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BRARR-AGKESE, SXHERNS I
L. B S 5 % B AU IR A9 (insulin dependent diabetes
mellitus , IDDM) F1 3 B & % {8 MR £ (non-insulin
dependent diabetes mellitus, NIDDM) ., R 5K
DERHRERENR, RERRBEH T ERE. K
REASIRBHE LR ERLARERRNAR 2
~6 ., PMARBRIKMBERL . MERDKEEHE
st S, T RFERSK. 378, BRI
WomE bk EMRM[HKMREE LR WEN
R, ERFERSNK.BRT ¥ RSB HEELREN
HREBREES, nRmnR. HOES, BRENKEE
BUmEREERFREHRGRA .

1 Rt XEELFoTh BB HERE(L
11 IEREfRMEt

BREBEORBEONTHLENR: REER
% H (high density lipoprotein, HDL) ¥/, K& F A5
EH (low density lipoprotein, LDL) IEH ¥ %, &
1% % B8 & (very low density lipoprotein, VLDL) 1§
%,

HDL 4B RSB TRAAHEAMY MEZHIE, ©
AR SRR ZEFMLE, HibgEs
FALALPHEHERS B HYMEE, RARSIKS
B LAYThAE . HDL & LpA-1 BURL{Z JERH B B S 7
HivmRpi g, Hit LpA-1 WA M A HDL 4%
kW LA A5y . Fiever U R 1 1< 3 FT R &
EibiT, WGBS RS R 28 IDDM 55 A
HDL F9 B4R B T 4846 LpA-1 B0k, FL{ZRE N E B

B B 40 B AL th B R R AR LpA-1 R 50%. ID-
DM 5% A L3 HDL /K-FF2{&, HDL, B3R &85
Sphingomyelin, Lecithin I} EBEMEE, SEHEU¥E
W] HDL A5t & A K400 - HDL %1% &, %W HDL
£y AL (51 e () 52 FE ) 6 DA T 4 I 31 K BE RS REETLAR.
IMKHBHEEL R ERERE.

Alaupovic %% H, NIDDM 55 A 3% & VLDL
HEWREHEZ, HVLDL TH2SEEALR . TES
HM=8. HFEHEBENLRBEEEG (apolipoprotein,
ALP) C-THIE., B, b HES RETLIEXIEN.

s
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NIDDM #i A fii3 & VLDL ¥ B £ 2 d1 T VLDL
Lp-B:CHMLpB:CtERHNMHE, LHELp-B:C
AAMEHE, FELAFAIRMHEELGERAR
Am3¥ VLDL R Lp-B: CHAHB R TERA XN E
HENEERBA, RREEEFEHWHARE.
1.2 FEEaKL

EERR, E4LDL 25T kBB MRE
8. BEREW, ¥ LDL RAHSMMEEL, o
MMEARAMLETFENARE; RALEakEm,
FERAREMTLEAKHAR, ELEPEFRN
mEmRREEs, EMELERKETFERER; 8 i
LDL THERARFEERZELE S, ARARFE-—HE
EAPNERMM Fe 2EES, Wi HERAMIER
R4S, S LDL NERARASTEHRER, BN
B RS NEEAN.

LDL # EHFAREREMBYR, HFHAHER
HmE A LDL. BMRRALKEFREDKEE
BUE HOXROMAMMBE ERAdE=DHNE. B
ERABRIEASISER G M= M, &5
REH, EFBRTENFRT, LDL (R LB sk,
SEEEEHH =By K T B RME AR P8
HAETFH~E, AEREERRRAOERRAXHRML
R RMERE KT E & LDL, Bt RGN B
BlhrmERE, THEAKAARREKEHELLDL
fix.

1.3 BEEamit

FEEARLRREERNEORPRERYE
MENEES. BRRANEEEERaXEASTR
S, TR EANEHANE. BREHR
ENEEMEEOBENXETHEY, £, LK
RABEEABRAGOKREELNRR ENERRER
Z—. 1981 £, Schleicher HRRHEBAREL RS
&R ETHL. 114§ Ady LDL 7 HDL ZEtkshFIC-
WY -BHETSAINC-HEES AT ALP A,
A B, CHE PR FETERHEBEEEER
¥, LS. #EMALY LDL 4 ALP B #y4{k
HAE ¥ RS A E 2 £ . Lyons %7 1986 FEIREE,
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IDDM 8% f1 % LDL & ALP B 9L LI RN K
A 1.6 1.

WL LDL 955 fazh B R 0%, TR g4 Ar
NS, EHBLskA T LDL i B, { LDL i 3% 2= 3485
B3, Witztum B0 &K S 5~100 mmol HiZis
MLDL ¥ 1~2 &, &AM LDL, A5 ¥%{k LDL
MAAEBHR—REBET, RATLFHRFREL
LDL a5k B B4 . Steinbrecher 7R{F8H(*, LDL
BEERREWEERLEN CU~5%) F. AFHF
A E ML LDL BRI K 5% ~25%. ffiIR
¥ 1L LDL S RARGIEN, HagRtEs
BETFEN I-LDL #.Lyons %A, BRRAMYE
LDL ¥EpS S sk, LDL FEHXENEER, ’
MR EMEE, T HEARARFhERGS,
MRTHRWERILREN R,

Lyons 48, W IDDM £ A ML ¥ 554> B 4 385
LDL fdEM R A M) LDL &ML, BTHE
LDL PRIBEOMABENT 1. 4 550, HAKEH
. %% 4 LDL Fefkshfo E 48 U & 55 2 3, IDDM
ANERFMAIEENRSREIETEXRRA,
WHME LDL GRS AMERARAEENREN S
B, FERBEELIRERAR. Lyons EXRH, £
TL{GST A NIDDM B4, mE 72 B K Fat, MK
Hi¥haM¥ LDL R SERARAEEN
BMARFBNM. Wik LDL ABEKERAM LY
LDL S#4kFFRE , 25 i 3 il R 2 45 Brif $] . Lopes-
Virella HUIRPFoEKee, Mk LDL fi—FEES A,
BERNRRLEGHEFTANERAM.

Watanabe U RAH, MERBALE PSHE
i 3€ 49 LDL ek SH01 38 R4 Bt /MR BB B TxB., ¥
DRAENSARG O/ REE, BN, Bk
LDL Zefk51v] 88 B {2 328 8¢ M55 . B2 A1 ADP /3884 i
IREE, Jack S FF RN E, A IDDM B m 3
SEYHLDL RE T RS, 7B R HIL/MRE
£. 8 LDL MHm/ D EEERBRRE N IE SR
ER, B AN T RE A4Sk LDL 6 /MR B2 e A
%,

nE+EF@ULAERE AN EBTHHEERKHE
R RERABETLZ —. EHKFHEELRLAR,
EENMBEWL/DRITRFSHBETF, EETH
Mo ETEHLARSSTEE, STREERAD
BEHEAmELBROFEEZ —.

B LDL o R st AR HEREAFRTEE
. Klein 555 %5, K\ IDDM # NIDDM #5 A

M3 P> B R AYME{L VLDL A A B-E
HREFFTHRSRMEES R EENR, B30
HEEANBRA XY RERTF LDL, Witztum $HRE
B, kSN HDL ik, RERAKELFETH, M
et %4 HDL A% B 0A B ok . X af e RERMA
I % 7 HDL 7K ¥R A9 IR 2 — . Duell %53E8, IE%
HDL A f S AR mENSESE, BRAEL HDL
EEMARGARVELS, —EHENNSHLRE,
R, B THRB ALY HDL & 4484k, HDL Ak
ML EERMERE, XNERRDKEEEL
Ry R A TR

2 WELLDL IFE-RGESHIMERDD
BRI HE(L

EEFRERR, R4k LDL M4 LDL REH®
RRBERYE: ESRBALRRTRNIHRALLDL
Sk LDL itk ; SRMA TSR REN T R3)
HWBRELL EXHTL S5k, ERELTRA,
BERRIRMER LN ERIRAASEEERS
x%.

AR RN, ARBEAEE L LDL fR-
REkeEEE 4SS (LDL-IC), KARSHR B
LDL-IC 05 & 40 a3+ (=] W5 & o) 8] B 3% I E @ R P
THE MR, R E AR AR KARGEE. B
WESIEN, LDL-IC #;TERSM Lk Fer B4
HEFER. Griftich ' H—HiF, ERARERT
LDL-IC FEM'®I-LDL — &M%, *I-LDL fIE %A
REG e XM 20 £%, FWABLetE 41 MM LDL %
KM EHZMM. A Fer 2R HAGG (heat-a-
gregated r-globulin) RIERABE T —BREHEFH
f'*1-LDL 3tF¥EE, M'*I-LDL M EWBRRL S
BT 84%. X %0, B4 MR LDL F4k%
RAEWARE L For 44 S8 LDL-IC F®J5 AT
3E8. ERMMREE LDL S ME8M T LDL fl
ERARGEAUER, FEWARAHERIER, &
EHER AR L.

Gisinger S£1I 357 7 E M40 fd 5% LDL-IC 5
MM LDL &Y MagtiE, iy, EEF4EHE
KAET. ERMMEE LDL T SEmRMEEAIER
B ®ay Ay . ¥ LDL-IC K F O MRS fE n
MABILEIHEE , fF LDL-IC i S WA R 08, N E 04
RS HEE Mis A LDL &b, BB B mir s E
ME &ML, FERTEFYLH A M LDL FEEE
*Rik, EEWMAMB LDL Z& & %%,

Lopes-Virella U2 738, B 0240 Bl 5 4g LDL-
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IC E¥MiE, HMAINIEEF-« (tumor necrosis fac-
tor-a, TNF-a) M40 %-1 (interleukin-1, IL-1)
SMPETH S LB M, TNF-o. IL-1 FHRE
TR #AE—A£FLEBIR A - 545 IE A B AR Rl
EFETENHRABATRNE, ATMESKERE
BB EREKE.

LDL-IC fEERGOENEHME, X HENLEA
KA For TSR, HMENEHR Fer
ZHREEREAEARERG T BIERE R T
FH ik, Ei LDL-IC REGME A K ARE K&/ E
BH#EHEAESD . LDL-IC MME N KM Fer TH
HERREE AN LRGN, REHERE
HBEM Car CaTTHRITPIER MM, E— L HRGLEAN
KA,

FIHEI X ik . LDL-IC A R A iRk B BB {L 75
XZMNHRVBRAEMESINETH, A LDL-IC MR
PSR A X £ R H B4Ry iRG.
3 ARREAFFOEERRADMRIBHETE (L

WEHREH, BMEBARHFRIL-1a, TNF-a fl
FiH K-« INF-o FHRETHE. ARAFEER
A SR RRES . B, BRRITE RBSUER
fERARETFIE=ERX.

Xk GEYY, TNF Bl K B H il = 8Kl
HFAE, 2 /efENEER R, AR 7 R Z AL
TNF #1 IL-1 %7 (E AP P ERG & ¥ B » /5 & RS B
BARTORER- LR A RSB EYRER,
TNF Al IL-1 % 5] 58 o 18 0017 B AR & LT 02 2 AT A S
BN AR, #MEFTESREREBRNE.

1% VLDL 7K F 5 55 2 4 R A% I 3R 8 B e 2 iy —
THEETE, BRAAREF~ELETRERD
¥ VLDL KFHEMYEREZ —., HEEXHZREYF
EXEHMMAEE. EANN. AEETFRMFE
VLDL 4 B RBREYEREEH RN, &S
EATMUREERSAGRKNFTERG =IO EE. |
EERRD, A ENAREFRAELSEFES
B RBIGT £/ VLDL MYLERARG . mMEE R
PR EELRETFFERZ —.

4 BRMARGFOERRADIHEE (L

ML A B AR SR B L R Ry £ &I
FZ— . MU/ ERG AT I N RO R
& FRHAREF, FHNRLRITHEEREF
(platelet-derived growth factor. PDGF) % . ] il #m
BFEPR TRV E LS RESTHFEE. T
SRR B (L AU 2 — BRI LU, BLERY

/MR R ETHEE ADP 1 5-B e %, BT FEEH
m/MEENERNERGBLCERR, ME, OEN KRR
RGO/ EERTMESELE T, oK
RBEEL/ MR- REEA®R, EETUEAHOE
B, MEDREHEBLAOLRE.

BE R MAEME, IDDM # NIDDM 5 A/
/RN PHERENERRELR, A
ADP. B, 4 MM Mm /RMEE 7%, 1H
RAEYH, BREHRBERAARRBEHEERENX
By /N 7E ADP REMBEA TR ERAUNE
£, —HFERRH, BRRALMR «BRFYEE,
Hi/Mg PDGF M 5- B AT BERLMRINEE R
%, AENHBEEFERAMEREEREXRRRIEHE
R ARZ L/, EBREDHHESR. ARRSBA
o 3% S 43 88 A9 MM AR BT B B4R AE S0 I AL
AT, HEANESTHEE.

WREPML ERFEAMEEHEFHSYREER
A, FREEMNHEFHEREMEHPRMO/MEED X
REACKTREE, EMNSMEELEF X, 1 MM
EF v, idgindii; Sk sagLE I, XA
K FEAR. LEEAHIESREE. FARA,
BRBANFRARGEANREEH. 54 KRS
AMRAREAFAKFAR, ROEHFENEGHE
EFEHE, MKEEELNRRETHXE.

5 HREQBBREFERRDMIGHEEL

HHAFAEMASLAAFE (plasmin) MAAK
£} %8 R (plasminogen) R E MG WAHRK . HFiFHEEM
EARTAR, MRMERTESERMREY (urokinase-
type plasminogen activator, uPA) FIAH R EER
BiE (tissue-type plasminogen activator, tPA), uPA
MPA EHEBREQHEERELRAEHB. AW
HHEEQER, oPA TEEONEIEEH.PATE
EMEANEER. FHEEQEFRAXLEER can-
tiplasmin, a,-macroglobulin % £F i% 85 J& %0 7& M # 8
(plasminogen activator inhibitors, PAl), H] & a[{l
F LR EMAEE: PAIT[IHE uPA 1 PA BIEYE. A
T AP E EIER. PAL A PAL- I #1 PAL- I AR,
FESETFIE RN KRR,

BRI AKNBUT EER PAT AT, B
NIDDM BH M PAI- | &R 2 HFHEHR. AT
B A FEE T, #EA PAL | (9 LR EHAE
MEMBERMGEFRNEIREENL, BEAEE
M, BOZERBGEFS RS0 ENKARE KR
4y PAL, £ NIDDM 1. f3F JME B AR B & E A
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REMGPARPEGRERELRERYIET

B, 0 3 B R R R R AR A R K, T

0 L P9 B R R P T 8 R A PALL
nhRERRHKBEBLERFEREZ—, I

BRESRRI/MRERYTTREBRERGE—F R

B. MRS PAL A B RiEHEBME T PA BIEHEMN

MEBTLRPALTOHER, FHTF LRI,

HHA T RERMASIKRERLNBREFZ—.

BRBAFIRRBERLYROEARSE, HE

BRIV RBRBHA AN EERERS

REHBRNRE.
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