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X5 KEABEL,VBEEF; BalEsd

HMESBETHBEATEORE. TS HEEF
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RE HuTx sLDL A 0w RiEERNLHMA T2
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X— A HHRERE L.

1 REEREEQIAHMNYESKA

RABEREORNTEEREHAER CEAAR
#¥ LDL R R EFHEAGRT. NEKEEZHAE &
HH 4 B P28 B sLDL #1 X8R B #2 LDL (large
budyant LDL, ILDL). BI&K T BRZ /N FEREK.
& H M= triglyceride, TGYM X £ Z 5.5 F LU
THAM. O2F4HK LDL ShiERES. AfEn
BARPHRENEEE ;O ELNERAEAR:OF
RO ELY . SEIKERNHERL . OFSHER
MR, A R K 4. W ILDL Jo bk k3l sLDL
B %5 S, BT sLDL H ILDL A E BB S BB e mE 1L
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2 MRFH=ZEXKFIREEEZOLAS
S AW

CHBER SLDL £ WA B AR . HABHS
REE MR EFE XD HPME TG KFREHRNE

EWMEH. RXFHEREBEAZEETE o FK
MR G. ot B Edh AN ZECL CETP)
k', BB R MR EHEAEE A (very LDL,
VLDL)E& TG, XEBEAFH TG B LDL 5 & #
EREATHBEMECE)#TXH, MERRAXH
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3 HLEHHMNERBBRBEEEBS K
a0 A0
3.1 MHEERY

HMBRABYRBERERK LERAOEROHLES
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W FR R LDL A9 & A8 M5 B & T 3~6 AW
jT. AR LDL #1(LDL BN HZ2 KT 255 K)9 #l &
B A LDL 4 (LDL ik g B 42/ T 255 #)17 #il. 1677
5. MA LDL BN BT R HEBAKT AHWPL
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BB 2 a7 G %% I A B, Franceschini 258734 11
1 v R RS LA B & A R A8 F (acipimox, 25 mg, tid)
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R LDL 4 #issm Ll ILDL G HMEHE As tEA®
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HHEHEMKPHFER. HEATESHERELGHEY
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3.2 XBTEEDY
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