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IR NG B 0 H A 2 P s it e
kX x| & X
LEEFRABLFESAT, LR 03000D
BE #. 88 % & H(apolipoprotein H) X # 3, & & BoRpl 43710 3.0.3. 2 Y& 2t 34 B RE R

IF 1961 K ,1980 F A 448 L *H IR & & 5 8a 69 4k
SMEHERE LHABEEOH ARGEBEEHR
BI2MRAABRARBAGERBEY, 16541
R4 A%, K+ F 4 Pro B Cys, HIE & & H 654
HEEATNRAGEREOLERFRK ARBELAH
REAXBAT 7 FREK, AR A FELE, F
REKRABH T ARG, APOH »3 F XA TWE
ERG[ 2L HZmAKE, BEEeg HRRSELXHw
ZEEAR MR EA LA S ARANARA X,

X @19 fBEOH, BR#HEH1; AH; 3
A4

FABE A H F 1961 1%l Schultze 403, 5
EE+ARFHGEHEELBE.EAFR—. 2. 2%
g BREXERE.AEEAETDERZER.
Nakaya S/ E B HEA | R RIERED RS
(lipoprotein lipase, LPL) ¥ ¥ H & MEIEEH H,
THFARAR TEFETFOR P, ROEREEA
WG Z—.

1 HIEEQ HNHREBLFREESEN
BEEOHRLEP—FHAN=ZFHZH .24
SMENEER. CELEFESHMZBMASSE
BEEED UHREMNE T LR EREGIE. 0L
BIEEAHEAEP, Y 16X HFE THEMN BRKE
EEEAT 2 EREEREAT. I EREEE
HEP.FAM 6SUEL>L 21 kg/L HAS N, 85
FEHHAUEDNABKRHEE.BEAFE . Lh
BB AR ELA Gntralipid) S U H R FF Y
HEFEMHKSTFHLE S, AT X FEE &2
EOHREREED@EAEN. AEHBREEAH
% T & (soelectro-focusing . IEF)HIIXK B 73 5 41'33
B AR LS AT EABEEAHRAE S
EZEHEARE mEF*%kHaEEHﬁ—K(TﬁI&IhFEE
KEEHEE £ 2R BE 1 0 KRS

HMEEBTH A, B 247 B XRE Val/leu
B, ABE Val 4 76 %7 Leu 44 23% 1), X gzt im
BrANEBEEAHEHERRAIBREARH TR
FEHHERH.

BREEAHNERRENSUERANRIBER
MHEERBEKR . BEEOHEABRPAESSHE.=
FEMBLAERBITEEMAA AN REANE
. BEZEAHE2H 5 MELHERBARL, RiME
EHEAERFRAEREN—R. 3T 4 MEHERU
Cysaui-Lys-Asn-Lys-G.u-Lys-Lys-Cys X — 9+ 5
REZEHAHSORENE S KA 50844
B, BB 6 yEER SUEERYN
HEEENEEEDA- . REEZEA A1 .8EBE
BC- I . S#REAE%SAAE.ABEAHEKBEHT
HIBEHMAT - BEMERBBHEAGIK.BHE
@) TAMEM G AR, THHEEBEEA
HIOUMMRE A REMREBEFXE, RAEK
BHRPLHARAATR -EZIBHERT « EREA
MATRAA, R FHHES. N EHEEREES
HEMMBPERIEKERN ERTE, S MmEIEHRIE
HH HEFHEEHES.

BRERESHAIS 26 M AERENERABEER,
RESTOXNEFLHER. HEERARBR. &8
BREENH Pro(10%) , XRES HILRBREEARE
HEXSFUN EEEHAREAT PO S ERSHE
HZ—.Cys(T0ERBEFTEEEA AL (0. 88
HH B10000. 6 %O HMEJEE R E0. 7%)% . Pro 5 Cys
HRIBREBEAHAGEENREZ —. B3]
AEENERIEEA H WML AR HES# Cys-
Pro ¥, HEEOHO THHASE I HEAEY
19% A BREN-CRAXHEE AEER
N-ZB#HZEBRAR. HHMERSHERIL Asn-X-
Ser/Thr X — P Z AT EHED Asn L5 L EF
# Asn-Trp-Ser/Thr THhF XETSHEREY.
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2 HEEQOHEAZSH
HFARABROLEBEOHERERER  EHR
BEBHREEMAIEEPTHKENEL. Cleve
KUY ABREA HEMRPREHTER{E
HREWEMER BgN(IEH)T BgD B EIEH .
BgNBgN si & F A MR BLARER HKE N 160~
300 mg/L, BgNBgD ¢ & T 5 60~ 140 mg/L, MM
BgDBgD #& F 6 F G % 3 o #1) K F (<50 mg/L).
B-HHRARR.BeD S EREFEH AP IMK
C20OEAAM % EBRE. {H Cleve HIFHR
FEEE HAKFZR R EERLW. Kambob FU¥
RERTHABEBRES HWEUBEERLHESTH
ARHER. U ERAERESEARERGEL
BHEFRER.BEEAH B A RETLAHENL
EEREIHASTHIFHEGTFH e HLARERA
H,RARENER LB NAFUER. hERD

HEFEAHYERENMEIDE APOH, $R AR ERK
ES h R YE R E B APOH » 1 (i 2 4 P ALk
HH,APOH 2 KIBmMP R MK APOH » 3 /%
RBERHE. BARSAPRANT LR HER
APOH « 4 {18, HEHEHN APOH » 4 W E .,
APOH » A B RS U BBER T APOH » 2 & &
HEFEALHERCEEBRIEES H1/2. RETR
EHBEEAHEMEALERGGEEHEERR
EFR—EELE L,
HEEAHESUENAAHIEESHESER
BETHE MELFR. FIBEMER S AELRRT
% Hardy-Weiberg FH RN . X B EEIER, APOH *
HEMENRRATENREEO H FNER  BF
IRER ARG PR APOH » 4 £ 2 HE, MAEIE
WRAFLERFREE T HEHE A ,Cleve ZV5 AR
U APOH +» 4 S EE BB AR R IERC,

1l HEZSHEZMGRXREFARE.BRIHSHE
FEAA REREA  EFHEBA FEA EIBEN MEEA EXAA
BIEEAH~1 0. 059 0.017 0.012 0.031 0. 061 0.019 0. 005
RIEEAOH=2 0. 882 0. 902 0.921 0. 900 0.866 0.916 0.933
BIREA H=3 0. 059 0.068 0. 047 0. 069 0.073 0. 064 0. 060
BIEEH H=4 0.013 0. 020

Bl BEEOHRESREEOH FUENME
MAEXBBIEES EBERESAR SRR BE
MEHEBEB APOH » 3B HENLE HM=/EAKE

B . Sepehrnia ZU3t 356 (LEHA TR AR, S
FREORBEEEAHEEHLRLEERE R =5,
BEEEREA KEEEEA.STEREQRLEA
SEKE.EHREEAH XAHMEEAKFELESE
ML M= R EEERA KRR
BEP<0.05), APOH » 2 i H A, APOH * 3
TP B L H M =B K. 99. 2 mg/L(P<
0.05), i Cassader U EF AR A BB EMEFBIEE
HHEXUHSHM=BKFEXRFEF=327,P=0.
004, MHEFIRE . BHEBEBEAH/ 2 REFHM=
BT 42711 me/L) R ESTIHISEH H2/2 48
&F(985+ 11 mg/L, P=0.0053); F M EHR L F .50
FUTABRY . KEEA 2 ZEFHB=RAYQ
454+ 1L 5 mg/ B ES FHIEE A H2/2 4 51
(985+10.5 mg/L.P=0.0095). [, APO H =3 %
UEEAAUREREFRNT0OFHERBHEMRY

WMEREKF. IRPTABRTRERENHERTEHEEET
;s MR REEEEZTME.

MTFHEES HEMEEMLTROMK 1797 ~17q
KUY BMSEMERCIEESR XM ACE %K
A {4 ,Rewers ZUSITHIE T 356 4 1 285 FR i 8% (20
~MU B PREEAHEEEERNENERER.
EIOBAEEHEHEMNBT HEEAHERNEES
HEELEXEEREHRREEFREUIEEE
B H3/3(OR=5.7,95% Cl,1.1-30) R & A5 & (@ H3/2
(OR=3.5,1L.I-IOMEH . HELEAREZEST
FRAEMEEA H2/2 8 E MEEEHE H2/1 &R
HREPREAX XK. S RENHEIEEA HI/2
REBEBEAHI/ HBEEFSME. 3 APOH « 3 %
fEE I AERREESOELFAR EFER
AfRRERAHERKWM S 6k 179 £ &
ACE B S EEFAERZ . RSl 3
MM E G H R R R E A Gk Brrpesgies . 4 3 &
%% 3G..1B,.3Dy . Kamboh U R THR#HIEE
M HEGEENFYS 3 i R atER.
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3G, 5 1B, TR FE 4 EMAEEN~WRAERMN,
ARSI ER LBR SRR BEEAHT
EmEE P, REDREHNESFE . FEA
100% . EEHEA 9% HABT A 75% , ZHEWEA
FRMERNZRYHEESTXWEERBABTEE
RE. AR, %F 3DnRW,APOH » 3% ERE
SHEERMMRAE, XTEMFEBE 4T APOH « 3
SUEETYARSHETFREHE SN TSR
BRI,

3 MIEEBD HOERIEER Slakix R
3.1 REZEEHNABYRESIELHNXR
HFESHM=EMNRBEOTRESNKEEEL
B RERZ — M EAMO TR OSARS . 85
HHHELKBEAARZ — . ATSE5HHM=EY
BE A F R, 7 1977 4, Burstein F3 8 3 L
BHMEZEEEEA L HEG | 445 2, Nakaya
FUNETHS HMZREAR P BIBEA C LR B,
BES I EEECSEBIEEHERS S0%. Wurm %1
CUIRIEH A BE 5 AL Gntralipid) ¥ i K BLilk —#1E
TRRELHITERKRENHM=mGENHER. £TF
BREACIRMIEEAIKEIEE BEARERL
HH=EBHRAAETHERETERES HERKE
BCI . 8EEACIMMEMLA. MBEEEAHES
HERBRRBTHERBEEL ATEAR . EMERR
BEEAHRESEEAKFE X, MERH APOH
*J3HFNEHTMURERR AL TR =K.
Sepehrniat™),Cassader!" V& #FIESL T X — &, {2 8] 1
ELHEFRAXNE, F - HMREBHEKLESH /DR S0
FABRPRAZHE N AIBEESHZ2HH
=R, (B RARB R IEIT. 3 EE R LE
BREMPBRAN. EXES B LESE S HH=/
I AiE A R A A RS I AR RRE IS B A A R
2 303. 3, 272. 9. 299. 1 (mg/L), Xt B 78 (199. 6
mg/L)BEFAFmP<0. 0, EXRAS, HBEEGH
KFEHM=ZBREBEERKFIEXG A O
387.0.559; P<{0.05),fBH AP R KX —MEH. 7
R EEnEEEHEES HKEASATEEEER
REEASTHSRENREM . BEEAHEESS
FEEEOTIETEREA2AREEEES-3E
THEE A [l 9 T 20 4 S B Wb oy £ R AR A R A PG L 28
SRR XA FIRE.
3.2 BIEEOHSENBESEEMERNLE
Schousboe %% ML AE FE F H 74 S FI M /MR

B L, 87 cAMP E¥ET W #] ADP 4+ S ® L /MR T
£ RREOHBEFHNHNAEALKA AET LT
PRI BRI, M0 3R A 4 7R 45 oh B 10 7 X8 BT Rk
BENMESRaEEMNESTEs, TEKBERHRS
WRBTHRATFHES &N TME /IR E K
B, OB AR IR AETLME (aPL Ab)FUR A (R
EMOCAOKFAESLRER LA ERLDE. R
RS RRERRA X AEAYERE. #8EAQ
HEHBTFH#ENRERIECD. MIERLER
POMEAFFEERBUENERNEMODIC) . HE%
EHERNEAREARRAEGCLE) S Y —F2H, B
SREHERREERUHRERREXN CREMNESFM
HR P EBETHE2S, 558 E F H McNeil 01
EFHBBEOH, EREREUERNER &%
RO R EBESEENNONERASORIEE ST
FHEBETRIEES H®. Matsuda 251 % W3 M
FHENREESRESHKTFTR.ETREFS%®
HELNENELZERERX. FERUEBIKEAH
ERENFHELE NELLSH S5 EITHIFMIsRZ
—. Matsuda U A B RAMOTRBEEERIEE
BHKPEFTRKPRAERHLE. AIERKIBEAH
KFEEAD, BT FEFRBHP<0.05),

HBIBEAHAENRBRTMEREESE
5 R BB ISR Lapsley %15 L R IK 56 558 0% R 35 BT 4G
BB ER S pg/L T0H 5~40 pg/L EMBIEE
HEEBRGTRE, SCRMPESEBEHE, B
BlEL el REARMEMNESEAERR LB B
FEHMN-ZHMBERBENRE X B IMNREE/NMNEKE
WX URTFRERSEEA.
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