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Abstract : Uncoupling proteins (UCPs) are mitochondria carrier proteins, which are able to dissipate the proton gradi-

ent of the inner mitochondria membrane. The uncoupling procedure reduces the amount of ATP generated through an

oxidation of fuels. Therefore,UCPs are suggested as candidate genes for human obesity or type Il diabetes mellitus.

Experimental evidences, that genetically engineered mice over expressing different UCP homologues were resistant

to diet—induced obesity and 45bp insertion polymorphism in the UCP2 3'untranslated region and C—55T in UCP3

promoter region were associated with obesity related phenotype,supported the hypothesis. The roles of UCP genes in

polygenic obesity and type 1l diabetes are evaluated and discussed in this paper.
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1% ST, A UCP3 2 [ LA K JE M A E 20 ## 76 : UCP3L
(long isoform) il UCP3S(short isoform) , 3 7 7 2 H 43 5] 42
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Mechanism schematic map of uncoupling protein and ATPase
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YR 3 IR A b e ik UCPS B, [R)RE LR (R BB i 38 [ . 7
AR LAL R UCPS LA [ 5 37 B TE 8« T A7 W AR Pl 343
S EAFRAR . CS7BL/6] /NAE & 24 /N P UCPS 1y
Fok i T M A8 R A 25 MK A # 5 R K T, £ ik 4 41
UCP5 (k%A 7284k, B UCP4 Fl UCPS 15 A T RERE
TATATBE 5 4 S S 0 T R S AR A A e
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XS FREIRY AT = FE T AR E WS T 5 — W
25, XU RYIAEE OB BT P AR B B IR
SPIX . XL IR A 25 R R 2L UCP2 4 i IX 45 41 i
T A& TS S UCPT 584 — 2. MAEBE H 73
[ 58 0 45 A g AR B M I 2% B AT S DA 3 [ 1 A 2 B Ak
Ko RMmENEL AN, MMKEARTRAERY
HIERPNEAFETHE LY EY . tafzlsh Y
G AP, DA AR T 8 AR R TR A HLR TR iy )iz
A RE X — 2 O TULE S W A R LA Ak 2 A
GHEET . N F AU MAKZELEESNMELSS S
Hr, UCP2 W] RS X — 28 3L A AL 0, i Hanak P il i
PR R )G F o N R FEMREEYERAT Y
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o T HE DL 3K 43 UCPs ®¢ S MEHi &, LA A X
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R K. UCP2 M UCP3 1 W &1 40 il 9 1) i 7t Rk 1
UCP1 %570 31 57 ¥ 5 B2 R 3R W5 F0AG 107 8 9 90 35 0705, 3k —
PG 4SRN AT A TS UCP2 A UCP3 iy 4 78 45 1 o 3 7l g
& i T YR - i/ UCP2 #1 UCP3 (354 .

FEVR W LR KR ® UCPL B3k, (HX} UCP2 i1 UCP3
F e S BB AR T W AT,

iiif 33 91 25 B 38 1 k2 RE % ik > UCP2 1 UCP3 )
Feik B RHLARTE T 206 A8 0 A T8 shim A2 P i, X — i
MBS ) T I B S HF - KA 12 $E 32 3l (chronic exercise)
SN WL UCP3 1 2380 A it I 2R i A L B =
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RH A AR AL R UCP2 FF-, (A A0 RE /N

2, H UCP2 #hn A 8570, SIE & & &k fe iR
TR LA UCP3 ik 0, 478 UCP2 i UCP3 fEHLIE
JHE R AL R — S P . K A Lk B A B
Wy s LR UCP3 B I A FE 5 013 & 3. [
g Wi 89 UCP2 f1 UCP3 % & L F+. Bl A A #E A . & Bk &
AN, PUHCIR AT R %5 3h R e B L uCP2,
UCP3 * 5 ifin 3% v =l 1 1k B 107 8 10 v J8F 2 AR 6 iyt 3% 1
UCP2 #i1 UCP3 & F I8 R ACHT .

FOR R 28 (%8 B3 — 5 - R 2 sl ) R v R AR 4
T UCPs 13 ik/KF, B UCPs Z 5 Rg B HFEN Y.
R FEV VLR i R R A5 R A A R T AN 09 i A AL
NI 45 0 P 4 5, ROS & & B J, B UCP2 Fi UCP3 11X
BEERIE SR WA S Rk 5 UCP2 il UCP3 3 2> ROS # %
PR S AR A 10 . PR A HERR 55 — FP T g1, 25 I if iz
S LA BF T PR OR R, UCP2 f1 UCP3 sy I8 &
R R SR . R S S I B R B A TR R Al
P EMERK T 22 65%, 1k UCP2 1 UCP3 K fi#
TR I S BEAR ROS (9 7= 28, ol sl AT) AR 25 94 fie {9 10K 26
HE5“ES5RKAEWHLAE L,
4.1.2 UCP fefefbd= 2 B3 fim &4 b 0 R &

BN B A5 € B D B T 7E 305 45 R SR A AR AE AN L I8 F L
ST A RE AL b LB A A G e 1/20007 AR
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50 %61 5 5 A Kk A2 A EL L R 2 A N RS DY 1 € B B A Y
th UCP2 mRNA (% & & W AK; 1 B F J§ i o UCP2 mR-
NA §ZRfEHAN P I I 25,

JiE o 2N Y B A e B BB R AN 5 % L R UCP3
2% ik . 9 B UCP3S F1 UCP3L 4 & & b 2 45 35 i,
e R 2 I AR 1 B 8 AR R B UL UCP3 mRNA
K V-8 A 2 8 A S B LR 0T 5k AT L 4 i B G e A
RIPEHTRE.

2 BUBE 9% % i B ILrh UCP2 F UCP3 mRNA I {&
FAHE A IE R NEFED YUK A REIE S 2 BB IR R A
B L UCP2 #1 UCP3 mRNA i 335517, i JE 4 IR 9% A
PEVUR B AR BE 2 IR & I &0 T, i 8% L UCP2 F1 UCP3
mRNA RARA B BTN i UCP 3k %YLK 1 R
IV BN P ¥ N il

Bk LR IRZ A i — R . O R BF 5T 45
b 77 7 22 00 9 ] R A DR A R A d RN AS [R) N 35T 4% 25 1 2
SRR A FR B Y A R R AR A TS ST R 1 S MR TR
£
4.2 FEMEZEH S HENIERE

UCP2 FUCP3 M 7E 11 5 e o fk b B BRI #B0 F
11q13, 78 42 0 R 34 81 3 BT mpodfl L IX 43 30 1 4 35k DA e 3l 8
XA BE R A Sy — Aok 2 R, AE /N B SRR R A O 1 2K
BHARA S A X AR EDY . GK KRR,
X — o7 A A A R G R T ARG RN I SR B AR DG €8 1K
BOU L TS B Y R KR KL T RE e B E A
FE R e A 5 R Y T v IC R RS

S5 sh e . 8 E 20 TIEE NP RIF. A1t
FEHE H M UCP2 F1 UCP3 F £ Y IX 38 A AE JBE &% 2 4
FRIFI SR T Fe g R AN & B UCP2 5 UCP3 S 18 [
3T X 38 5 B IR 8 K (resting metabolic rate, RMR) A 56
A I 5B S A 4 3 A9 [ P 2R AT AE Pima ML IXCE
Sl NHFEP RS B I A I 11921 ~22 5B .24 /B B4R
AN A B 35 B (body mass index, BMD #tk 47 5657 5 £ 35
2 NTAES P R 11913 5 2 BURE IR L 25 18 1 1% 9 5
FOK AT AR 5 0,

e Y 0 AR T B4 BT B9 AR S B 5 b, IR R S 2 T B
UCP BN FTE M X B 5 X W FMgim s oe., XIFAERE
UCP 753X PI 2P 95 () A AE v R J %28, 3% B0 53 17 0 — > B
S M T T ) 2 AR AR B Y R e S S R L RS TR
) 9 A5 BT e — 2 P R R A AR R A
5 UCPs &S5 2 BUERFHEXREA KB

UCPs £ 177 ROS 3 %5 4 (14 44 P9 - 4 1 7k 3 bl 8 22
PEH o FR AT AR 38 X — 28 51 3k DR A B o L o 42 X 1 28 A4

— AR A b A R TR 5 4 7 b By B T R
A URR 58 A BOAE L 2 3 Y R L X B A L e B

S PAE JhE 7= AR B s i R S 2 BB DRI ) B BRI AR G
5.1 UCP1 £HE

1994 4 Oppert 764 @ 5 A & # UCP1 £ FJH 3) 7 X
M A—3826G RAE S EMLAR /IR & &M N & — B A5
PRI [ SR INA C . $R7% UCPL 76 i T 8 7 v il g ke 1R
M.

Esterbauer Z7E 0 B A K T UCP1 & B 1) & ik
KO BB — 3826 A—>G RN [A] Bk H 2 5 B N UCP1 mR-
NA &8 A R MM SN, A3 N G 58K UCPI
FORFA G . X R A & E T LR RE 19, 3% BRI 22 R
L 7E AT BESE UCPI (9 —3826A—>G £ 5 5%k &
B 0% 2 % T RE T R A b T % a2 DR A AR R o B4

Schaffler £ 7E 1020 4~ A P A #E AR H: AAL AG Fl GG
HE PR FR AT R A B R 57, 0%, 35. 4% M 7. 6% L] A
G (55 = 4 B 2 0. 75 F1 0. 2559 Cassard — Doulcier %
FE 53— A RS B A 45 S 0. 72 F 0. 285

Urhammer 5387 T {8 B 09 11N 45 b &) 45 00 ok A0 0 9e
5 RAUBHENY . AEaX — B 58 . — 3826a— > g S AR R R 2
25.3% . ZERAMBEW FH 5AEHE W F 4 BMI KNG & i 8
' I (waist hip ratio, WHR) K # 4F 1 % & 114 5 1 i %
ARABER., FRERRKT 5 A4 LKA Argd0Trp,
Ala64Thr,Vall37Met, Met229Leu, Lys257 Asn Fl1 4> 4 5.
T 1 @ E X zeas, Hih, Ala64Thr il Met229Leu £ &
A7 SR ASAL T DI RE X 5 3K BT AN S [ B ) 78D 9 A 0 38 A e
N IE R RS G IR = 2l R el B BN [E] . 64 F1 229 i
W AE R B DR A R RS e 2 T B AR S
MR X AR A7 UCPL AW RIR I AE R T fig h 2 &
AR H A 229 SHEERMAET ZEANFRK . 55
=4S X RAF Argd0Trp, Vall37Met fil Lys257Asn 1) & 4=
WAARAG . 40 F0 137 1 %5 15 F 2 A2 17 2 W Fh th A2 7E 1 AR 51
B X P L 5 L T UCPL JE P Y 28 0 1 5% 35 8 11 3k ¥
(mitochondrial carrier protein motif) =, 257 [¢ %% J& 78 Wk 4
R AR o IR AR O ST 7 A, X — AL I I 4 8 1 UCPL
HEA CmZMmE; A X . XTI i &% A E B UCP1 3
IR A 72 S5 R0 2 5 0 B R MR R R 7 A s e, AR A HE
P22 IMGE 0 I UCPT 36 B () 4 A X 58 A8 R 2 ol 7 &
PENE B LR R .

Pihlajamaki 76 Z¢ % ¥ 5 I LAE A P g g8 & ok R 3 A —
3826G 5 Il g 5 B S E P A K,

NG A 1] (4 3T3— L1 Jig 1y 4 o A% 4 HC ) — b R 40
Jit 7 4t L A1 - ] DA Sk b 45 5 B UCPT 3 i Jig 8l X, %8
AR B F IXOJE S R T BR X R AS G RE . X — BF ST U W
UCP1 J& 3l ¥ IX 1 3% — 58 728 76 JIE JRE 5 B 4 DR s 1 2% 9 L 11
HoRNE B AR,

FEA NPT Z T RS i UCPL B H 61 3826 5
W TR 22 A5 L B0 1 43 35 30T 76 T R s A R TE B %) iR i) A5
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S 5 00 45 98 3 35 1 5 00 R 1 AR D000

A—3826G fEHE A 2 BIME PR B T 5 B M IE T A
U i 107 v AL e IS A g i 1k AR A ST

R 224 3% 10 B 58 I8 B 993 1 23 7 AL B, X g3 — AR
Trp64Arg Z M UCP1 HEF B3 T IX A—3826G 2848 X 7
AL R, XERE S B3 — AR Al UCPL 2 4% 4 ig I
HATRIBW G RARHA FEWEAT., UCPI Jk
PR i 2R 38 S id Mt 30 AR 2 R G 4 L T B3 — AR W (5 B 1%
TS T T UCPL TH A 2.

TEVL B ORI ZF 25 P i PO X A8 B3 — AR
Trp64Arg 55 UCP1 —3826 A—>>G .3 % 5 i 4 i 1 [ A%
S ph AR R EAT B R 1 0T £ 0 S 0 R SR T TR
BB FEAERSCT D UCPT 4275 33 M RE B — AN 55 15 X 7
ST EX P R R e R 2 —

5.2 UCP2 £[X

UCP2 $ 538 3k x5 A K g 7 420 Ak 2% fi 2t ~F 4 9 45 X B
A B ARG 43 A6 72 A2 B2 R L i UCP2 A8 AR P8 35 38 17 76 19 45 5
KFE R E AR TR E RS REE,

Urhammer 2535 76 UCP2 3[R 58 45 {7 45, 5 A0 ik i %
BZHMIBITHRT, AT 4 SAHE T B — 40 R R
C164T S5 17 UCP2 #E H B4 55 LA E MRt Ala §#5 2N
Val, 7£ )+ 2 AN, Ala55Val 22 25057 53 AE S 4F K9 10 I8 BE s
NIE H O R DL T 98 A X HR =2 R R 4 ) R 48,396 .
45. 6% F1 45.5% , TEIX =41 B A A 4F % B AS5V 48 5 4%
W SAEEEW A W BMIKA A E . X — AN S A R
5 BMI.WHR, G4 g L3 K nl 41 10 i) M 3 388 A 6.
VEH15 4536 . UCP2 B2 AS5V 2 823 5 1 AP Bk
E 1Y R P .

LIS A T UCP2 JE Ala55Val 28 5 5 o [1{ A ig
R AR S = X R X LR S T E L R T
Jiig i T B K BMI A 5600

Walder K 85 7E %1 UCP2 47 )7 51 43 A1 B 4% B 95 4~ 48 3¢
W05 AN T 4 [ AS5V R4 F 8 JEBIEIX 45bp
RIS A/ B XA 2SN A A T ILai G T 24 /N H
BARIH R . A/ R Z AT 3R X K IR ST
il 150bp J5 4 A /B R £ 25 09 AL B IR R B W] R 4
UCP2 mRNA ff2 & M, SR M AE 23 A FALEERE 1Y Pima M X
ENsf 2 AW e IR B 8 L UCP2 mRNA Fik&, i
— B PEATEIXF 790 A4 Pima Hi X E 26 22 A (440 7 v & BLAE K
T 45 Z W AN UCP2 Wyl A/l Rk 238446 F 1 BMI 5 A%,
Walder K Z3A y UCP2 3 [N %} 4FE 75 Pima #1 X D o 22 A
SR R 7 A R X R e S TE AT LS R B A IR T
T RBRTY,

YL [E 2% Cassell HWHAE T UCP2 ZFHN T 8 MEE
A X4 T A B X W RS Y S AL FE — A~ 453 AR EDEE N

BER WA, S S BMIM G, #5 —NBLHWHEW
2 4l IV R X R oG A B . AE 5T I AR o IR R Lo
R 2 S YUV S R AW R O, UCP2 B2 4 &+ 8
(47 S ) R S o R R R E T

KEEFILE@RFEMAEKEURFTEA 6~10 2 JL
R A H B REIR S UCP2 R B 2 A pY 8k, #h A
ISR 3 447 1 BMI g i & T3 #5445 & . i1/ body
circumferences. 7 #8 J& B fl B KI5 B B & T del/del .
A55V 55 BMI Fil B A 41 i B0 A 9 3 S 7T

PRI EPE N (Pima M X EP ML 22 A SEE 2B AT
A 58 — b BB ,UCP2 FE 4N B F 8 (W 23455 I BMI Fl
#ERBER, UCP2 JERSME T 8 MIlA/BEZ TR
JLEBI R AC A O B m L R E .

5.3 UCP3 ®HA

KT UCP3 He[H 5€ 48 55 U e 95 119 56 B A 5 2 02 4
TEUCP3 g ¥ XA L, AN RS FREES
BMI () 5% 0 F0 i o 45 M 0 AR 56

TERIE T i # L UCP3 mRNA K355 Pima H X B0}
42 N A TR FIR BsF A8 40 i 2R (sleeping metabolic ratio, SMR) & i
SE AR 2 J5 %), Schrauwen 48 X B FF 7 UCP3 J3 31+ X
(35 (L AL SR 5 5 UCPS B R R M 5™ o il i %
IR E T HH W)Y 7S 3 X HEE i TATA HE /i
6bp ., IV st te i 7 s B 55bp AL R BT AAAE T AR T C Y%
A, FE 18 AN H AR b, T #5435 4 7R B 8 L UCP3 mR-
NA £k B 05 T C/C. ik — £ A5 1 RE &t - i (19 18 45 ]
REAEENAEEN.

Otabe ¥R iE T — 4~ UCP3 ) Tyr99Tyr L2 & 48,
%R BMI A & VR $2 7 78 M B R b A AE 3 — A
A AE S SO e 09 R R AR B R BEES  TE X — R 1
HE I E AR R N UCP3 3 M i 1kb &b T3k 5848, Al
LRI B 3 A mAERE R —NZEH: —439A R A.C—
155T.C—55T M4 F 1 89 G+5A, H ¥ C—5T 5
Tyr99Tyr PRl . £ 55 v & A9 58 28 50 % 75 A B 21 &
Xf L AL L 3X 5 Schrauwen BOBF ST 45 R 2 — W 1R
243 BT v A JRE 4 e B P o T ER R B S5 BMIT A OG .
T/T # BMI & T C/C & C/T, MR45Esh 44 NEHEH 4 4 f5
KB CCRARR BMI 512 8 ik (A 56 CT Al TT LA
FRU A X Rl SRR, Bl C— 55T L850 iz 3h X 14k & 1Y 7
AR,

Cassell % D BRAE B2 B M BERFSE T UCP3 ) C—55T
it A DR S HES JHE 975 B4 K S IR B B T00 . A 43 A 85 AN R EP
JE 150 ASERYH 2 BOE IR J i 35 52 1 5 B AL I R 3L
TEL AR SER T 550 WHP A 6. 755 BV E IR
T J B v A B 98 £ (population — based survey) H1 . I 1 45
RGFNEE, KA =ZADAEAHE B A — B SRS A
R T H5ER WHR XX R UCP3 JH A C—55T £
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A7 5 ECH M 5 9% 7 3% BN S i AL 5 e £ P AR R
G3At .

Halsall 54 T — & 91 AMIEREJLE R 419 Pk B
Ely 500 (R BLAE NP At 1T H B 55 ) 2 2 45 10 O 36 O 2
TUCP3 B %% X, /£ 3X — A#Edh 210 9 N
—55T, s 2 I A4 7 C—55T £ A ] P 2 5 )10
JHE B P00 2 2% 8 A | B i S A AR AR AR AL I R L R B
) BMI B B AR T AR #5403 .

Chung %4 UCP3 £ L T 9 AN RA N &, B g
Val9Met, Vall021le, Arg282Cys Fl—A~4M g F 6 . N & F 6 [a]
BEEET A5 (splice site)exon 6 ivs GH1A, X —PF 7 5 )%
A8 fli R RE 4 B UCP3L #4 f1) mRNA. 14 1% 7 F 6 16 5 942
256 P AN UCP3 B P i B e sl 78 & A% AL s X A AT
B B 2 B B 0 I, AN ) i PR A R R UL R
A R iR AV R 0 NP O A T P AR R i R Uk B B i Y
WP A5 R A AN [R) o 5 28 a5 A 4 19 JRE A0 0 L s I AN
#| UCP3L % 1) mRNA,{H4 UCP3S ) if & %512 . H ok
A& UCP3S Fil UCP3L —#f B A il B AE 1T - 302 HoAth A
B IR 5 BB % A2 UCP3L A= 3G A = .

6 ZitERE

A SRR AR IR AL N 2 A8 RO N BE S 2 B SR W K
A= AR TR A A — A 58 1 [ L A SE AT 5 A 45 18 X L) o
. BBFREWT (DR E 20 2 2 W @A 5. 24
7 Ta] F9 E DR] [a] b A A9 T 451 4 PR IT 2 f) F FAS T T el
PR3 DR R B4 e A A B R A . R AR ER B R
SR AN RE DR AP R R TE A 36 B A i TN 22 25 5 R R
Z e LA SR B 35 K. (20 WIS B R AR e R AR
R ATE AR Z A Ak T 3 AR CBR 2 4 33 88 A 1A 2 i A % R
YL 0 SR B By SR DR i R0 . TR) I A A O A L R o 191
ABER A% KR TT REAS B B MEA5 SR . (3D 33 A% S oo 1 Ao
2 25 S L 2 I J 2 AT o7 TR X ) B 22 D PR, I i O
e DR RE 37 BT 5+ 2 B SR B A S TR ) D T R D Ak 1
(R 2 75 2 B B4 By SR (R . DG 16 4 A BB AR X R TIE 28 B Ik
A Z W W e m T TS R S 2 R 2 L RS
FR5E 2 18] B AR EL AR T o E AR 43 BT D5 vk 45 41 AT RE iR T 1
LA BR AR B b AT R 00 A TR Y TR AR T S 0 AL P 5
.

TEHE B 1) 23 s A 2 ML) L A AR 20 55 A )8 ok
e e o £ I R A G T O TR 4 A G BRI
JHE ) BTRR AT 22 K AN )T o ) — 22 PR 7 g kA3 P 4%
BRI S . BT A 0 B — 20 S 4R A8 AT SC HE R h f
L6 14 9 A8 AL 4R 58 HO o 0L 2E 205 R 19 52 ) L 3 T () A
G B 5 0 K H 50 ) 5k 2 i P o5 A BB B T AR B9 0 R 9 IR T
HEFE . FRAT AT AR B A b R AL AT A i — 2R 80 A AL ARy T
FI4 DA A8 A T K 4 DA AR 5 22 A A [ 2 TR 0 A Y 22 AR A O

] B 22 IR [] 35 PR Aor 6 1 A Ak 2 3 B0 S o o 2 B AR 1A 4
Tk (R RS T 4 AR R A B I A 28 b AR O Hb 5 0 AR B T
AR FE P A IORT . D3 ol LB 1 T i O I R 4 A S 4
HBE—A B A

R TR ol i AR R 19 A A O A SRR AE L 40 b A
L I 0 Bh 27 B o 2 AT 4, 33X IV — AR 2 i R, SO I
it 3 [ TUAZ A B SR A BR S 1) A, B R A Bl 2R 2 S
B I 5 b 21 L8 T A AL R R AL R T b I B ) A
T AR, %t 3k 11 AR A 24 J7 NGB A B IR o AR 7 T &
R BRI P 40 A 9F T 2001 4F 6 AfEdb Rt H T T A A
LRSI b E R IE S B S B AT T %
TS e T E R R E R RO AR L B 18, 5~
23.9 JIEE L .24, 0~27. 9 A TE,28. 0 LU L AR AES,

HEHREANRFREN SR ERERZAR AR, b
PN RN e LR DN i S el S ik e - gl o =
HEA B PRl s e AL T N REAE 4 SRR KL A 4% H gk
FRRRAE s 762508 R R B 5 R A YR
TH 55 4% 30 AT 0 38 4% S5 R R o A AR R B 2 JRUBE DR R Y
PR T — B2 P E AN A SR PR R AR R,
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