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[ ABSTRACT] Aim To investigate the high density lipoprotein ( HDL) subclasses distribution characteristics before
and after the intervention of Pioglitazone in obesity people with impaired glucose tolerance. Methods The difference
of plasma HDL subclass distribution was compared in 40 cases of healthy people and 40 cases of obesity people with glucose
tolerance, to investigate the plasma HDL and class distribution characteristics in obesity people with impaired glucose toler-
ance. Using the randomized matching design method (the sex as the condition) ,forty men were randomized,to placebo or
pioglitazone (30 mg/day) for 12 weeks. The subclasses of serum HDL were determined by two dimensional gel electro-
phoresis in conjunction with immunodetection method and paraoxonase-1 activity by spectrophotometric assays.  The corre-
lation between the distribution of plasma HDL subclasses and the activity of PON-1 were analyzed. Results Compared
to the health group, the HDL.2a and HDL2b decreased while the pref1-HDL, pref2-HDLand HDL3a increased significant-
ly in obesity man with glucose tolerance. ~ Compared to the control group, the pre1-HDL decreased while the HDI.2a and
HDL2b increased and activity of PON-1 increased significantly in Pioglitazone group after 12 weeks. PON-1 is positively
correlated with HDL2b , and negatively correlated with pre1-HDL. Conclusion Obese patients with abnormal glucose

tolerance handicaped the mature process of serum HDL, tended to have weaker resistance from atherosclerosis.  Pioglita-
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zone improved the distribution of HDL subclass and increased the activity of PON-1 in overweight and obese men with im-

paired glucose tolerance , which may help reduce the incidence of premature cardiovascular disease.

The activity of PON-1

is positively correlated with mature distribution of HDL subclasses.
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Table 2. Comparison of HDL subtype relative content index
before using drug in normal group and obesity with im-

paired glucose tolerance group

225 R ISP IR 5 % 41 HDLC (R T

IEEXIRA (R,
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Table 1. Clinical basic indicators condition in normal group

and obesity with impaired glucose tolerance group

sk 1 XT BE 4 JIE e A b i S5 41
(n=40) (n=40)

preB1-HDL 6.00% +1.16%  10.21% =1.71%"
preB2-HDL 4.26% +1.02%  5.02% +1.70%"
HDL3c 5.86% +1.14%  6.34% +1.77%
HDL3b 11.42% +2.72%  12.63% +3.67%
HDI3a 23.72% +5.41%  26.43% +5.02%"
HDI2a 22.54% +6.68%  19.88% +4.43%"
HDL2b 29.91% +6.34%  17.41% +3.18%"

aj P<0.05, 51EH iR e #

* 3. REFAEWETIENARARIERRREER (v +5)
Table 3. Comparison of indicators status before treatment

in placebo group and pioglitazone group

=k EH B2 HE‘HMHH%WE
(n=240) SEHH (n=40)
IR (%) 52.71 +4.90 50.97 £7.22
BMI(kg/m*) 21.55+2.07  30.15 +3. 00"
FPG( mmol/L) 5.63+1.55 6.37 £1.27°
2hPG (mmol/L) 7.18+1.82 8.31 +2.17°
2SI E (pmol/L)  9.62 £2. 88 11.33 £3.19°
HOMA-IR 1.23 £0.91 2.74 +0. 99"
HbA1C 5.78% +1.49% 6.19% =1.45%
S H [ B ( mmol /L) 4.73 +1.18 5.05 +£0.29
Hih =MEg (mmol/L) 1.55 +0. 83 2.03 £1.07°
HDLC ( mmol/L) 1.30 +0. 64 1.04 £0. 42°
LDLC ( mmol/L) 2.71 £0.70 3.08 £0. 64"

a A P<0.05, 5IE#%HRA K,

— BRI A 471 i 201
(n=20) (n=20)
FIE (%) 50.97 +7. 68 50. 96 +6. 93
BMI(kg/m?) 29.32 £2.64 30.98 +3. 17
FPG( mmol/L) 6.41 +1.45 6.32 1. 11
2hPG( mmol/L) 8.53 £2.47 8.09 +1.87
INS( pmol/L) 11.28 +3.23 11.37 +3.24
HOMA-IR 2.71+1.18 2.77+0.78
HbALC 6.09% +1.41% 6.28% +1.52%
TC( mmol/L) 5.07 £0.23 5.03 £0.35
TG ( mmol/L) 2.07 +1.27 1.99 £0. 85
HDLC ( mmol/L) 0.98 +0.42 1.09 0. 41
LDLC ( mmol/L) 3.16 0. 60 3.00 £0. 69
prep1-HDL 10.27% £1.77%  10.15% +3.56%
prep2-HDL 4.75% +1.69% 5.30% +5.76%
HDL3c 6.65% =1.74% 6.02% +4.23%
HDL3b 13.10% £1.67%  12.17% +5.01%
HDI3a 25.89% +1.80%  26.96% +3.91%
HDI2a 19.84% =1.73%  19.92% +3.45%
HDI2b 17.35% +£3.80%  17.47% +2.98%
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Table 4. Comparison of HDL subtype relative content index and

PON-1 activity after treatment with placebo or pioglitazone

Ei=7n GRFH (n=20)  WABRIIEAL (n=20)
preBl-HDL  11.56% +3.12% 6.17% +1.70%"
preB2-HDL  5.35% +1.89% 4.70% +1.77%
HDIL3¢ 6.34% +2.30% 5.81% +1.53%
HDL3h 14.01% +3.08% 14.49% +3.19%
HDL3a 25.24% +5.85% 26.01% +3.83%
HDI2a 18.27% +6.77%  24.17% +10.49%"
HDI2b 22.93% +7.47% 29.07% +9.88%"
PON-1(1V) 131.26% +45.43% 244.81% +77.67%"

a i P<0.05, 5%EFHLE,

Table 5. Correlation analysis of HDL subtype relative content index and PON-1 activity

PON-1 preBl1-HDL  pref2-HDL HDL3c HDL3b HDL3a HDI2a HDI2b
FH 21 R{H -0.392 -0.004 0. 008 -0.254 0. 038 0.314 0. 438
P 0.012 0. 980 0. 962 0.113 0.818 0. 048 0. 005
MgjE R1H -0.59 -0.036 -0.303 0. 021 -0.235 0.307 0. 405
P 1H 0. 000 0. 824 0. 057 0. 897 0. 145 0. 054 0.010
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