- 578 - MREYESSHE  biomed.cnjournalscom Progress in Modern Biomedicine Vol20 NO.3 FEB.2020

doi: 10.13241/j.cnki.pmb.2020.03.039

it PROC B AT SR 11 R A AT E 3 N ST 11710
IR LA RS *
wOED MR AR BRZD KFE KA
(AL TS RB AR A i 875 810000, K2 RBBEF=F 3% &5 810001)

AE BRIt % 00 R 42048 BE M FART S FRRBIERE G0 Yra, ik 82016 5 A £ 2018 £
5 ARIRME 9 210 B) I L x40 B ARIERAAL R W 5 A P4, A48 105 4], AT RBAL B H B2k 3K 35 5 = F 3UR
BT RS R A L 2 IRE RIS . AT 3 AN AU LR ALIE T UG A I R T R B A AR A AR &
i8I 4 RIG I 1 5, Yo R LR HE I R R L B R 504 07 AT Aa vk, B 4174 77 )& 04 oo 7 £ B (Testosterone, T) 35 4k 24 ik &
(Luteinizing hormone, LH) % LH/FSH 34 8 2 A&, AT 502004 L3473 B 24K T 2 BB 41(P<0.05), #4497 77 )5 09 9 s il i &
(Follicle-stimulating hormone , FSH) 7K - b 2 & 423t 5 £ 7 (P>0.05), 547 aTAa sk, M 2004 97 /5 o4 = LM 8 2 (Fasting insulin,
FINS). & /& 2 h & & # (Postprandial 2 hours insulin,2hPINS) & 3 %1 &Lk & & 4 b 3 48 (Homeostasis model assessment of B cell,
HOMA-B)34 ¥ B9+ 3 , Mk By #5035 2t (Homeostasis model assessment-Insulin sensitivity index, HOMA-IS)#f 2 44k, LA 504004 b
FEATET PRI E B R.(P<0.05), AF LA 9P ZOR T JEdR A3 2.3 % T 2 R 2L(P<<0.05)., ZEig: R A A B T E % P 4z
BAE B A IR KT B By A ARARL, 3R B H I AR R

KT I BRI R AR I TR B R A R R

hESES R711.75 XEFRIRES:A XEHS:1673-6273(2020)03-578-04

Effects of Dinkundan on the Sex Hormone Levels, Insulin Resistance and
Pregnancy in Patients with PCOS*

XIANG Yu', QUAN Xiang-ji¥, YANG Hui-lin', MA Ying-lan', WU Xue-hai', WU Wei-wer'
(1 Qinghai Red Cross Hospital Reproductive Center, Xi'ning, Qinghai, 810000, China;
2 Department of Obstetrics, affiliated Hospital of Qinghai University, Xi'ning, Qinghai, 810001, China)

ABSTRACT Objective: To investigate the effect of dinkundan on sex hormone level, insulin resistance and pregnancy in patients
with PCOS. Methods: 210 patients with PCOS were selected as objects from May 2016 to May 2018. According to the admission single
and double number, 105 patients in the control group received Da-35 and metformin therapy, and 105 patients in the study group received
were treated with dinkundan orally on the basis of the control group. After continuous treatment for 3 months, the changes of sex hor-
mone levels and islet related indicators before and after treatment in the two groups were compared,The ovulation and pregnancy of the
two groups were compared after 1 year follow-up. Results: Compared with before treatment, T, LH/FSH and LH of the two groups were
significantly reduced after treatment, and the experimental group was significantly lower than the control group (P<0.05). There was no
statistically significant difference in FSH level between the two groups before and after treatment (2>0.05). Compared with before treat-
ment, FINS, 2hPINS and homa-beta of the two groups were significantly increased after treatment, while homa-is was significantly de-
creased. Moreover, the improvement of the research group was more significant than that of the control group(P<0.05). The ovulation and
successful pregnancy rates in the study group were significantly higher than those in the control group (P<0.05). Conclusion: Dinkundan
helps improve sex hormone levels and patients' insulin resistance, increased ovulation and pregnancy rates, It has high application value
in the treatment of PCOS.
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Table I Comparison of the changes of sex hormone levels before and after treatment between two groups(xt s)

Groups Time T(ng/L) LH/FSH LH (IU/L) FSH(IU/L)
Before treatment 1.82+ 0.69 3.29%+ 0.98 1631+ 1.69 5.20% 0.97
Study Group(n=105)
After treatment 0.79+ 0.50** 1.71% 0.65* 8.09+ 1.30* 5.77+ 1.06
Before treatment 1.80% 0.72 3.28%+ 0.89 16.36+ 2.12 5.19+ 0.98
Control group(n=105)
After treatment 1.20+ 0.68%* 2.67+ 0.73* 10.35¢ 1.48%* 5.28+ 1.02
Note: compared with pre-treatment and the control group, *P<<0.05, “P<<0.05.
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Table 2 Comparison of the changes of islet indexes before and after treatment between two groups(xt s)

Groups Time FINS(mU/L) 2hPINS(mU/L) HOMA-IS HOMA-B
Before treatment 7.41% 1.86 44.11% 6.19 3.60+ 0.81 31.20 13.75
Study Group(n=105)
After treatment 11.59+ 1.61* 58.52+ 7.16* 2.85% 0.49* 61.92+ 16.26%*
Before treatment 7.33+ 1.54 44.08+ 6.42 3.59+ 0.80 30.87+ 14.05
Control group(n=105)
After treatment 8.91% 1.46* 50.21% 7.65* 3.25% 0.54* 41.26% 15.34%

Note: compared with pre-treatment and the control group, *P<<0.05, *P<<0.05.
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Table 3 Comparison of the ovulation and pregnancy status between two groups(n, %)

Groups NNT Ovulation Pregnancy
Study Group 105 94(89.52) 75(71.43)
Control group 105 80(76.19) 60(57.14)
X 6.571 4.667
P <0.05 <0.05
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