~ B D RE e 2
WO AN EE AR 9 s R R A Al B
LB #FI# (monoamine oxidase inhibitors,
MAOIs ) B¢ E fth H RS 1] 52 RRAVEEY) 15
i - RIES {4 sibutramine (Y 2EZAE S ©
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(2)Orlistat -

C RS i RS LA (Xenica®) » & —{#
2B VECE A PUIENE 26 - &2 &M
T Bl 158 ( pancrestic lipase) By I » (FRSE
rh ATl 30 % 1Y W) BN Wl - #ER BHET R55E
SRR W L) B i 2 A BR A 3RS A
BB B o MRS E o Orlistat M A~ & 1
FRAFRRE LA BT LT A g2 8 AR H T B
T FEMEWERERRPE GG - B IGERE
Sr{dHEL ~ BB (H ( steatorrhea ) ~ HE{EE KB T ~
HEGEHE I ~ DR ~ T ~ WEO B S o 4
B[R AC & ARG PRI sl A 4 B - G
AR EE o e 2 (s A 2] O T R o
FbE S gl R - BEEEY) (s R & KR = e
MERMNZ BEER  —RIVEERERER =8
FAFEEAR T 120 mg - Orlistat £y 4578 Fr it & (i
NE VAT RS SRR SRR A - 7R A orlistat HATHIEr
[ REVA VEAE fiaw A ~ D ~ E 9WRIED - EHIAR
F orlistat O] HETE AR M TT BRia 4 £ R ° -

—{E KB 2t PR B o R REME O AC
B ~ B LR LA ER R 52 - BN R ZEAR
T 2 TR I 97 B sk 11D orlistat $) Uk R RS ER 1Y B2
B o e R BRI 52 i - A A 221 fiEE
1815 metformin B¢ metformin + & A % (sul-
fonylureas, SU ) f2¢ifill i A AR 25 2 AUMELR 5 9R
B8 o 33 By B RE M 0 BOIk FH— K 3 2RIV orlistat
120 mg sX 22 A% » 18 2 R AT S B B AR
FAR-RERE o SlBand REE R - (] orlistat ;8 —
fH HC RS e B AA BRA FH L - BE R N]E 5.0%
i AR E I EMERE 1.8% (p <
0.0001 ) - EfthiseiilErRaifg @ ~ M bim o=
ZE R ImbE ~ RAREIEIRE /0 ) orlistat &2 —#HE A
BHRETY PR o B RE SR ARRES 2 BUMBER i Jise
{ [ orlistat £Vl EET 2 » bR T A BUEMN
S, - ] LI B IRIR Y fEbs R 7 o

Orlistat i+ 1998 F #%£B] FDA ¥4k b » #F
% AR U B R HOek B R R R R
W3 ke » ARG AR R RO B A R
g SIS FEREES 2 AUNEIRIR < SRR BE » ] LUB
D H AR o @R E R 1R - Orlistat i PR
Bali e R A 4 & - M —HEn L aMm A 3305 fif
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BICES RV

AR ARRANE
BRI

Rimonabant {ERIHA PRI

=
CKI) fLESEE (BEE

cB, I / \fza'aaﬁ%ﬁﬁw
I

EHE p HERAEE

% 0§ ¢

- ¥
* ROBE
— pry et e
epbiiatinds
$8117 HOL s
REEEE
e
B : P M58 AR OoAE #EiSFD @i a i 8t
13 VPRV IREER SBE ARRAY FTEECHET - CB.BR
B 2528 PEEBLUERRIDBR R » DIRTE
B MERE NDEEE SHFE R EBEN EIE RS -

Ao e " - SBRAERE RFE 2.7kg 0 H
af LAREAR 55 A2 25 2 BUME SRR Bk & - B sibu-
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The prevalence of obesity has been increasing in recent years with excessive visceral adiposity which is
associated with higher levels of adipokines leading to chronic inflammation and insulin resistance. It also increases
the risk of developing type 2 diabetes mellitus and cardiovascular disease. Studies revealed a reduction of 5-
10% of initial body weight can reduce obesity-related morbidity and mortality significantly, including cardiometabolic
problems. Nonpharmacotherapy, such as diet control, exercise, and change of lifestyle often fail to achieve and
maintain obesity-free. Two anti-obesity drugs, orlistat and sibutramine, approved by the US Food and Drug
Administration, are considered to provide not only weight reduction but also improving glycaemic control and lipid
profile. Rimonabant, a new class of anti-obesity drug is known as a selective cannabinoid-1 receptor blocker and
can effectively reduce body weight and cardiometabolic risk factors in patients with type 2 diabetes in some clin-
ical trials. Timely diagnosis and treatment of obesity are important. Prescribing anti-obesity agent properly, in
combination with sustained lifestyle modification efforts, should be considered for patients with obesity. (J Intern
Med Taiwan 2007; 18: 322- 331)



