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(1000 mg/k), %8 2 K, FBIEE 2R MATAZE A 3 AR . A&7 71 6 2 M A4k (fasting plasma
glucose, FPG) .= Ik & % (fasting insulin, FINS) , # & M B % 4% 3t 35 4 (homeostasis model as-
sessment-insulin resistance ,HOMA-IR) .TC.TG. % £ 45 % (body mass index, BMI) . j&% 1t (waist
hip ratio, WHR) . # 1k & & % (luteinizing hormone, LH) . 7 s&. 3% % (follicle stimulating hormone,
FSH) .LH/FSH vA % i#% & £ 8 (free testosterone, T) K-F & 4L, R L5 KL 77T b%, s B4 FPG,
FINS.LH/FSH % BMI F % (P <0.05, P <0.01),% 5741 FPG.TC.LH.LH/FSH.WHR % BMI 3§ F %
(P<0.05,P<0.01) . Hafm@mrbiz, s y7 48 WHR.BMI.FINS.LH KT £ F A%t 5 &L (P <0.05),
it A PCOS &4 R idcd G M B Z Ak A £ £ I 40 BRI 7 i@ it A% LH LH/FSH, % & 48 s
R I, A 2 3E e AL PCOS A2 204 57 4F R .
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Effects of Bushen Tiaogan Recipe on Glucolipid Metabolism in Non-obese Patients with Polycystic
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ABSTRACT Objective To observe the effects of Bushen Tiaogan Recipe (BTR) on glucolipid me-
tabolism in patients with polycystic ovary syndrome (PCOS). Methods Totally 60 non-obese PCOS pa-
tients [ body mass index (BMI) <25] with Shen deficiency Gan-qi stagnation syndrome were randomly
assigned to the treatment group and the control group, 30 in each group. Patients in the treatment group
took BTR (Yulinzhu Decoction and Chaihu Shugan Powder), one dose per day, taken once in the morn-
ing and once in the evening. Patients in the control group took Metformin Tablet (MT), 1 000 mg each
time, twice per day, taken with meals once in the morning and once in the evening. The treatment course
was 3 months for all. Fasting plasma glucose (FPG), fasting insulin (FINS), homeostasis model assess-
ment-insulin resistance (HOMA-IR), TC, TG, body mass index (BMI), waist hip ratio (WHR) , luteinizing
hormone (LH), follicle stimulating hormone (FSH), LH/FSH, and free testosterone (T) were measured
before and after treatment. Results Compared with before treatment in the same group, FPG, FINS, LH/
FSH, and BMI decreased in the control group (P <0.05, P <0.01); FPG, TC, LH, LH/FSH, WHR, and
BMI decreased in the treatment group (P <0.05, P <0.01). Statistical significance existed in WHR, BMI,
FINS, and LH between the control group and the treatment group (P <0.05). Conclusions Non-obese
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PCOS patients weren’t characterized by insulin resistance. BTR could improve glucolipid metabolism of
non-obese PCOS patients by decreasing LH level and LH/FSH. In this way it played therapeutic roles for

non-obese PCOS patients.

KEYWORDS Bushen Tiaogan Recipe; non-obese polycystic ovary syndrome; Shen deficiency Gan-

gi stagnation; body mass index; total cholesterol; glucolipid metabolism
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F1 WdLEE TC TG /KFEHE (mmolll, x +s )

big, 2 gt L (P >0.05) .
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BIT IR 3.94 +0.94 1.21+£0.46
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3 W4 HEH FPG. FINS ) HOMA-IR [t %%
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0.05) , %14 FINS TF#(P <0.05) ., {R¥7 /e 5XT R
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T SARLAIFRTILES, " P <0. 01 ; % IR [FIHI LA, 2P <0. 05
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