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[ABSTRACT] Aim M ethods Patients
were studied who successfully undew ent PCI and were received coronary angiography again after three months to one year
(average 7 4 X2 2 months). 95 patients had coronary lesion progression

Total cholesterol (TC),

Coronary A therosclerosis

To assess effect of different lipid levels on coronary lesion progression

307 cases had no restenosis and lesion pro-
triglyceride (TG), high density lipoprotemn cholesterol (HDLC) and low density lipo-
protein-cholesterol (LDLC) were detem ined before perscutaneous coronary intervention ( PCI) and re-angiography ~ Non
high density lipoprotein-cholesterol ( non HDLC) = TC - HDLC Results The levels of TC, LDLC and non-HDLC
with follow-up angiography i lesion progression group were higher than those in control group(TC: 4 62 X1 14 mmol/L vs
4 26 £1 01 mmol/l, LDLG 2 51 0 93 mmol/L vs 2 25 £Q 75mmol/l, nonHDLC 3 52 *1 12mmol/L vs3 20 £
Q 98 mmol/l, respectively P < Q 05). Logistic regression showed that the risk of lesion progression was m arked ly asso-
ciated w ith concentrations of TC, LDLC and nonHDLC Conclusion The levels of TC, LDLC and nonHDLC are the

m portant risk factors for coronary lesion progression ~ Secondary prevention should be long-tem enphasized and strength-

gression

ened and non HDLC level should be controlled for patients w ith coronary artery disease
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L1 #ER

E B 20054 4 A E 20064 2 A = & AT & ®
PER RITXRENAFT 3AEE 15FA
e & & R 5 B ® 09 B, H R TR s kAR
ABEMNET XREBRENNET XRENAR
HRARNRKE THBRETEFLE, HHRELC ™
ERAERRENE, N EHE SI30, AN NETT
( perscutaneous coronary intervention PCI) A & & &
B FH 7 412 28, HERTANBHEEERS
REREREMEE ISHl (FRMEHL), TR AR
TXRNBAHREFCTECE R OFZ mEH 307
PlL(REMA ). AR B EMELARTE LA
HAT Mo
L2 EREPKEFRERFIE

Judk ins i #AT BT R EF AR, XA %
AERR, & 22 HZRHENMNNE £ H ¥ E 03
BERE, EEARAEZHAKT PCIWEEA
R ERBEMERTREEW 29 L ERE X H
WHEENREME (AEFERE).
L3 SKRERE

BEETANRE RN 47 PCIAMUREEH
WEN Bk RE R E e B i, M T &
S FEE B2 ( total cholestero] TC).H il = B ( triglycer
ide TG). HDLC. LDLC, % Fi B i Jll 2, Beckman
DXC8004 B 3 4 4. 4 47 X, nonHDLC f A 2 X
“TC- HDLC™i % .
L4 GHFERE

K SPSS 11 SHEH#HTHELER KT ¥ 5
M, FEAEFHHRRA X R, 446 EAL A
HEAHEWBREA thle, TCEXNHH# 5 FHAT
R, ZEXNHBEXNEREGRE MEZE 8 X
RHAT Logsic ZHEZFEH A4 H. P<Q 05 AHZER

2 &R

2 1 BRBGFTEMELS LT HAMIERZER
A NN 2 5 oAb 4H B SR R L B 22
BRI EEL (P> 0 033K 1), R,
2 2 FREMELHMEEHARMASIEFREELZK
FREEEFEELE
Wi 2H 2 8] i B FE AR R LR K P E G R E R, H
SR P4 TC. LDLC A nonHDLC 7K 2 8] 2 57

BHRIFFE L (P<Q 033F 2),

* 1L BAHMERIFEENES TELEEMERELER

Eicp s Jpi A% I B 4 oA
n 95 307
(% &) 86/9 256 /51
FE (%) 57 40 £10 96 56 85 *10 52
A e I S () 57 181
B PR (451]) 30 70
MR s (1) 65 204
FIsE (1) 16 58
TR B i s A AR T S B

B3 () 26 100

M2 () 32 100

=3 () 37 107
JRABIT 2538 (1)) 80 271
REEANE (H) 7 4332 30 7 4012 19

® 2 REMEBASTENEN ANRBINE ER M AEMKAE
FEFRELER (» £5 mmol/L)

EiE R R T H
A A
1L T 4 801 17 4 62%1 06
Him =M 1. 60 +q 92 1L 71 %1 21
HDLC 1. 04 *0 27 1. 04 %0 29
LDLC 2 64 20 99 2 51 %0 81
non-HDLC 375%1 15 3 58 %1 02
VN
1L T 4 61 1. 06 4 26 %1 01
Hith =5 L 6330 93 L 58 X0 90
HDLC 1 10 0 32 1. 06 *a 25
LDLC 2 52 %0 90° 2 250 75
nonHDLC 3 51 %1 05° 3 20 %0 98

aN P<Q 0L, 5T ILALE.

2 3 FIBKRHEFECREMENZERZSN
i Logistic FIEABL RN H B L Feds 5 W FE
BEAY T3 22 I B 1R o0 R IEAT 0 A, FE B i1t A
W8 A I v I W R B R st e R 3 Mk i 7 S B
VR R R 2 e, REE B TC. LDLC & non-
HDLC /K ¥ 5 9% 28 n & 1) & B0 B 35 M 5% (P <
Q0L % 3).
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3 FREMERKREZER Logistic[El)T

& 45 B FrE R W ald P OR 9%k C1

52 A JH [ B KT Q 311 Q110 & 041 Q 005 1 365 L 101~ 1 693
SR LDLC K Q 400 Q 141 & 078 Q 004 1 492 L 132~ 1 966
E#&H nonHDLC KF Q 296 Q113 6 824 Q 009 1 344 L 077~ 1 678

3 11 i

ot - 5k DR 2 ik 3 BE A Ak 55 AR A5 R i 128 7 N 2 5%
FARE, FEETNEER RSB EE TR
Do LA B AR, TRL I TR 95— TR B 5 I A
MBZHNEEEMN. &2 R CLIUE LR EE
i 8% 14 FE ] /K S AT B S5 ARG e o FR 3 B % P
PR, S SHIKEAEEL R, (B E Hoe g Fa br
0 o 0o 955 I PR 2% s, L SEWF AL 7R nonHDLC 2
O IS99 11 55 ) 28 S T R -, I nonH DLC X
O I 975 R 2B N BE T R I 6 TR0 AN 4B £ T LD-
LY, EEEE R E R ATPIEE Y LDLCIA
FRERTT TG 22 26 mmol/L {1 8% Bt nonH DLC
YEREE 3697 BR, job O Bl et O 8 25 fE i R 3, 78
A nonHDLC HARZ < 2 59 mmol/L'” . Robinson
S LOISE 30 505 B A A VA I (¥ Bl AL IR PR R 56 o
nonH DLC “FHI AR MR B 5 e 0 A B 34 K A1)
FHRT GRS AR REAT T 2525047, 45 R 278 nonHDLC
RFRR 19 RSO A R E 4T R a 99
B b 56 0 96 TR BT 1 nonHDLC & — AN & E H 4%,
Ballantynes " 45 4 B 41 &A% LDLC iE 5 15 A B
TR B i B0 h ik e AR BE AL RE B 8 E R, B an# AR
A B. nonHDLC /K, N 54k 4251 B bp o

BIFRSEFRF nonHDLC B IFEE BRI 2
KHAMEBEN. AT 513647 PCIZEEENARIELE
3IMNAZE VERERDIRBIIKE R 1 B AT T 85
PEWTFT, 20 AT AR 2% 148 b5 5 AR AT A0 N At R 30
ik FERE AL I A N EE 5 R, 45 SR B, AR I E 41
5 AR A ML RE R B T B4 it %=
S, AHF 35 2 4 52 S R 3 ko 5 B s R i B 4
TC. LDLC & nonHDLC /K38 & 5 T oA 4,
A DLIX = IR AR 4 d R EAR, 2 R AT PCIH B
Wk FERE R N E W EEAREE. S48
SR 80% LA L B35 AR A A T 24, (B X I i 48 Ak 0 4 1
BREA— WAMEHEER LDLC K 2 52
mmol/L, T B2 FII N 2 25 mmol/l, H &
nonHDLC/KF 3 51 mmol/L, i £AZMLH A 3 20

mmol/L, B IIAHER T R4 LDLC KV B A5 SEARAE,
nonH DLC F#% 1] 18 b5 A AT 240, X 5 00 5 28
I REFE bR 0K HA LR & w32 ) SR 8022 e IR 20 ik ok
T A A8 e 1Y) B LA e

AL, O rakzais "™ 8 4347 7 0 A8 JL UG b
(LDLC. TG+ nonHIDLC Al HDLC) 5 W Iifsi FK 3 ik 5
FEREAL )R 2R, R 5 b RS kA5 40 & A HH ok
PE, T A I 2 ) S AR 48 AR 2 /5, R A nonHDLC
5 A 52 M K, 5278 nonHDLC 5 W1 PR 3)
JKHFEREAL D¢ R T2 1), W] g — L HiRi i) E 2R
57 B An o DRIGAE 7o IR 3k o A A A — 2. — R Tl
1 nonHDLC N iZ 15 21 R 2 A2 1 B AR

AR FT1 5 FRAAEAE T [0 J 1A P 0 R B P —
TR % DR R B 6 0 M R0 I, A A W R
FFE— 2 S T AN EHIE

JER U LA O I RS B9 i RO U v R I S IR
RIS TG LA TFRIK .
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