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Correlative Analysis of Body Mass Index, Endocrine and Metabolic Indexes
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ABSTRACT Objective: To investigate the correlation between body mass index, endocrine and metabolic markers in patients with
polycystic ovary syndrome. Methods: 53 patients who suffered polycystic ovary syndrome from October 2016 to July 2017 were grouped
according to BMI, HOMA-IR and testosterone levels. Body weight index (BMI), blood biochemistry, insulin, C peptide and sex hormone
and endocrine and metabolic indicators were tested and analyzed. Results: Grouped according to the level of BMI, there were statistical
significance in fasting insulin, 60 minutes insulin, 120 minutes of insulin, fasting C peptide, 60 minutes C peptide, 120 minutes C peptide,
total cholesterol, triglyceride, low density lipoprotein, high density lipoprotein (P<0.05); Grouped according to the level of the HOMA-IR
index, there were statistical significance in fasting blood glucose, 60 minutes blood glucose, 120 minutes blood glucose, fasting insulin,
60 minutes insulin, 120 minutes insulin, fasting C peptide, 60 minutes C peptide, 120 minutes C peptide, total cholesterol, triglyceride,
low density lipoprotein, high density lipoprotein, LH / FSH, testosterone and estradiol (P<0.05); grouped according to testosterone, there
were statistical significance in BMI, fasting insulin, 60 minutes insulin, 120 minutes of insulin, HOMA index, luteinizing hormone, LH /
FSH, testosterone and estradiol (P<0.05). Conclusion: Polycystic ovary syndrome (PCOS) is complicated and changeable. It should be
treated differently according to the body mass index, endocrine and metabolic characteristics, so as to improve the cure level and quality
of life.
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Table 1 Comparison of the blood glucose, glycosylated hemoglobin,
insulin, C peptide, serum lipids and sex hormone levels between PCOS

obese group and non-obese group(xt s)

Items Non-obese group Obese group
n 35 18
BMI(kg/m?) 20.98+ 2.4 29.13 £ 3.26
HbA1c% 5.31% 0.83 5.57+ 0.78
Glu(mmol/L)
0 min 5.26x 1.29 547+ 1.52
60 min 8.98+ 1.4 9.81+ 1.99
120 min 5.03+ 1.17 6.33+ 1.50
c-peptide (ng/mL)
0 min 1.99+ 0.55* 2.49+ 0.64
60 min 8.56+ 1.81* 11.72+ 2.08
120 min 7.85+ 1.61* 9.43% 1.55
Insulin (uIU/mL)
0 min 831+ 331 15.06+ 4.19
60 min 88.78+ 11.01” 118.81+ 15.64
120 min 74.69% 15.26" 100.53+ 20.21
HOMA-IR 1.56+ 0.29* 3.43+ 1.75
TC(mmol/L) 3.32+ 0.76* 4.69+ 0.84
TG(mmol/L) 0.98+ 0.38" 1.53+ 0.51
HDL(mmol/L) 1.78+ 0.72* 1.27+ 0.23
LDL(mmol/L) 2.55+ 0.88* 3.01+ 0.77
LHIU/L) 9.93+ 1.9 977+ 2.4
FSH(IU/L) 4.78+ 1.27 4.82+ 131
LH/ FSH 2.04% 0.92 2.05+ 0.80
PRL pg/L 14.39+ 4.7 15.39+ 3.49
T ng/L 0.80+ 0.34 0.82+ 0.30
E2 pg/mL 79.24% 19.25 75.46% 20.16

Note: * P<0.05 compared with Obese group.
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Table 2 Comparison of the BMI, HbAlc, blood glucose, insulin, C
peptide, serum lipids and sex hormone levles between PCOS insulin

resistance group and non insulin resistance group(xt s)
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Table 3 Comparison of the BMI, HbAlc ,blood glucose, insulin,
C peptide, serum lipids and sex hormone levels between PCOS

hyperandrogenism group and non- hyperandrogenism group(x+ s)

Non-insulin Insulin resistance

Non- hyperandrogenism  Hyperandrogenism

Items ) Items
resistance group group group group
n 28 25 n 23 30
BMI(kg/m?) 21.78+ 3.43* 27.97 + 4.39 BMI(kg/m?) 24.70% 4.28 23.83+ 5.39
HbA1c% 521+ 0.31 5.69+ 1.09 HbA1c% 5.43% 0.75 5.60+ 091
Glu(mmol/L) Glu(mmol/L)
0 min 4.98+ 0.34* 5.81% 1.95 0 min 5.36% 1.23 537+ 1.58
60 min 8.05+ 1.72 9.78+ 2.28 60 min 8.35+ 2.32 8.36% 1.97
120 min 6.12+ 2.26 6.93+ 1.50 120 min 8.42+ 438 8.95+ 4.70
c-peptide (ng/mL) c-peptide (ng/mL)
0 min 1.83% 0.65* 2.49+ 0.64 0 min 2.54+ 1.03 2.40% 1.70
60 min 9.31% 3.35* 11.72+ 2.08 60 min 10.95+ 3.99 10.69+ 5.65
120 min 7.45% 3.01* 10.89+ 2.21 120 min 10.31% 3.67 6.50+ 3.70
Insulin (uIU/mL) insulin (ulU/mL)
0 min 6.93+ 3.33 15.84+ 4.30 0 min 10.61+ 5.81" 1491+ 6.19
60 min 80.61% 52.62" 96.96 64.16 60 min 83.44+ 3421 92.55+ 24.23
120 min 70.94% 55.20" 110.99+ 90.11 120 min 86.63+ 25.89° 98.08 39.70
HOMA-IR 1.17+ 0.44* 4.69+ 1.73 HOMA-IR 2.34% 0.76 3.23+ 0.73
TC(mmol/L) 4.02+ 0.77 4.50% 0.86 TC(mmol/L) 445+ 0.71 4.48+ 0.96
TG(mmol/L) 0.73+ 0.31* 1.54+ 0.50 TG(mmol/L) 1.18+ 0.78 1.09+ 0.62
HDL(mmol/L) 1.83+ 0.70* 1.26% 0.24 HDL(mmol/L) 1.49+ 0.35 1.77+ 1.25
LDL(mmol/L) 2.61% 0.95* 2.81+ 0.80 LDL(mmol/L) 2.66x 0.76 277+ 1.08
LH{IU/L) 9.85+ 247 10.77+ 2.49 LH (IU/L) 7.20+ 4.92* 10.82+ 4.24
FSH(IU/L) 4.08+ 1.52 4.02+ 1.58 FSH (IU/L) 5.42+ 191 6.06+ 1.83
LH/ FSH 1.93+ 0.63* 247+ 0.77 LH/ FSH 1.89+ 0.59* 2.04% 0.85
PRL pg/L 14.53+ 5.65 15.59+ 9.65 PRL(pg/L) 14.62+ 5.52 15.34+ 9.92
T (ng/L) 0.78+ 0.45* 0.89+ 0.75 T (ng/L) 0.53+ 0.14* 1.26x 0.68
E2 pg/mL 79.79% 19.56* 65.73+ 17.20 E2(pg/mL) 52.33+ 25.73* 87.05% 30.99

Note: x P<0.05 compared with Obese group.
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Note: * P<0.05 compared with Obese group.
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