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To investigate the relation between the expression of lipoprotein lipase mRNA and the different clinical
class or severity of coronary atherosclerosis. Methods A total of 34 patients with coronary atherosclerosis and 10 healthy
subjects underwent coronary angiography. — There were 12 patients with a light coronary atherosclerosis ( diameter stenosis <

40% ) (Group 1), 11 patients with moderate coronary atherosclerosis ( diameter stenosis 40%-80% in only one coronary artery)
(Group 2), 11 patients with severe coronary atherosclerosis ( diameter stenosis > 80% in one or more coronary artery) ( Group
Circulat-

3), 10 healthy subjects with normal coronary angiography ( Group 5).  Group 4 included 11 patients were on heparin.

ing human lipoprotein lipase mRNA wAs detected by RT-PCR in all patients and healthy subjects. Results There was no sta-
tistic difference in any groups. There was no statistic difference between 21 patients with high serum triglyceride level and 13 pa-
tients with normal serum triglyceride level, between Group 3 and Group 4 ( P> 0.05). But the serum triglyceride level in Group
3 was higher than in Group 4 (P< 0.05) .

is in healthy and patients with coronary atherosclerotic disease, who have different serum lipid level and severity of coronary steno-

Conclusion The similar expression of circulating human lipoprotein lipase mRNA

sis. The expression of lipoprotein lipase mRNA is not stimulated by heparin.
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B, B 21 6, £ 13 1], £ 68.2X8.3 % . TRz Mk
EEH TN ERE(%) H: 1- RFELERNER
SEAEE mE HR X 100% . 1% %F< 40% #
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1.2 SNEMB MY R AEE B AR mRNA H 3R
REMYER RN E

LHT &R 5 R & & koA S A G 4 e
¢ 5 B9 LPL mRNA ¥ # X % 6 B 45 RN 7= 47 .
1.2.1 aman s BUEDTA %% 8 ik 1ft 5 mlL,
AMREHEEIBR(LERAN Y2 BEAH, 5
BT 1600xg &% 30 min, Wk 240 4 & 5 48k
Ml 20 1. &40 0 B 045 4 % R % R ok 3
KER
1.2.2 ERNA 4% 8x 10° & 4§ fim \ TRIZOL
(LA TRNEFE) 1 ml, R ERIT 4 M, 15~
30 CHK & 5~ 10 min. A 0.2 mL &.15, A /1 E#
155,15~ 30 C# & 2~ 3 min, /0 12000x¢,4C, 15
mine B _EEAABMNEERHE(LHO0.5mL), BE
A, - 20CHE 2h. B4 12000x g, 4°C, 10 min.
# £l 75% 7 B (DEPC A% B LA 8) 1 mL &
RRTUE, B 7000%x g, 4C, 5 min. F L&, SR
N E RNA, FXE. 7 55°CH T RNA B X 3% 7k 20 HL
A RNA 10 min. B 1 ML & B & A 2 % o8 B Tl
& RNA 4 & fod 2. &7 47 A 0D260/280 th1E A
T 1.5, Fl A1t RNA 4 &, 1% OD260= 1 #y RNA %
HEZF 4 40 Vg RNA 5. KT R B RNA &
160 V2% %7 i 4% %t B B0k 10 min, 2 4F 6 T 7 L
285.18S #1 58 =4 #, RNA £ % T- 80 C& A,
1.2.3 RNA # 4% F A& M cDNA RNA 5 Mg # /o
NERZHFETI oligo(dT) 18 0. 5 Vg, F| T & BL e
WA AR E] 12 HL, 70 CAK % 5 min, B 5 x
P #E K AZ R 4 VUL, R B AT A ] 20 u, 10 mmol/L
dNTP B A& 2 ML, 37 CHEH 5 min J& 8 X M-MuLV
WA EE 100 u, B G 20 ML, e AR B S

WL, 37CHEH 1 h, &G & 70 C/A% 10 min £ 1E R
Ri. cDNA g F- 20C.
1.2.4 RA&BE#HR BT IEIPL AR KK T
B4 1 BL( 4 BB 200 ng) , 2.5 ML ANTP( 10
mmol/L) , 2. 5 ML, MgCl, #&( 50 mmol/L), 10 x PCR & »#
7 2.5 UL, 0.5 UL Taqg DNA % 4B (5 Mu/L) ( LA _EiR
AT L EH TR ), ImA cDNA 2.5 WL A #
W, R AR R B E 25 W, Al PCR X
(Perkin Elmer, Gene Amp PCR System 9600) ¥ 1T H
HEEFEY . 94°C 5 min # %, 94C 1 min, 55C
455,72°C 1 min, 35 ME# . 72°C 7 min (£ DNA
W, 4CHRF. FrA LPL ¥ 5514 7% £, LPL-1
# 5°-GAG ATT TCT CTG TAT GGC AC-3", fx T4+ &
F 7 #;LPL-2 % 5°-CTG CAA ATG AGA CAC TIT
CICG-3 , e TR F9F. Ty ¥AFEKEN 25
bp, & — M ZEWHEF 8. H T W4 ® RNA
B M, B B4 T Bactin 838 bp B DNA A BX
W5 B, A Bacin 25 # 5% Z: 5°-ATC TGG
CAC CAC ACC TTC TAC AAT GAG CIG CG-3’ ( b #
B 47) ; 5’ -CGT CAT ACT CCT GCT TGC TGA TCC ACA
TCT GCG-3 ( T# 51 41) « R R & # K A #7 cDNA
WHRAES IPL EZHY HAHEE, EARNKEHEN
94 C 4 min — MEFF, 94 °C 1 min, 55°C 2 min, 72°C 3
min, £ 30 MEZF, 72°C 10 min — MEF . &k R A
JE k4 CIRfF. *TERSCI Al T RNA B By U AR A
RNA Fu/ 5% cDNA A AR 4 1T 1 4% F fn/ 5 PCR % %o .
FORE IR AL M 8x 10 E 8x 10 4
AT R LR, 8 8x 10° MM 1E A AT A
Lo, HTFHA, ML .
1.2.5 RAEBEEER S =K F AR N
(PCR) 7= 41 7 4 EB(J& 7. 4%) 2% #4137 B8 #2/TBE X b
70 V B JE TS Bk 50 min, 72 8 R T AL 44T,
Pharmacia LKB £ /M b % B 3 # R G R & A7 AL
KEAE, UAE £ E PCR 4.
1.3 MmAg#&N

ZHTRR R E 7 M, fn & RE B B ( total
cholesterol, TC) - H i = B ( triglyceride, TG) il Z 4 A
Ak, Anl &l T AL E(Ha 7020 % A&
¥). X E & G E B (high density lipoprotein
cholesterol, HDLC) Fl # 458 - #%&, ¥ HAF — ¥
“X M RAE. A HLTI70A 2 HFEVNF L
M HAT B AR M. 1K E A & & B B (low den
sity lipoprotein cholesterol, LDLC) H Friedwald /2 3 1T
#:LDLC= TC- HDLC- TG/2.2
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ZPE(P> 0.05); b 0o 3, ML H i = BEKE

F1. SEMBEMEER(x L5, mmol/L)

T IE% 3 21 (TG v 3. 29 £0. 84 mmol/L) 55 1f H i
—HEEIE SR A BB 13 BI(TG A 1. 26 £0. 72
mmol/L) 2 [A] LPL mRNA ¥ #% 5% —35K & By 4 [ b 7=
Y e 2 R TR ETE(P> 0.05) ;3 412 321 %
BEEHESHERG 4 4R, 40 E i A 90k 7
f*) LPL mRNA ¥ %% 5 —5RA BB S S Il 5E 8 72
REREM(P> 0.05), SR80 4 41 H ih =fgKF
KF3H ZRAEEME(P<0.05) . FAMERK
M&E LU 1(Table 1) s .

Table 1.  Serum lipid level of subjects with coronary atherosclerosis and normal
Groups n TC HDL LDL
Control 10 4.25%0.71 1.28 %0. 85 1.31%0.18 2.56+0.57
Group 1 12 5.29 %0. 54° 4.38 £0. 87° 1. 06 £0. 20° 2. 62 10. 61
Group 2 11 4.5210.82 1.94 £0.91 1.28 £0.29 2.5210.73
Group 3 11 5.08%0.73 2.38%0. 86 1.19 £0. 40 2.89 £0.49
Group 4 11 4.86 10. 82 1.34 £0. 82" 1. 16 0. 12 2.62%0. 38

a: P< 0.05, compared with control group; b: P< 0. 05, compared with Group 3.

Group 1: subjects with a light coronary atherosclerosis ( diameter stnosis

40% ) ; Group 2: subjects with moderate coronary atherosclerosis ( diameter stnosis 40% ~ 80% in only one coronary artery) ; Group 3: subjects with severe coro-

nary atherosclerosis ( diameter stnosis 80% in one or more coronary artery) ; Group 4: subjects included patients on heparin.
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1. SMEAMAZAEAEE B AR mRNA H# R —REBE
R B =4

Figure 1. RT-PCR products of lipoprotein lipase mRNA in
peripheral blood.  NC: negative control; STD: 100 bp DNA Ladder;

Pn: patients; Hn: healthy volunteers

80 bp

2. SNEAMBHAE B actin mRNA #3%35% — B &% R &
=1
Figure 2.
blood.

RT-PCR products of B-actin mRNA in peripheral
NC: negative control; STD: 100 bp DNA Ladder; Pn: patients;

Hn: healthy volunteers
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filt, ¥ R L Hie” TA R, s R O g
FP'" o Mattsson 28 %2 T I BE A I I 440 M A 3
RZM A LPL mRNA i B . % N A i &
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S8R 2 Jk e AR s A AR R P S () A 3 40 R L 9 4
LPL mRNA 3 50 5, K 3% 4L N\ 5 48 B At i
TS, G5 R LR AN I A 40 i TPL mRNA Rk 5
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34 600 BB 3 AR, 21 Bl TG /K& F IE
WAH, 13 F) 83 TG /K V1E1EF E Y A, 13X % 45
M L E 48 2 LPL mRNA 2235 /K F A L. R R
LPL 2[R 6 Fé B N, 41 & 1 40 9 LPL. mRNA 3Rk
K5 TG KFILExK.

YN L fY LPL 454 F HSPG, i &5 LPL f2E
F17172 HSPG 5 LPL SE A0 /3 1¢) 40 £, BF &= 7] % LPL
MG B 5 HSPG f) 45 & 7 a5 4 25 R, # fbk v
FFZ G M o LPL & ¥ B 2 386 i, X TG 1) B& @ AR
FAE 58, AR50 26 97 )5 1 ek 0 s BB 3 I
TG /KF I RAKF R AT, SHEHE L. FAFRA
YR JG 4N 1L B 40 8 LPL mRNA 35K F 1% F,
FORIMLTG /K F5 LPL 4 i K, 5 LPL £ HRE
% RAXTER /N o U8 B 2 T I LPL mRNA 3£
LHIYER . HATHRE LPL mRNA FIAT] %2 £ MK &

M, vk B A AR A R S 41 LPL
mRNA FIA7KF F i ; I IRFER - a I {8 40 LPL
mRNA FiEACE AR 2%,

REZE A F 1 ( LPL) 2 R 72 ek 00 995 AH OG 3E [R], A
SIS LEAS [R]93 157 7O o3 28 5 A1 JEL I 1 4 v AR U %
F|LPL HFFRIEMZE T, TR SRR S A K, 11
i %> BT RT-PCR 7718 - € &, 7] fig LPL
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