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ABSTRACT
C) levels and post-heparin lipoprotein lipase (LPL)

Serum lipids, apolipoprotein C(apo

and hepatic triglyceride lipase (HTGL) activities were
measured in 30 patients with coronary heart disease
(CHD), 20 hypertriglyceridemic subjects and 20 con-
trol subjects. The results showed that the level of
serum apo C I in CHD1 patients, with serum triglyc-
eride (TG)<1.41 mmol * L™, had siginificantly lower
level compared to control group, which were reduced
14. 8%, while level of serum apo C I in CHD3 pa-
tients, with serum TG>>2. 03 mmol « L, were in-
creased significantly. The level of serum apo C X in
hypertriglyceridemic patients had significantly higher
than that in control group and revealed positive corre-
lation with serum TG (r=0. 599, P<0. 01). Com-
pared with controls, LPL activities in CHD groups
were decreased markedly (P<C0. 001). This indicates
that it may be important significance clinically to mea-
sure serum apo C I levels for CHDI group. Increasing
apo C I levels of hypertriglyceridemic subjects were
closely related to the elevated TG levels, the elevation
of apo C I levels was likely an important cause of

forming hypertriglyceridemia. Low levels markedly of
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LPL activity in CHD patients may be the causes of TG
elevated and high density lipoprotein (HDL ) de-
creased, measuring LPL activity may be helpful for di-
agnosing CHD clinically.
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EHSE R AR Z LR N ORE, Al
FATTRY B0 56O 9 B B I AE B E Y LS B B
BIEEBQ CAKTFREME LPL &, g EHF W
LPL EHMEEERD C HECHMEI2HH
MR E X
1 XMRE5F*®
1.1 NRESE
L1l #FBNISRBEAR.EERAEL O ER
MEXAENERELRFFRAG 200 @EE A
BB 16 H,% 4,58 50.41£10.5 %,
Aom B, 4306, B 27 M .%k 38,5854



o B) Bk BE 4L 72 T (Chinese ] Arterioscl), 1995, 3(4)

309

4+6.8 %, &4 1979 £ WHO ¥ FEL K2 B f
AL AL ARIBREB LT, RELHFH o = &
(triglyceride, TG) A& ¥, A, i1 ¥ TG & F 1. 412 mmol
CLIEEARNK L4, % TG #F 2. 034 mmol
L'WARSHIE. & 28 X TGHTFTLEERRE
ZEWRAZ SR 2E,iH 66,
1.1.3 #irbxd.3t204. F18f.%k24,.5#
58.243.6 ¥ EAH B L, FREH—AULE, K8
FiwtEmE TG AF 2.034 mmol + L,
1.2 B FZ
1.2.1 MEFRK £o L2 HERR, LS
mbHTEMNT LR EEESC. 4 UBKENNF
£, REH60U-kg', I5min GHEH M 5ml, BEFE
RENTSNHRBZHARANAABREF, LR
EHREE ¥, 48 LPL FH,
1.2.2 AFTCHEMHRANB AN T, L EEMN
(total cholesterol, TC) % & & & f5 & & B B # (high
density lipoprotein cholesterol , HDLC) £ B§ & i 8 % .
EREUCIMCINTREMARY HE . KELMN
& & B B ® (low density lipoprotein cholesterol,
LDLO) @ X TC—HDLC—TG/5 it ¥ &3,
1.2.3 FRELEERIHINE B R
(past-heparin lipase activity, PHLA) , &£ # X % i& %
(#4 0. 25 mol » L' NH,OH-NH.C], pH 8.5 & ¥ &
0.48ml,10% 4 f1ik & & B 0. 2 ml, Imol CaCl,0. 02
ml, 104 TGO lmDF M A E£F & ¥ 0.2 ml, F
28CABARE LA, RETELHEIR 10 ol BE
Ao MAEHmAES, LPL Z# R Z W LR 0.5 ml ff
£Ef¥5 0.5ml A4 100 mmol + = ¥ & % & K
(SDS) # 0. 25 mol « L' NH,OH-NH.CI pH 8.5 # #
REER 26CABRE ISHPUNHFRREL,. B
#ERFEME LPLY, FFlem st PHLA 8K
£ LPLEHRA/ZETH. KEMFH kKL 143
pmol + L ~4 560 pmol + L' % & & & % ,LPL 7% #
EWAMERAY 0.19%,PHLA FHMEEAL KN X
FH2.05%.
1.3 itk
AAHNKEARAAHELRAZER BALE
Rtk RAEEAXZFAERMEAINE,
2 #R]
2.1 BOomSENE . HEEQC RIEEQ
IEEiEHE
i Table 1 Ff/R, & ORAMME TG K

FHEE#MBAREASP<0.0D),FHF
H65. 1%, TCHERBEIERMBAE 28.6%,
HAZRIERKBEP<0.01),M LDLC KF
BEFENBAHE FRP<0.01), FH TR
21.0%. FORAMBEREED CIKFSIE
BHBALKERBEER (P>0.05), 8
LPL 48 BT E# X B4 (P<<0.001), b
£19.2%.

Table 1.
apolipoprotein C and the activities of the plasma

The concentrations of the plasma lipids and

lipoprotein lipase and the heparin triglyceride lipase in

coronary heart disease and control groups (z%s).

control group  CHD group
TG(mmol « L) 11.6+£1.7 19.3410. 2%
TC(mmol » L) 48.4410.5  62.1+17.7°
HDLC (mmol * L") 13.8+2.7 10.9+3. 2
LDLC(mmol + L) 29.1%+2.9 42.3+14.00
apoC I (mg« L") 38.9+4.6 38.6+7.7
apoC I (mg « L)' 122.7+23.1 138.5+37.5°
LPL(umol gly/¢h « L) 38.5+6.1 13.146.7¢
HTGL (umol gly/¢h » L) 41.3+10. 8 42.3+8.4

gly =glycerol. a: P<0.05, §: P<<0.01, ¢: P<<0.001, com-

pared with control group.

2.2 BORSAMRHEIEED C S5EEQE
M

BRI ASENRBIBEACIRER
3t B B EFBE(P<<0.01), FFE 14. 8%, T d
DR 3AMPEBRIEELCIKFNBEESTIE
HXMEAP<0. 0D, H7EH 2.5%,. AfdE T
FOHE 1 H(P<<0.05), 7 5E 29. 9% . @O A
M LPL &+ 80 88T £ % % A (P<<0. 001),
Refik 19. 2%, 0 1 AR 3 A LPL & &
80 B K F E% A (P<001 & P<0.001),
S TR 17. 4% K 24. 4%, HE UK 3 A
LPL E# RO 1 AR 7% (P<0.01)
(Table 2),
2.3 SiEMEREMRFIEED C KFE

m B MLAE B & I 3 FASE B C 1K FHIE



310 o & %) Bk 5 1k 2% 5 (Chinese | Arterioscl), 1995, 3(4)
Table 2. The plasmalevel of applipoprotein C and the activities of lipoprotein lipase and heparin triglyceride
lipase in three groups of coronary heart disease and control group (z+s).

Groups apo CI apo CT LPL HTGL
(mg « L) (mg+ L") (umol glycerol/ (h « L)) (p mol glecerol/(h « L))
control 38.91+4.6 122.7+23.1 38.5%5.1 41.31+10.8
CHD1 33.94+4.8"" 118.5+29.7 31.8+61.2*" 41.749.1
CHD2 41.218.3 147.51+35.1 32.7x5.0" 39.7%£3.0
CHD3 42.047.84 154.0+£39.0%* 2 29.7+8.1%* 24 44.247.9

* P<<0.05, * % P<C0.0l, * » % P<(0.001, compared with control group. AP<0.05, AAP<0.01, compared with CHD1

Table 3.
pertriglyceridemic patients and control group (mg -
L', z+s).

The plasma levels of apolipoproteins in hy-

Groups apo C I apo CI
control 38.944.6 122.7423. 1
patient 44.6+7.7° 178. 8+37. 2¢

b:P<0.01, ¢:P<0.001, compared with control group.

#AHBFEP<0.001), 8 45. 7%, H 1
KBEREACI KFHEEXE AR PO,
01), ¥ % 14. 65% (Table 3).
2.4 BOKRNEELESEREEEESC
KESH B=EHXR

MERANIMBEREED CI1KFS TG &
BIEMHXG=0.516,P<0.05),{HIMEHRILE
HCEESE TG HAHM K (r=0.165,P>0.
05, HIRMEHMKFASEHL CI1 K5 TG
B EHX(r=0. 483,P<C0. 05), i ML LIS E
HCEKFEH TG 2B EFEEMNXG=0.599,P
<0.0D) ;iU 3AMERISEA C 1 MERAR
FEH CEKFE TG HERHHXK(Table 4),
2.5 BMOREFEEZEQEEIESEREIE
EOkEXFR

EWMRBR.EH AN LPL 5 HTGL k&
HDL K FH A% (r=0. 283,7= —0. 248; P
¥>0.05), R4 MR LPL 5 HTGL 154
AL (r=0. 286,r=—0. 144; P ¥
>0.05),
3 g
3.1 BMEIEE, A\IFBIEELCIMCL E
FLER SR AR A B B S & A (very low density

Table 4.
tration between triglyceride (TG) and apolipoprotein

The relative coefficient of plasma concen-

C I or apolipoprotein CI (apo CI or apo CI ).

Groups apo C 1 apo CI
control 0.516° 0. 165"
HTGY 0. 483% 0. 599¢
CHD® —0.037 ~0. 088"

(@ hypertriglyceridemia. (@ coronary heart disease. a; P> 0.
05, b:P<0. 05, ¢:P<<0.01.

lipoprotein, VLDL) il HDL fy#8i8 E QB 1,
% VLDL R, ARSI BRBEACHB D
HDL b, 5—&4aNERE HE, FiAKE
REBREEOCREEPHE LK TG #5,H
MRBIBELQ CY A, RHRE LR 34,
XHHE O EE IR VLDL-TG 1§ T #k
BB, EmBIEES CI A\ VLDL-TG H HDL
B AWAS, GRS Murry %57 )8
HIERMEM. REMRBIEED CIH TG K
THEmMA LABS BE 0% 3 BdE UK
AT BESEFMBARE, ZREHKITEE
@O 1 AEENFEREEACI HBMK
FXEBA M, HAT LR ENERE. HREL
FRIEBEED CIAKFHREMR, X TG<1. 412
mmol - 'R CREENZH TS —EM
&.

3.2 HAT—B0A% LPL £87K i 7. BE ok M
VLDL. =g 5% EREH.LDL fi HDL
%, AYMREH. EORSAEEN LPL 15
BB BRTER AA, MK TC. TG K¥
NMBFESTESH A HDL KT EHA.BEHE L
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f5 3 ALY LPL iS¢k B T 0% 1 A (dE
e 3 I TG &+ 1 4. XK LPL i&
R TRES BOALEE SO A0 VLDL RRBIEER .,
M1 5] 3% HDL T B, TC f1 TG K ¥ F
T PR E T O A & A7) B HERI LPL dE kAT
REEAEKEEEER.

Patsh FEH R LM, EH AL TEIEK
|, H LPL 5% 5 HDL K2 B IEAHX,
fhk H FTRE B F & LPL 35+ {2 0 2L BE O Fn
VLDL 4rf&. 7™ 4 KX & HDL,, \ i tH 82 LPL
{EH 5 HDL, EEHERE. XAMREEFE
ARRERBEERAFFER EHFEREEY
K%&%| LPL %E# 5 HDL K ¥ HXHME R,
XATEE h F Ak LPL 15 ¥ R MK B AR BE 7 A
R 4549 HDL,, Bl 1 A RE#F 50 F AR ¥, AR W] A
SHFKNEX, REHIERAERSHIEK
LR EPRIEL LPL HHEE RN EER
FER.AMAXERAEL LR EEPRELML
feEE, RFESILYE LPL BN EEFBER
FIEHKAN, XHEBANE LPL EaxHE DR HE
W7 LA B A R B R L R B, A SR B O
FHEH HIGL B EER ANALE YL
£ R, 88 HTGL F4k# & X R 2
ARERAFHREN.

3.3 AXHELERZMLFRIBERCE A
HBFEmMASIME TG EHBIEAX., X
WRERHE TEELEREREER CY &8
£,M 4 Wi LPL &4 T B, VLDL-TG ¥
BB, M¥ TC AGFHSREEDCI KF
EFEHXCHEAAMERIBEA CIREXK
% LPL, @33 TG L, M3 TG TR,
AX ARSI BE MKBEREQCIE
HERTFTIEFAMBSME TG BIEHMX, #
WEHTIME TG AGHIIERBEOCI AR
REEHZHFHABNREED CI1HEREH
TG R . HREGOR SABER HER
Seaipymis i 85 R RMR. REdEOR
SHBHF MK TG & T 2. 034 mmol + L' {f
MFFAREL C1KFE TG 4%, HEAE
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