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[LEHS]  1007-3949(2003) 11-04 0371-05 s X HRERIAR .
Y Ik DAL S £ B0 I S PR ASEALITF 0 ) I e L 3
B, SEIF
(BERBREEFIZEHH T, 5 710061; 1. A KFEAMEFZE, A A)
[ XA #REFLERAAES, HARFR HMBHRAL; HHRE
[# ] FREEGERAME R RE ST TSN ER A, 55 5 3 AR A XA E 69 4%

AR RIXAAFRARE QRMF R BHERIL—ANRFTE, 2AATALE, FFAEBREG(a) ABE G AL
BEZOBRBEEO R EEEG IR IR B ASSE BEOEBIASHERAALE ARAEEE
BEE12, UAEARYHEIEEOBmMRNA HAEAELSKI ARSFCE2ERA S LAK., I AMEEEA(a)
BEEOANV G- REERASSBREEORBELAR L 2R FAIIKRE L& S AL MEH WHHL ¥

RARA o A ST A R 45 R B R A AT S0 RE R Ae S Rk AR AL T B AT A s R AT T B 4

[FES5THES] Q3,R363

1 515
L1 REHE—REFN

F 4 (Oryctolagus cuniculus) J& T % J& B ( Lagomorphs) )
B, GRS SLIE Y (WM AR R) M, ERARE L
FEHEGE N o KRR A A R RO, IR TR BUR, B 5
1B, MANFLE B A] DAL G2 AR . SR EZM i, K
Sl B RHIE 5 A, R E A A T T EE & T A3
Jhk 45 BE R 46 ( atherosclerosis, As) A 7T, /& H BT HF 7T N\ As B
HE Z sz —1",

x1L A KEM)NRIEEAREFHENELER

ARIEFAE N e A
ER4=E 72y HDL & &5 LDL & 2t LDL & &
R &H CEPT & P =2
HEHE G B48 L BEMCKE, VLDL FLBE KL FLBEBORL
I A 5. 70% 75 st )ﬁé fuf% e fﬂ%ﬁﬁ
FF LDL %2 4 WL 1% 1%
HIFENA® ] x q

R HR R ] E2E ST BUK

B R it iUk

KRR N KT E 8 B8 A (low density lipoprotein, LDL) & &
i, 5 N AL, TG A 28 S50 B A A i % R TS 4 1 ((high
density lipoprotein, HDL) (562 %4 5 55 #ha () JFF JUT 7S it 4 A% %K Al
B B48 mRNA, S A1k — FE X e 5 BT 2R 1 B100,
T /) B A BE B8 7 A2 288 8 8 B100, 3LAT LA & s s &2 B
B48, [K1it, /1N B i 815 2 B B48 BLAFAE T 1 VLDL o,

[WHSEEA] 20030512 [f&[EIBEA]  2003-07-09
(e X B, 5, 1965 F 4, Bepgis i A, Bl #5z. Bl
T O K S, EAE P8 TS B, IR S S B ) 2
Je N B AR A0 55 h A B R R BF T o

[ SCHERFRIREE] A

TR T IR FLBEORL 2, 3K — 5 AR, AR &
1 B48 WAFIE T ALBESOR 2 o BN — B, R Gt % b &
& JH [&] B 8 %% %% 25 1 ( cholesteryl ester transfer protein, CEIP),
CETP £ As & AEFUR & bkt 2 4R A 5 o B i e ) B 25 5
BRER As, X T KL MR R WA GE, B8 RERZ
CEPTY o 5 fha D3k e ek 45 2 Ay S (0 A 20 P 7F 70 1
KIEEAMRBUKRS AsITRR(EK D) .
1.2 SRE1ARNE & 145 A8 Efs I EAR R

AL AT 48 48 P R R R R A
JU 4 B 8 S0 B9, v i 4R o L[ 9 5 Rk 0. 2% ~ 2.
0% , 3t AT 5% f M 2 m L [ It PS8 S T 7 v o v LD I
IEJG R e As (KTE BRI R e . BT 58 & B, ] MR JIEL 3] ot ) 2
JJG, 2 AR A BT 9 I A1 i BT T 46 AR, R A 4 i A
MR AR E I R IR . 1 AN S, B B T 4 4L
Wl LR A R A R R 4. 3~ 6 D B, IR T 4 BE
ARy F A S A A0 I 5T AR T R B 2% B 2T 4k BE 3R ( fibrous
plaques) , IXLEBEHL ) & BN ™ B (1) As 5 A8 . 3 UL 40 il A2
A5 IR, I JF LT 4E( collagen fibers) & A0, HBLIR2E
Jt:(necrotic core) , RH [ B &5 & 44 ( cholesterol crystals) #f e,
F G ML A8 B O AE T B ik 5 A S B ik, 1R 32 B ik
BB AR 2, X ) kR A HAL RO RFAE A, I8 BE A
SHRELDL A S RIEMRE 2 WERM AiE . NIE T4
Ju o i B8 B B B B By R AR SR, 1R R A Y S R, R TR
5 2 L TR -, R R VK 5L IR PR A TR 5 I A L, 5 0
WOF B 73T, T LA 0 B o 5 BB I 1 5, X e AR 4K R 5
ok LB R S 30 AR ) A2 RO
1.3 BiMSEEEDAEER

JE 1 % (Watanabe heritable hyperlipidemic, WHHL) Fl 2%«
FE 5 #r % ( St. Thomas® s hospital strain, STHS) #& H & B P ¥ P
v PR (] IOILORE 2% it R R T 0 o TR [ EE 0L R As W
P AR Y . WHHL %2 B A w5 oK S 13 14
H( Yoshio Watanabe) 18 = 1980 4E M\ H 4% K B A % ( Japanese
white) HH I $4 H SR 1R 5 — A B R (K5 P R 155 IR LS ( hyperlipi
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demia) BRI WHHL % /2 8358 K] & 1 28 38 3% B LDLL 52
A SR RE, P MR G R R AT AT 8 v I I B AMLRE R As, AEA
¥ WHHL % ifi 775 AH [ % 7 9K FZ 2 IEH H A K H- 3 % 1 8~
14 £ . WHHL % 111 PRI F A7 B AR 4b 5 N 50 4 v fE [
B M4 ( familial hypercholesterolemia, FH) 3E % #8411 /I
WHHL 4 BEA] BL7E LDL SZ44 Bk b 0 1% 150 1 0F 52 6 22 B D e,
SO 75 S W v UL ] P ERRk A T LA L R A o L D
FTAs IR R

G B S D HTER BE Y La Ville 557687 74 2 5 &
(New Zealand white, NZW) b 5 DL A 2 AL 19 5K %, 55 6 A%
Dy FEE B G o %00 R 5 G I T A MR I B R 2R
(very low density lipoprotein, VL.DL) ) g 73, 17 MR 1E 5 18081k
AT 3& B AR LDL 5 [|] % B JI 25 1 intermediate density lipopro-
tein, IDL) A1 VLDL ¥R F+ & . -6 D % LDL 24K Th
W, BERET R A T, EeE AN EERERREIEN.
2 2 G B T AR 0 A5 4 R s AR A 5 v L TR M DRL 9 R
A e IEL ] e o AN ], B N A 1 v I T T LA )P
1.4 HEFRER

A1 B R DR B B 7 9, SR RO, A R 0 ) SR
R R B S B 52 KG O0 O S A o, 5 SR Y R A e JE A
N R OX A EBER) .

Hammer %" 1985 48 5 5L % B2 /0N B & J8 57 2 (1 2 1A
( metallothionein) J& 8l 1 A 2B & 28 3 A 1 1 B Iy % 25 ] 4R,
TEF GG PR 2] T NEKEK . 1993 48, Hoeg ' FI
Perevozchikov 251" [R5 N3G 2 (1 AT £ FAFI KA
FERA, BHHRIET NREES A VRIERER . 1994
LIRS BB I RIE N RE S 5 N R, PR T
e e R R 4R AT ST MR o T 4R AR

XL BRI T ), AR S As F i R MR A 5% 1)
—USTR R AL T B IR, N As BRFHTRE T KM

FIHAT N, AWBIREA (o) HEEA ALEEEA
B\ #EE O B2 4B O E3. FF IR EE . 0P B e - IR () it e 5%
32 B8 ( lecithir cholesterol acyltransferase, LCAT) . fi§ & [ g B
(lipoprotein lipase, LPL) 15 Jif %8 {4, B ( 15 lipoxygenase, 15LO) «
HF 4B HE A8 12( matrix metalloproteinase- 12, MMP-12) Z£ []
AR F %I G5 1 B mRNA 49 & (1 1k 2 K 1 (apolr
poprotein B mRNA- editing enzyme catalytic polypeptide 1, APOBEC-
HEFESECDEER ALY ERE. WA AWEEEA(a) (3R
FREEH A iv.LCAT M LPL 3 K C 4 47 5 A\ B LDL Z K6k [
MK WHHL Sk A o 3 65 D 7 5K e A I 1) 3R 58 T %o IR 4
AN As (R EE5 G0 3% 2 B

IR DR R G 2 WF 9 A o i B B AR A As Y BT AR
BONATTEN As BORAE VR RARBE 7T R A T k. T
T 2 AT i — T B R PR A A O NI BB SRATT 9T As BUAS Y
—LeHERE .

2 MRiER

2.1 HEEEAAVEERSR
1993 4, Perevozchikov LBl B i T NE ISR A Al

*2 HERRTFETINREEEN KRR LT ER

Ik FEH Lk XHRE R X As HIRZM
NI JFE VLDL!,IDL 4, HDL ¢ Pt As LR
; VIDL ! ,IDL !, R A UL B2 7K,
) £Z 44 S
ATHL UG LDL 1, HDL ! YL FE As BT
A LCAT FFFAE HDL t, LDL ! B As I AR
% 4 APOBEC R i LDL ¢ AiE I
ANBJEHEA(a) JHHE G H (a) TR SF As FEHL
NEHREATA Jixgilie HDL 1 BT As TERR
N#E g% E B100 T HE HDL ! . LDL 1 ENEY:
- . . VLDL t ,IDL 1, L A
ANEEEA E2 T HDL1( 2) SEAs FEHK
- . . VLDL ¢ ,IDL 1, AL,
AN SEHEA E3 JFF e HDL § S A T
15 g ARG Bk SEY: SF As TERL

cDNA ¥ FEF R 3 45, Duverger s 8 N8
fEEE A A ivE:[A 11 kb DNA( A fE AT R4 R R BB 31 T)
FNEINZW REF AN, R RIET AMEIEE M AL
B FE IR e i 3 o AR IS AR T A iVIR N 80~ 1 000 mg/L. /]
MR 0. 4% AR B (R FRDRL 14 8 )5, BIR B A A ivigBE R i
3% rf HDL fiH & B2 25 2 A SR A1) 2 £%(680 110 Ee 370 £30
mg/L, P< 0.001) o SEEJ5 A, % 5L 8 40 3 kR 1 Is B 3 4
Eb s FRZHL B B8k /S (15% £12% e 30% *£18%, P< 0.01),
S I A o) R Y 469 (116 £31 B 247 39 bmol/g, P<
0.01) . W5 EIR, iT FE (overexpression) #IE N EHEEA A
VLA H] As R JEHEATT , (H2 Mackness 2" B 5
HIASSHF Duverger 1) 2518, MiATT45 208 S AT % 2 [H] 4 il
M o AL [ e ) 14 JRL i, B B R i = ) Fk SR T 1R 9 2 0 G
TR AHLL, IR E ZR(26% £15% t 29% £16%, P> 0.
03) »
2.2 BEERBHERSRZ

TEIL AR N4 K 80 kb IR IR 2R (B B F: K2 DNA
TSR NZW 2RO R P, S5 F s w A& A
B100 ZEFI R H . B R il P RRE N REA
B100, ANFRIER NG [ B48, AR G 1A A 8 = 4R 48 AR
JSZ (4 6 28 1 B mRNA (D AE'™ o % 5 B S il 3 o N 4R B
HHE B100 (&84 120~ 940 mg/L. 540 [E V51 AH R 4EH
A ) %140 77 (W JE 3 B[R] S Al B, 3 25 TR s if 2%+ L[] 2 AN
il =m0 B TR ALK 2~ 3 4%, HDL fH [& /2 0] 5 2% %
o BEHE i 2% o LT BT A Y R [ B A0 N B 3R 22 A
B100 EA LDL F K ( fraction) J& 3 AZ 7, LDL R & & H i =
T o 30 3 P 508 TR A 9 e v e FEL UK 23 BT, %% 225 (1 e LD JiiL
HAMX AL, 5208/ 24 om EE 27.5 nm) . 7ERX TR
o AT NEIE R A B100 R L R e 5 5 K As IH
™ .
2.3 HEZEA)EBEEER

HARA REN B THREEN KT HBIEEH (), 1
FHREE(a) FEMSFBNREE(a) 5 AW O R
ARSI Tk ARG R E G EVIRR, H—HBRZAENE)
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YIREI TENIEARE (A (a) » BERMNDREBEMAZEE
Fi(a) /B8 AT WE 4 8 818 &R B B 25 & BUIR 82 B (o) Bk
(particles) , /N R A A& EAR B Sh B AL . FEVT 7R ™ A Rouy
SIS T RIANBRAEE A (a) R GER, A
BWIRE A (a) £ A YAC AT IFL B F P RIA TN 25 my/
L, cDNA # 5 H i FRIE BN 18~ 45 mg/L. WFFT BN, XL
RIENBIEE A (a) MEEFNGEEEREBANEEA
() FETURL, 387N 1X B [0 6 H R fo =2 WF 90 8 25 1 (o) A FH AR
B ONTHERIEEA(a) 5 As X R, WILHEED 4
T A A ) R T D v R ek, SO R T ARk ) B
FEF IR E KA As iR, 8o TIOKTFEEEA(a) AR S
B As FITE R & 0. 3% AH [ B i 4 A 1) MR 5K e 16 JA
Ji, 5 L DR o RN AR 4 J IR g i 2% EL ] 5 A AL, (H RS 2R IR
G ik R R A ™ B ) 22, B B TR S 7E 3 B ik 5 3 ik AR
KRR AR X Y K. R AR, RN AR
LI IR R (1 () 47 45 3R 1V M 10 35 MR OB, A 1fL 9% if 47
PR O R ARG S =0, ARE A (a) RS
S LA ML AE As 5 A8 B AL 5
2.4 HBEEARZEFRSR

R ERIE NFH G | [ E2( Cys112 ...Cys158) 1§55 [A]
] Huang 251 3 5 R Th. A& 1E @R & g 8 [ I
(type @hyperlipoproteinemia) Bl & 2k fif 25 B E2 LRI 4ii& (3%
W, XIEA K BRERTE 2 B Aso Huang MW R K, i &
RIENBIREA E2 MR ER Q8 EA B2 MRE
N 300~ 700 mg/L, =5 2 K H 4 ALK G R 40 mg/L, i L
2 B TR 4 0 L [ B R HIDLL AH ) I B A b ol sy, 4 B A
5 FL ] T HDL IR s e P e e 22 S R A M e B IR
RIIMHARE A, KIS B w e 8 A E i) 45 1 AH 45, B
VLDL %4, VLDL Al IDL ¥R Z &5 2% 34m, BRI M A 2 7 5.
FHIE & A L BLIX e 58 4 11 A H, 8 E ) ik 5 08 3 3l ik
B R TE s kR AL, SR T R DN e B R 8 N #UIR &R
FE2 B BRI As TEF o WF 7238 B fe EL ik 4 7
ALt SRR MR R @R G A AR R B
EM .
2.5 HBEEABEZERR

TEYL RS 4 A0S T (1 B3 KK 41 DNA &8 1 A
BXESAIKRERNAN, HEFRGRLT AZRED
E3(Cysl112 .. Argl58) » TEGSIH 3 MEEEEN M R, A2
AR A E3 F£ik/K 2514 60 110 A1 130 mg/L. 5 AEFE3E
(Rl bb, #4255 % VLDL BEAR, LDL F & . $5 2 R 4 ifn 2%
JUT-3#%4 KM VLDL Biki(> 36 nm), AR LR K4 H
20% X PR, Z AR, TR RBIEE A EWMIN T 2k
-SRI VLDL 1135 BrIh A8 . Huang E NG e
Rl G it FE R A B B A B3 O WE 7 4£ VLDL, #4 5% VLDL
TEBR, $0H] VLDL (6 &, 51k &l LAk . e JEH A #&
IENEEE A E A RIKP 0 Z2 5, 0 8 %2 ifn 2% AR [ B A -H i
SRR TR A — A E Bl S, kI B O A 28 Y
Al Be R E A .
2.6 EFHABEEHA BmRNA HFEEQELCZSK 1 HERER

yepr &80 [ B T 4% K % APOBECGH 1 % K] 11 % 3%
DRl e A B TR /N B, DA 5 30 ) IF IE 638 APOBEG-1 )G &
R IM % IDL. F 90 R BH, 5 % JEAH b, % 38 IR 4 A0 /DN BRUFF
WEF7 A () K 2 $08 l6 R 11 B mRNA 4% APOBEC- 1 8745 12 1fi,
#fE % A B100 FI LDL ¥ fE P& ik, %% % [H % VLDL. IDL A0
LDL & 5 98/>, HDL JiH [& B 5 5 3 . R R, JU-F i A 3% 2
DRl G /N BRI % & 5, AR 25/ BOR R o BT 4 g™
T BT A, AT R B, G SR R IR BB AT A R
Kk B8535 K LDL 1] APOBEC- 1, /) B JFF IR ¥ A B 2 1
AR, WAL 5 KR .

2.7 FTREEERERE%

VEIT AR M NI R B B/ CI7E 04 11 R 42 [X 35
FIRTHEHE cDNA SFABI K LKA F, 6 H R G e BT AL Al %
ETANMFFRERS . HARMAREANRE TR FLEERE
HIVE L, 2K S s By oA T 14 JE I i v PR ARG, 08 A IR g 1)
R S g b g R A IR R AR EE RN, JEVL R
218 8 10 F4H 21 RS RNA, RIS B3 B R e R
SRR 2Rk . B 6 B A I B i B 3R 0K 5 # HDL. VLDL #
IDL & 2 T F&, % HE IR S b S RE [ B A H vl =8 T B8 T 42%
FI58% o 45 T i 2 8 D] SR PRI M 0. 3% P R[] et 1 39% 1)
S TERE S R, e FE DR S it AR L A A o R
B 173, e J5k DN S A B IR R AR 55 . WIS T AL B, B
AE AT R T 2 22 DA i 1 i 7 m R 10 TR B 15 32 3 Jk o 5 A AL
X IR N K
2.8 BBEAEBREEER

NTHEFE LPL ZE R R ME R LK S As MR R,
Araki 2N A 18 B LS8 19 ( B actin) & 30T 19N LPL D
NA V51 20 5% % 2 K U0 A, K18 7 R IE N LPL (¥ 55 2 R 4
Northern %38 it 7x A LPL 7200 B I L HR A H 4 v 3%
IE . HEIEIR G N LPL (35 1 2 5 FR AL 19 4 1%, 72 R ¥ 2
H(post heparin plasma) LPL ¥& & 5115 650 Mo/L. % 3k [5] 4 o
3% H o =8 T B 80% , HDL T % 59% . 4> 47 5 & 1 % B
UKL 7, 3N L 3 (X 4 LPL 30K 2 7T BASE 3% P2 {IX VLDL A0
IDL ff17K~F, LDL JiH [i] f 7K 5P B 2 38 00 . 22 45 % ik ] 4 ] M
I T e e i, 26 5k DR P . 400 o) s L )52 R 0 32 3 ok S
FEREALTR R T LA R o 7R i E 3R I 16 LPL X4 &L 75
S (g e B R AT A AT 3R T
2.9 DR#ifE- BEEEMERBHEEER

R RE— ] P 1 5 4 B I (LCAT) 2 [ 4% 4t 09
— AN CHERE . 1996 4F, Hoeg 21" $R3E T K4 8 5 A LCAT 2 [A
BIZENZ DNA 5 N3] NZW Gtk py, 355 B Th A LCAT
B B IR 4, BT F 0 5% S i FE 3 9A LCAT %o 1 3% i )i 70 Hig
BEARB T . Northern 2228 KB, LCAT F ZETEJFIE &
K, WO MR g R0 . B 5 N S ot 3 B B R IR R

PR A AR A, R E T I Vit 2 IE T I R I A R
FER Y . R NH B A 2 0 32 B2 B T TIDL JH ] B ) 34K
FERR SN, FE 0.3% MR BRI R R 17 B)E, 5
X B 4L A b, $5 35 R G HDL JHE BE S &80 T 20% . 55
Hash bk L HBELERAE 5%, SFREAFK RN 5% . 25
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LCAT X4kl 55 F (1 As A #0117 FPY o 17 Mehlum %5 5
FLHV R I, #5755 N LCAT [ 4l 45 36 5 K/ BRI LCAT & PE T
X BB 4H 7 14~ 27 %, HDL JH [ B 9 2 s 2 i, H 64 L i 5
7 As IF3A B B R HIE A .

210 ISESGEEEES

15 g A AL EE( 15 L0) 7E As 975 28 S A7 1) 6 1 A ek 40 L
WRIk, RS As KB AEd LDL 9484k 5% Shen %
FHV WG B VAT 75 3 T e N 15100 2, 555 i Th
FIEN 1510 =8 3% 2 DR S, 7 55 0% 40 0 RS R 1) B R 48
M KERIE. FAEA 10% T KA 0. 25% [ [ B 10 R
AN 13.5 J, % %= R S 1K R E i = G VLDL A0 HDL F 3K
B 5 AR 5 DR G Al 7], (H 22 30 Ik ol A B8 £ 075 28 T 25 43 A T S5
7, e FE DN i 5 TR A A TR i A LR A X 3 T R 4 /N (9.
8% X6.6% L 17.8% %15.0%, P< 0.05) . 4 1510 $ %A
%5 WHHL F 4432, KL 1500 () WHHL K 2 As 7R
A (T AR R A KB AL 26% (7. 7% £5. 7% b 20. 7% £19.
4%, P< 0.05), iFSETE As TR AR 1 F2 v, 76 B0 4% 400 M 5%
B RE4H i P ot BE R 0K 1510 A #0 A 5 A I 8 B TR 09 4
FP . Cyrus 251V BF gt 6 L R /N SR 45 58 4 R IR B 45488,
RII5LO MIhae S As MRAEVRKEEVIMK, 1510 35
Jig B S AL SRR As (T o
211 EFREEEAR REHEER

EREBEAM I2(MMP12) 25 As BIE R KE.
5 S TR 9 o 4 7 A F MIMIP- 12 T 8 55T As BEBR ) R
SEVE, f As IS BRI . Wang 250 FI I A 358 K244 8
BIFERAN MMP 12 S5 LR 5 B R 35 I8 G, fEHE 5
[R] B RS R P 5 e 4 B Al v 5 e 4 i DA B & K i I 4
PR L2 n JIL P it R ) o ks 31 MMP- 12 mRNA (5834
B 3 B 3 K] SR 0 R B 0 15 0 i, A D B0 N MM 12 3
KR RIER MMP 12, 200 98 IEE T2 0.

2.12 ¥ %ZEREWHHL &

1993 4F, Hoeg 251"V N2k G & (A AT 3£ A 5 A\ 3] WHHL
FRMEFR AP, SR K G b, 5 2 K 4 HDL JH & i
TR 2 3R 5 (240 £20 mg/L tE 60 £10 mg/L) , B~ AN #ifE
| AL E B E WHHL X & N 10 R & 16 As (1 1E
™", Brousseau Z57Y B %% LCAT #% % [ WHHL % % W,
LCAT £t LDL 52 4 38 38 8 15 LDL AR, %2 As 1IJE
Fo AT RS T RE ) B ORE 5 A 0 i i P e B A
(A MIEERBINE As FIRE, WILHFE™ ¥ AEEEA
(a) B S\ F WHHL K R FFE A, 53 IRAA L, 35
BA(a) BHFR A HEEZ. HAERI, FHERER
o ™ ) As TR R AR 1L ( calcification) , 1X7E
A RN G B LARFE I, 55— UAESE iR 28 A (a) AEINE As
(& &, 1T L3 BT g 7E bk I A 45 4k ke B AR T,
2.13 WERBEERR

Barbagallo 2™ 5 215 55 (1 B A0 AT lig Iig 5 2k R f 244 %,
BT NG E O E R e B 2 R 1 00 R R
F v A R B A e A MR 10 A S, S R AR B, o R AR A
NG E A E T S W i 2 R e ) s R[] 2 PR AR 85% -

VLDL+ IDL+ LDL P&k 87% , % F Wk B35 . B 40 FT R B i 5
Kl 4 VLDL 1 LDL B4, VLDL RFEME ™ s g ls & [ E
FERED % VDL B, LDL FHa™ o XU R G A B R T
AN N8 O E R B A8 T [RIAE F, 81 10 5 A e A g
BAMRY . Rouy '™ I E T RIE AN E A (a) AN
FABMRERERG, RMAZREEO () BT NS X
GNEEEEEA BA GRS ARBEEA BLAEN
BCRAR, AT RBHEE A (a) MIhAE L AR H (a) £ As FIAR
JE AR TR T — A AR,

M SRR BUR B, R AR/ RAE I8 & A A~ o5 m
BAFREE A, BHEMASEE SR ENNRERAZ G,
EFRRFANREG FRRIMHZ R (L 3) . WA LCAT fEXK
wg BRGS0 As HIHIERCY, EREDR & B
B R R N R — FE R E A [ ol 3l 4 S e s 26 Y )
ZE 5, ATRE S R AT S 56 45 SR A R

*3. SFANE—MEEENRMREPHFERNR

SN AN FR FERL SR

LCAT S5 As TR T As TE AR Mehlum1997, Hoeg 1996

HL Pt As LK S35 As TERK Amar 2000, Taylor 1997

g e TEHAR S .

BHEHE A (a) PTIIN S5HHEEMABEE  Chiesa 1992, Fan 1999

HAFEH E3 Pl As L/ 3 As LR FFRIE) Shimano 1992, Fan 1998

1510 S As K Bt As K Cycus 1999, Shen 1996
Levak-Frank 1995,

IPL 3RS ik v

Koike 2002

T R YA [ b S R Sh PR ) BB i, s = AN
AT As BFPAKF o KBTI As ERIIRRIL S,
A3 B I IR S BRI FE A IR B LAREAN As A HL R R AR
YRR, I NWETE As 2L T — N TR A AKH
Kk, BAVHGEHEHER AR BEARBEME 8 AEE .
W5 2K S ES 40 M & O 2 5L, B H B 2D 22 IR R ((knock out)
KRN RL R TT B AR RO T2 R TR R T G 1
Bo MR R S B RN T RO BE B B, AATIxE As B TR
KA VRN — KRR
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