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1. HDL-C & LDL-C OErIES R

¥ OARHIZ, HAOEWRARED [FAIEZHIERL] V) —
ZOHC, HDLZEEM & L 72 Ok 15 ik« HDL-C 13
FFBaREN? ] BEEHEFRLAFALET. LIRS
FEIRA B AT =V DHNET. AT v TV oTHnng
bLNFRAD, BREILOA=ST—Tay, TI9—7D
WA, R, MBRTEEA,S, ANV INEE, ZOBROMmE
RLHDOVET) T hHLAETT. MACEZEZTH
B, N=FIZVFRA LV eDhhb ) —FEETT S,

BEREREIISRTNTOATF—VICEE5LET $3 H
ANOHDL-CEOBRELX#HEmLEL L. RiboT—%
TYD, W& BRI R Z 3 SN R R OE B E D
HDL-C7RYKREH (7X) AlosgfizRmLET. B
R\ BIRIED B A EITHTTHETE, HDL-CAH®
428 mg/dl, HDLOEEEHTH 27 RAI2112.3 mg/dl
THAIA N ET (B1). ROCRENTZ VT, IRE
INGA=F DR TN —FZ MR EGHLET
&, B2 R T L) ICHDL-CH —F & <, LDL-C, TG,
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1 TBERECEDRED (W) c3RHE () Cs2ME
HDL-C fEE 7REH A-| {EORES T (XBk 1 LW5IH).

TCOMETHMRE N> TEET. bokd, Mz Lk
WRBEL7ZBBERETTOT, —HRAIHBELTONA YRS
Thh, BERPZOMATTEEROGHLEL, N7
ADHHr ol FEHTEDH ) TTITL

MB J-LIT study 2SHARTORD O KR IE T
975 HDL-CAMENEA XY PBFRIEM, SwEERE
IIKTLEY. ZOHHBITHDL-COAIZALNLBLT,
LDL-CRTGTIEINIEFEENWLRMHIEZALNTEEA.
BISZWITEOMERTIEH Y 375 HDL-CSEW & BT
W ERIENFHTED, 2FDLEHO~Y—A—& LTI
KBEENT W DOIRFEATT. JLIT TR Sh7z 59 10 k4
GfaBEAEFCTREIMLLTD, —&K - K PRiE DI
W, BWERW, IE 77 IV L0138, PROCAMBIZE
FEORBBIEZWZENSDLFFINTVWET

#IL HDL-CiRENBIRMILOADERKAFTHLI L
FIZEALETOEENIEIRLTET. F72, i
JalZ HDL # &85 Z L2 XML 2 L AT T —)L O
HW2SFEIN D, ZO2200NIMOTEELRILET VA
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X2 ROCHIEHBMICLD DT Ok 2 £WUFIA).

ElE 1 3mLICr—XEaL FO—LERRITE, EI&E0.5 35 —X
L MA-ILERRITERE L.

A #3LXFO—Jv (TC), B: #M4AEks (TG), C:HDL-C, D:
LDL-C.

T3, 5612, HDL-C Ol AS LDL-C D HEI A7 e\ 2
POOTEIRMALE, LAY MEPRTLOTTA, FEIC
HAND &9 7 ML A B & f i s O FAE A S { 7x
WEMNTIE, LDL-C EFIZ X B AR AR E 5 I1ERKEL
%, WAEDT 41255 EI)THDL-CIKF2sE L AKE
CHGT5ZLERBTHHMIL OTT. bR
MM RFETOTF—=5 050, CAGHSHIW L7z d IRk
& TC, LDL-CX Y $ TG, HDL-C DM R T F
DF D EIRMELIZ L HDL IZLDL XD 5V R R 7T 5
ZEFHEEWRWERWE T

¥ BRI OAZ RN &5, HDL-C & LDL-C % Wi 5 —#%
WCLTEARLD, LRV —A—TERVOIETEHE
AP HPNBLENCHR->TETVETH, ZhiZonT
VA TL LI AH?

#IL 2 CHDL-C & LDL-C 2N ¥ 23\ 5 — %
WCLTERDLEVIEZ L HDHTLLY. IETIFHDL-C/
LDL-CIEMEHEINTWETA, TH)naozledbFn—



Atorvastatin 10 mg | Atorvastatin 80 mg
(mean LDL-C: 99 mg/dL)|(mean LDL-C: 73 mg/dL)

—
Ny

Major Cardiovascular
Events (%)

&) Q O O S QO S)
Y & © © ¥ 6 © ©
% :I 1 % :' :I

HDL-C (mg/dL)

3 TNT RHERDOY T#E4F.
T RVINZZF 10mg HL<IE 80 mg 2R ERDIEREE RS
L7=F&, on-treatment T HDL-C L NJL& MACE MDA,

DTLE). L2L%2'S, LDL-CHETHHDL-CAYH
FHUERWOR? LI iEmr AL OB HETT. HpIT
1, ZOMICELTIE-EDELATET Y AL AR, /85
A=, —=A—E LT IRH ITIIRHH R EhE 5215
ZWCLXI.

ZH DR H L0 RD, HDHVIIIRZERE L DR D
A5T, EPAH AR S S HDL-C O D EE 25554
T&ZLEVET, 7hUAZRSFY 10mg HLLIE 80 mg
TR T LEREE IS L2 TINTO 7 -4 T35 (K
3), on-treatment T® HDL-C LX)V, LDL-C/HDL-Cit:R
TYYXNBRARY PRI RDEBETL, REVERSAL,
CAMELOT, ACTIVATE, ASTEROID 7% & O IfiiE iR &
W% (IVUS) %4l 572 study DA % fi# #1753 LDL-C/HDL-C
H&215KiM, HDL-COEHF75%LL LTIE7T 77— DR
MHBHRESNTVETOT, HDL-CHAEL RLERIT TS
HHEEZET.

2. HDL O&FRLHEERTU

¥ LG4, HDL AR TOMRERAZFHII LT 72
JEge?

EE HDLIZZDOJEZRBETRAIINEG - FFHRTT LS
O7 RATELTEE SN, M7 ok el sh 3.

[HDL ZiRa9 & U 7z Difim e R : HDL-C (3 EIFBXED ? ]

PEBR M CTafkp 7 ) —7 3, WABOTRALICRY
9. TRATIWBEEAY v 7 25 HifgEEx AL, 2O
RSB A1 ABCALE DAEIZ L) 74 A7 BUHDL KL
(lipid poor HDL, ¥ L<idpre-p HDL) ##HAELF 3. TG
BEVREADOKKIZ X->TEL 2 RMH KA SO HDL O
FAELHVFE S HEHDLIZLCAT ORI X ERIRDO K
BIHDLIZ 5D TY S, MoV READ S OIREK T D
WA, SR-BL ABCGlEZ#EK, Wikfhzir32aLAT
T—VOHDL~ORE), Mla%EAE (diffusion) 2L
ALATH—LVORY AAZSH Y HDLIZK#AL T (R4).
W2 HDL O %4k CETP 12 & 5 HDL-CE &fthod ) R&EH D
TG & DX EOPRE #53%12 X 5 HDL o/EIE, HTGL
2L %54k, SR-BIIC &% HDL-CE Ol N~ AR HL
N3AA, cubilin-megalin iZ X% HDL $iF DHLY A A H5HE 7
EVHYET.

¥ o THDLOIMMPEEIZINSAHHEAON—51
2y MCHRFSTETS, ©F ) HDL-CIEERY (static) 7 d
OTIE%L, B (dynamic) \FEREE IV AT =V
RAFAY =Y AR FENTVET, [EoTHNHHEZH L
NVAERD PR L NVAZERD D D3I 2 5 D TIZ v
TL X972 Steady-state I¥ 71 ¥ 3~ TlL, #ixf b
(AR A BRI LS, S mE L ERII L L = ST H AR
B LD BRI HNICE L b E S o
T Ay boaLAFO—IViERRE T FhTi, A
P ZHAEL L/-HDL-CHMEDREE T AN v T ay
L7zl ET

3. fRifi#EH'5%23 HDL-CENOME

M 74 77— MIXBEBRPHRE LIFo0Hh 5 L
%9, FIELD#BE 2 RO IR EH 2 BITH 714 7T — D
AAREET, —RZ Y FRA VN CTHDLEENRA XV b (G
BIIRIE D B\ IFIEBIEMMD) (X3 ba—U#E5.9%2%F L
T ) T4 77— MES2%E, HELGMEEZDLZOTI LI
TEFHATLAD, HEBIEEMIOAIZRSTALE, 24%
(p=0.010) DEERETAREOLNF L. FIELD study
DY TR DWEED AHATHESNFE LA, 7=/ 74
TI—= BRI T AR Y v 7 v Fu— 2K BEHEICBT
2L ) A 7 DT IE 5 A 12K HDL-C+ & TG (>
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- apoh-| synthesis T
- increased
by fibrates Niacin decreases HOL
catabolism by
UNKNoOWN mechanism

Infusion of Infusion of -|-

apeA-l  gpoA-| apoA-l/phospholipid CETP

\ complexes, LUVs inhibitors
prefHOL -
—

Cholesteral
phosphalipids

i Upregulation
Upregulation
of ABCA1 by ' 2 ABCA1 of ABCG1/
LxR-agonists, — L ﬁECGt} by ———
apoh-l, LXR agonists,

PPAR-y agonists

4 HDL OAFTORBEER (XK 3 LW5IH).

& FIELD study OY 7#%47 (2007 AHA).
T1/ 74T F=MRIETAZKR) v 7 RO-LZERECS 2 DOER) XTDET.

MS feature Placebo Fenofibrate ARR HR 95% ClI p - value
Low HDL-C 15.1% 13.0% 21% 0.85 0.74-0.97 0.02
TG >150 mg/dL 15.4% 13.6% 1.8% 0.88 0.76-1.01 0.07
High waist 13.3% 12.1% 1.2% 0.9 0.79-1.03 0.13
Elevated BP 14.9% 13.5% 1.4% 0.89 0.80-1.00 0.06
Low HDL-C + TG >200 mg/dL 17.8% 13.5% 4.3% 0.74 0.59-0.92 0.007
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200 mg/dl) IMAEREICICBWTHHE T, TOMDIA XY
ZRICNNTIZ23 8 A8 F 0 Ok FHi i B CONNT IZPL
WyaboTLE (F). 7272L, FIELD study Tid HDL-
COSIBERE THRHZIZE ALZALL Bp o 2B XD DD
FEA.

¥ 74 77— bOEREHEFIEPPAR e G EILT5

LIZHYET. ZTOME, WHOBERENRiROBLE £k
L, R EEVREAGR Iz 5. 72, VREA
Y8—+¥ (LPL) OB FHBIZFHEL, IR0 5
T 5. PPAR a i LIC LY, kIR EE ) RENA
DI REESELT R CIIOAREZIHIL, P rERPIET
128 <. HDLACHICELTIE, FETEEHTHS, TH
AL 7RANOBIEFHRHARLERNERFZICEL, C-
ETPiGE M2 F &850 HDL-CAMMT 5. 72747
F—MIMNA I L AT T — Vg IS B 59 5 IR & 1 AB-
CAIOFEBZMMLETA, ZIUILXR%Z A LTABCAL
DFEBEGALTS LTS 7475 =+ OHDL¥INEH
TGy FUREAR KT SE22LICkb00, Tht
NS HDL 2 N5 2 212 X 5 D H O FIWF 3L W
BTy bakll, =aFYEIZHDL7 RAID S M EAL
FELTSEHDL-CEBMEEETH, COBFIEVES
WCHETEHVEEA. LL, =aFyBIETAY TR
HDL-C % 20%-30%34 13 2 3 #41 & LCHOTEHZH T
WBDLIENTT. 518, ZO=aF U EBFEARL HDL 3
ML UTH 2Ry —7 v M e DL HE AR ST
T3 7272 WEATIERICT7 Iy v FEORWENNS 5
DT, TNHOMENRED LRI HDDHELDLND
LNEEA.

=ZH SaFUBRERYTF OGS X BRI
2001 4F12 Brown HIC k) i s F L7z, EmLDL-C[ﬂlﬁE
T, KHDL-CIfifE %A 35160 % OEEIREEIC=aF >
WLy NRAEF DAL R a VGNP T TR % Ak
BRI, BIIRAEALIC X B BIIRA X > D ISAE & LKL
FL72. DHBIOMBETIIEY T T2, AR MEREABIN
1I289%iALEL. Lal, REBEIET AICESBE
NTwinEnEd. HATIIHWOhIEAA.

BU 255y, FLTFT7VIIVEESARLER, MED

[HDL ZiRa9 & U 7z Difim e R : HDL-C (3 EIFBXED ? ]

#1EHH>THPPARE ML CT RAIDEAZITTHL T T
lszﬁ“‘}&y“‘z@ﬁéﬂﬁfl’i@ﬂi&%ﬁ@%“_&tcé:“ciﬁ%&llf
FUAREBWET 25 FUICHTAHDL-C LR OB
LClE, iETix, FECBIF% ABCALSS Iﬂﬁ%’%tl}(
SREBP2 2 X 2 iz Gl B HE DAFAEA DA ), LXR &
Jid ABCAL RS 2 SNTWE. ZOZEns, A
FFNEB AL AT VERE, B TOABCAL
BIETOWRELEEINESELZENbIPYELE. S5
W2, EEGHIHIN T AP2 2 ABCALEE TG ZIHIL, ol
TayA—DREH Y UHRAP2EMETSZ L TABCAL
DEEE Z AL HDL-C 28NS FHAVRENF LD T,
COXH RIS, Hi7z% HDL BN ORI O T3
VIR B REMEASIECE E L 72,

¥ 3C, CETPICHT 20 E ) LTHFRITR-oTE
3. CETPOBIRIEALIZ Sl T 3 BN I3 Ak A 2R ELAS D
LOIFEFETY. bAETHD THE SN2 CETPRIRIE
(&, WHDL-CIMfEZREL, BT ORFIZEHEEITAATEL
3. ZOEHDL-CIED B2 E A S H RIS R -
T&EdA.

Bl CETPXRRIC X % HDL IfiLiE A% B IRAH b o o g
ZH0FTEVIERITEVERVWES E)biIAT o
AR TIREVEVI R I 3T LA BIIRE LY % R 1R
FTLEMD I DS EBET [REE] OhorsERE
EA— NN BITLEEL) DT eazoffite sh
TVWETA, T KT EAIHER DR E b E
T. —7%, CETPOLEAIMEHDL ILATFO— V% D257
REMEL Z25NnEd. CETPORISIIEHMEAZLL,
HDL, LDL, VLDL B T#AERIATHINET 157Jx_ IVL-
DL-TG &£ HDL-CE £ O TIZHDLIZ TGEEIZA) TG
ARSI HDLIE/MN{EL HDL-C ;HLETLiT. = TG
FED D HHED A, CETPiGMEE HDL-CIZMAHBE L TEE 3
(B@5). 2%, ETGIETRITIUE, CETPHMENZEH)
HHEAEZHDL 2VATO— VO T ABEZRITIED
ZZIWTL L.

EIE CETPEEBIIREALD H2WIT A XY FOFIERD

BHEIEE6D 7T 7 TRENET. ZDEHIRT—7id
CETPHERHZXFITHIOTY. LarL, 2006412 A,
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ILLUMINATE study CCETP FH% 3£ T % torcetrapib 2%
SEEMBLEL. THIZCHD/CHD Y A7 Y4 DEH T
AFFY AT IWNZREF V) OWNIRTREIEH 23D %\
15,067 B1% 2%, D)7 MW NA Y F 2 HAREE (10-80 mg
/H) &7 FVNAFF 2 + torcetrapib 60 mg/HHE 2751,
=RV FARA 2 MEBOICC R, FEBOIEN O 28,
MAEZECT L7z, ZHEEMT ¥ LR T, YR4540
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AP EDP RIS 2D FL 72, BIfEOIECTEA 51,
BREDI82HY, ZDMAZEIIE, OAEDERIEICE 15
7272%7T9. Torcetrapib 60 mg/HIZCETPIG %2 B X%
35%#1 2, HDL-C% 60%3 &4, Torcetrapib ®H &
BY%TELEOERT - ZORINTEE LA LT
$60% DI TAEAIC R, 77 A —IZCETPIZH
THINTOEFADHIEPIEZREL L L.



W CoOMOEAOREICET LRI OF )EIIREILE;
ML L TEETH L AL AT OVl %RE T 0y
FTAHDRRLGRVEOBRY S o72720, 40K 0
TAZAMIMHELR FFFDTHRREZR R 2L BVWES 20
B DIEMT > 5 torcetrapib BE TIXIMAE A ) 7 2 DT, T
FAT7O oMy RHHNF L7z MEAF4mmHg k
HL, avXyyFZEOLDOICMENH 722 T L
2 LHDL-CHSHIM L 72 E ML WRED T 3L A Rk
FREAPRTLI2OLHEETY. FTETHLhoL{RDEL
7273, torcetrapib [E A DVEHDSH SR 572728, HFil
WCETPER OB HAY — L2 X)ICRZ T E T
CETP R IE HH % torcetrapib %5- % O HDL O EEZ D b
DEFEDL>TVRWVWDTY. CETPHEED—DTH 5
JTT705TH 25, AAZBIE7HFITBWTTRAIORBL
AERNEREOHMERELTVETOT, LMTHT R
AIB I TCEER 24 34 CETPHLESR ORI TH L,
ARV AP B AT 3 B

A Ak, CETPRIEREHAKREELTRIZIL —
Y —EBRE TSR HY T I ToOMA, CETPXRIA
[FHDLA I 2 52 T L2 ZWNRESEEL
72. fEWFELT, CETPREIC Xo>THDL HHAIEATK X
SILHETATEEMEIZE LR VO TIZ WAL FPELTWET
F72, CETPIZDWTiE, ZofioY) REFH ORI,
FRIZLDLZ B ARG PEICIS U CCETP G B WIZ ) 25w
VIR, HRNT D 25V WIRED B B K IV E T ZOR
T3, CETPMHEHZ AT F U EBHTHEVAITAFTTIZ
BB TETEA.

¥l HDL O LA X2 HBIREEALIE A, HDL#E K
L BB, HEHWFIFOHDL 7= Vo X5
o, EBEOLIAbPNIEA. HREEZENE LR
LD TICLBHDL-C LA %2y —7 v M3 hHMHEE LT
&, CETPHIEELHZIFONET. THIEER SR~
W) ILVATH—VOF Nz > ClilA HDL 7— )L & 8%
FTEZRDETA, ZoRFIC X5 HDL ¥ A HuB) IR AR
IEMZFONEIDPREGDEZARATY. ThH5DOME
R, S0 BRI FRA VN 2 XoThRE R
FAHET, fmldlianZs) vt s,

[HDL ZiRa9 & U 7=/ Difim A R « HDL-C (3 EIFBXED ? ]

4. ZHEN{EAZHDHDL & HDL /GEDEM

¥ HDLIZFEEMELTRMM#A~S DIV A7 a—)L5]
EWE (v rFu—Viaifsk) EH, 2hDAHIb T R
M= AR, A RE - DREEVER, e vk A9 AR,
PRI ER % EO LM R 2RO vbhiTwEd. fAl
VRTHDL : JUBIIREEL/ER O 70 A =22 o ThiA 2>
FFVELHINERZTEOTOES. 2 ZHENEHZ
FIF L7- HDLIGH ORISR LT E S =Zilidesk,
PLWHDLGEH ZBEFL {728\,

=# dill, HDLOEMZ BRI L2 HmHEL LTHEM
HDL OFZE D HNTWE 9. Nissen HiF, ai i
HBFHICARADLO —2TH 57 RATEREKOT RAT
Milano % & MFIRPICHES- L, 14 B IS BV Tt B
MROBIRMALEZ ML 7282 h, 7T —2 DK M %E M
TEMZRDIZEMEL, O Tl BIIRGE BIH35 4%
AERHICBWCHEH LT L. BA7ebid, ABHDLO%
MM RO—2L LT, THRIRMBWETIVIZT, A
HDL %%endothelial progenitor cells @bz HEL, M
FAEGIERITILEFLEL: (BTA). $72, A7+
YY) VRN EH SN A HDL AL,
in vitrolZ B\ TRE B IR PN B2 Al O 45 IWE T AR HE AR % T
AL, SO4RLMEREREELTHIFRLTVET. 72
Z v MO M R A IR E 7V T, A HDL 250
SMBRL LEHII ORI A A ZICHHL, oFIc
&, NEZRIEIC B S Akt /ERK (extracellular-signal-re-
gulated kinase)/NO (nitric oxide) RD{EHALAEEG-LT
WHZEAUREEN, FEEE, Ty MR NO AL TV
FL7z (A7B). 3613, Iy MOHMIZEET VT, A%
HDLIZ XD EH DL ET ) 73l s, O
2B % ERK G ML &4 L7 MR sE #f A A3 B 5- LT
LEzZoNFEL UEOXHIZ, 4 HDLIE, FEA®
WHR LR DOWEEROII AN, MEBREHAEHIR L TE IR R
EROZEEBMET VIO TIEEHLTEILL. 4%
A HDL ORI, ZO/ER i - etk
EEBITRHBE L R ABRIC L A RS BbhE T

LE SHIZHIRD 5L TYA, HDL-CHMEWZ &34

R ZRTAF—2E$THTEELZ. 7HAILE ABCA-
VRAEVEWCE BRI D A~ 2 Vst 7= B 2 & %,
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TREEMEHETIVICT, AR HDL #° endothelial progenitor cells DA b#5EEL, MEFELSIZEIT (XEk 7 LWEIH).

HDL, 7HRAIZEEMROT K= 2% 825, Zhbd
DT EAIPEAF R 2 ABCALEIE T RI= T AIZBWT,
AV A) VEZRETREE G T anIInE S, A
BEDA ¥ A V53U BT UCi B e 245 A3 B
HZELIHINTWET. F72, ZORTATIE, il
BRA YA VBRI EL SR TWEEADS, BEHHIC
BUIFLILATFO—VRA, VA Y EAESEINLTWAZ
75, ABCA1Z2SHDLHARBIRMAL T T — 7 RpTo~2
07 7 — AR & ] L CHUBIIRAE L E A2 B LT 5
Tkl WAMICBI2aLATa—VoEREN
HIL, 4 2R 5O R 2 MU HE EIR IR FE 2 ]
LTWBEEZLNET

¥ HDLGE#, 7 R A-I mimetic peptide DGz H T
TRMEMERIGEL TV BbN T35 BIEREAIE
NIRTT e R T F FHBLEIZ R -TEEY. 7HAI mim-
etic peptide DAFEAH TS, FFICEI I 72D T
A% HDLR7 R AT ED &) (I 20 2 8 % LT
THDTLE)N?

MB; HDLIZ, BhiREEMEO@ERMIE»rSaLATm—)1
| &R EFIEAE T D 2 EIEHEN R VDT, £
DEARNTOHEE (fitik) BHEICOWTIE, WEZABZ T
bLZWERWES ABCALZAS, 7HRAVKAEICHTEAS
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IVATU—VELIEHEHDLAET 52—, I7u77—
Y@ SR-BLIZCE DMBBNIY A A 721 Tik7z <, ABCAl
LEEEBRICT RAIDH LI HDLIKAAEO I L AT 0 — )L 5| &
WEICH G T2 EsNTwE 3. ABCAL % lipid-
free 7 RA-IR pre B-HDLZ VAV &350 LT, SR-
BIIE#AL7-HDLZYH Y FELTCL 7y —fEE L ET 4.
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