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Changes of SHBG in patients with polycystic ovary syndrome and their relationship with other indicators

LI Jiang, WANG Gang

(Department of Laboratory, General Hospital, Tianjin Medical University, Tianjin 300052, China)

Abstract Objective: To investigate the changes of serum sex hormone binding globulin (SHBG ) and its correlation with other endocrine
parameters in patients with polycystic ovary syndrome (PCOS). Methods: Fifty—eight patients with PCOS were selected and divided into
PCOS-IR group 30 cases, PCOS-NIR group 28 cases and 30 cases of healthy women as control group. The levels of SHBG, FPG, FINS, T,
E2, PRL, FSH, LH in serum and the value of HOMA-IR and LH/FSH were compared between PCOS-IR, PCOS-NIR and normal control,
the correlation between SHBG and FPG, FINS, T, HOMA-IR, LH/FSH were analyzed by Spearman correlation. Results: The levels of serum
SHBG, FINS, T, FTIL, LH and the value of HOMA -IR, LH/FSH and FTI for the PCOS-IR group and PCOS-NIR group had significant
difference from those for the control group (P all<0.01). Levels of serum FPG, E2, PRL, FSH were not higher in the PCOS-IR group and
PCOS-NIR group than that in the control group (P>0.05). The levels of SHBG, FINS, HOMA IR and FTI for the PCOS-IR group had
significant difference from those for the PCOS-NIR group (P all<0.01). Compared with the PCOS-NIR group, all sex hormone indexes of
PCOS-IR group had no statistical significance (P>0.05). There were negative correlations between SHBG and FINS, T, FTI and HOMA-IR
in the PCOS group(r=-0.519,-0.513,0.592,-0.588, P all<0.01). But there was no correlation between SHBG and FPG, LH/FSH(r=-0.292,
-0.124, P all>0.05). Conclusion: Patients who have diagnosed with PCOS show lower level of serum SHBG and higher levels of FINS, T,
FTI, HOMA-IR, LH, LH/FSH than the control group. SHBG may have negative correlation with FINS, T, FTT and HOMA-IR in the PCOS
group. The low level of SHBG may be an important experiment basis to predict and treat PCOS.
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Tab1 Comparison of metabolism related indexes among control group, PCOS-IR group and PCOS-NIR group(xzs)

205 %% SHBG/(nmol/L.) FPG/(mmol/L) FINS/(mU/L) HOMA-IR FTI
paiseiil 30 71.3+9.2 5.51+0.70 13.81+2.62 3.23+0.61 1.74+0.23
PCOS-IR £ 30 28.5+4.4 5.58+0.61 32.74+5.35 7.85+1.54 5.12+0.36
PCOS-NIR i 28 45.5%2.1 5.73£0.79 18.74+4.76 4.85+1.27 3.89£0.28

F 329.821 0.025 145.822 111.881 8.940
P 0.000 0.974 0.000 0.000 0.000
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1) FPG 5 XTI b LA 1t & L (P>0.05)
PCOS -IR #H 5 PCOS-NIR #H i % # It SHBG.
FINS .HOMA-IR % FTI 2 %4 G il & X (P<
0.01),

2.2 *#2E PCOS-IR 28% PCOS-NIR R/ & 3%
ARG iR WFE 2. PCOS-IR 4% PCOS-NIR 414
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E2 PRL 55X B 22 ot L (P>0.05) .
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IG5 L (P>0.05),
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Tab 2 Comparison of sex hormone indexes among control group, PCOS-IR group and PCOS-NIR group(xxs)

205 (ke FSH/(1U/L) LH/(TU/L) LH/FSH E2/(pg/mL.) T/(nmol/L) PRL/(ng/mL)
X B2 30 5.30+0.62 10.51£3.72 1.21+0.92 42.62+5.61 1.76+0.34 15.53+3.41
PCOS-IR 41 30 6.95+0.31 15.6323.65 2.35£1.01 52.3%5.2 3.09+0.30 15.533.25
PCOS-NIR 21 28 6.22+0.53 14.633.97 2.24+1.14 53.6+5.8 2.92+0.34 14.63+3.68
F 77.943 14.854 10.864 52951 141.131 106.228
P 0.000 0.000 0.000 0.000 0.000 0.000
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-0.513(P<0.01),-0.588 (P<0.01) ,-0.214 (P>0.05).,
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