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[ ABSTRACT] Aim To investigate the effects of high glucose on the metabolic mechanism of lipid in cultured rat cardio-

myocytes.

Lipoprotein Lipase; ~ Cardiomyocytes;  Insulin Resistance;
Methods The model of insulirr resistant cardiomyocytes were established, incubated with the intervening factors of
mnsulin and high glucose of different concentration.  The changes of lipid metabolism of cardiomyocytes were observed surrounding
the center of lipoprotein lipase ( LPL) as the important enzyme of lipid metabolism. The pathologic damnification of cell structure
Results

myocytes which treated with 80 mmol/L glucose was obviously increased ( P< 0.053) .

were observed through transmission electricmicroscope. The expression of LPL. mRNA of the insulirr resistant cardio-
After incubated with 10” * mol/L insulin,
the expression of LPL. mRNA of those cardiomyocytes was decreased; the activity of LPL of the insulirr resistant cardiomyocytes was
obviously enhanced ( P< 0.05) under the same concentration of glucose.  After incubated with 10”* mol/L insulin, the activity of
LPL was weakened; the activity of LPL of the cardiomyocytes in the same incubated condition was not significantly different ( P>

0.05) treated with 20 and 80 mmol/L glucose; the concentration of lipid of the insulirr resistant cardiomyocytes was obviously en
hanced ( P< 0. 05) under the same concentration of glucose. ~ After incubated with 10 ® mol/L insulin, the concentration of lipid
was weakened; the concentration of lipid of the cardiomyocytes in the same incubated condition was not significantly different ( P

> 0.05) treated with 20 and 80 mmol/L glucose.

served through transmission electricmicroscope in normmal cardiomyocytes and the msulirr resistant cardiomyocytes.

Swelled mitochondria, formed myelir figure, increased lipid drops were ob-
After adding
10”® mol/L insulin, there were no swelled Mitochondria or myelir figure, with little lipid drops in the cardiomyocytes. Comr
clusions High glucose could increase the expression of LPL mRNA and the lipid in cultured rat cardiomyocytes.  Insulin could

reverse these changes, which may have mplication for diabetes mellitus and its complications.
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SR XER[6,7]. B 1 A SD 3R EHL,
0.125% fE & & B 4 1k, 100 B 74 40 7% W L &, &
15%FBS # DMEM 3 5% £ & & 3 K (37°C, 1~ 2 h) .
KM B M A AL M, EARKE H 5 x10°
AL, T 37C.5% CO, ¥ 5% W, Al & 15% FBS #
DMEM ¥ 5 £ #HATRRER, 3 R EHTH RS A
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BEEER T 24 h; A H N B S FHKI0HL4
F, fm N\ 80 mmol/L ] A MEE K T H 24 hy JR & £ 4
NIESERF N AR, w80 mmol/L H & HE A
WA 107 ° mol/L i & & T 24 h.
1.6 HHREAEREENE

ZRXHER[9] . EFRBOANAERE 10% 4 F B
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JERIZVE %, ke 2 Bl LA &7 5 W B #1 & RNA B
1 75% 7B R B4 IS RNA . % 4h 4 6 ok 3
 Axymo 3 21.7,
1.7.2 5|#9F5) & % & Jig 17 B ( lipoprotein
lipase, LPL) £ T 3 51 #7 2 7l A 5°-ATG GAG AGC
AAA GCC CTG CI-3’ %1 5’-CAC GCC AGC AGC ATG
GGC TC -3, Yactin 5| 47 % 5°-ATG GAA GAA GAA
ATG GCC GC-3’ #7 5°-ACA CGC AGC TCG TTG TAG
AA-3, 8 WK B 4 7| A7 500 bp #1287 bp.
1.7.3 #HFREBERN XA & W H
#4T# /6. MgCl, 2 ML. 10 x RT Buffer 1 HL.RNase
Free dH,O 3. 75 ML dNTP Mixture 1 HL..RNase Inhibitor
0. 25 ML..AMV Reverse Transcriptase 0. 5 HL.Oligo dTI-
Adaptor Primer 0. 5 ML, 4% 5 RNA 1 ML, % R A& % 10
UL, 55 °C 30 min, 99 °C 5 min, 5°C 5 min # 4T 3 # %
FBL . PCR KRR % %7 5% PCR Buffer 10 ML X B 7
17K 28.75 UL.Taq 0. 25 VL. E# 5|47 0.5 UL. T %
547 0.5 HL.cDNA 10 UL, ¥ X MK & % 50 UL, #
94 CTA 1 2 min J&,94 CH 30 s~ 55 CE M 30 s
T72°CH A 30 s, 35 MEFF, 72 CE M 7 min # AT
PCR K Ji o
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