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# OE BM BTREIE S IR PIRIE 2 #I0 L5 A AE (polycystic ovarian syndrome, PCOS) [ 3 ¥iff BS 52 i 48 41 (free testos-
terone index, FAL) 5 R[AlIG PRAFAE (925 5 A G, AiE T IGIRBHIHE B — AL & W 420 B 5EkE, 114 49 A 2019 42 9
A ~2021 4E 1 A B Jp i1 b BE 25 K258 — IR BE B Ia 19 1041 1) PCOS 3, e E L WibrE D A RIEAH (n = 658) MAEIEH
(n=383) iRk WHRARIF G T & T8 b5 5 FAL A OCHE, DL 23 B AN [R) A BRHIE Y FAT B2 A 26, R K4 PCOS &
FOFAL MR E R B R L (waist - to — hip ratio, WHR) .25 J Il # ( fasting plasma glucose, FPG) 30min 5 %5 B 25 fE JB 5 &
(fasting insulin, FINS) 30min {5 & JHE 5 ZHEHTHE B (insulin resistance of homeostasis model assessment, HOMA —TR) H il =ik
(triglyceride, TG) . i [ B ( total cholesterol, TC) K% Jif & 1 i [ % (low — density lipoprotein — cholesterol, LDL - C) \#% i &

H B(apolipoprotein B, ApoB) (ApoB/ApoA % IRFEHRH & TIERILA (P <0.05) , 7EHRIR A PCOS BFH 1, FAL 5O A N R
(follicle — producing hormone, FSH) W, 2 ( prolactin, PRL) i % 454 3K % 14 (sex hormone — binding globulin, SHBG) | & % Jif
R& 2 11 BH [ B (high - density lipoprotein — cholesterol, HDL — C) \# 8 # 1 A (apolipoprotein A, ApoA) & fu#f 3¢, 5 W 4 s | &F 5K
JE R KT8 40 ( body mass index, BMI) JEF &R .WHR 22 ( testosterone, T) M4 — i ( androstenedione, AND) .60min %
ZjBE 120min % B  FINS 30min B 5% & 60min B & . 120min B 5 & . 180min B & 2 . HOMA - IR 15 %0 . TG . ApoB/ApoA £ IF
MK (P<0.05), FEAHEIB 4L PCOS B &, FAT 5 PRL . SHBG 2 M6, 5 & 5K K MR E  BMIJE Bl T 5 B2 B & 2 E B ( de-
hydroepiandrosterone sulfate, DHEAS) ,AND .60min # 2 ¥% . 120min 75 45 8 . FINS .60min Ji & Z . 120min J & %  180min i 5 & |
ApoB \HOMA - IR fE{ 2 IEM K (P <0.05) , it KA 55K LA PCOS BF 1 FAL SRRk PAA4E 3 2 5 kiR d
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Difference and Correlation Analysis of Free Testosterone Index and Clinical Characteristics in Polycystic Ovary Syndrome Patients with
Phlegm — dampness Syndrome. FENG Xiaoling, YIN Wenqging, PING Yunlu, et al. Department of Gynecology, The First Affiliated Hospi-
tal of Heilongjiang University of Chinese Medicine, Heilongjiang 150040, China

Abstract Objective To investigate the difference and correlation between free testosterone index ( FAI) and different clinical
characteristics in patients with polycystic ovary syndrome (PCOS) with phlegm — dampness syndrome and non — phlegm — dampness syn-
drome. Methods Based on the case data collected from the clinical research information integration platform, 1041 PCOS patients who
visited the First Affiliated Hospital of Heilongjiang University of Chinese Medicine from September 2019 to January 2021 were retrospec-
tively included. According to the diagnostic criteria of traditional Chinese medicine ( TCM), they were divided into phlegm — dampness
syndrome group (n =658) and non — phlegm — dampness syndrome group (n =383). All the indicators were recorded and the correlation
between each indicator and FAI was statistically analyzed to analyze the influencing factors of FAI of different TCM syndrome types.
Results The values of FAI, body weight, waist circumference, hip circumference, waist — to — hip ratio (WHR) , fasting plasma glucose

(FPG), 30 - minute glucose, fasting insulin ( FINS), 30 - minute insulin, insulin resistance of homeostasis model assessment
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(HOMA -1R), triglyceride (TG ), total cholesterol ( TC), low — density lipoprotein — cholesterol ( LDL - C), apolipoprotein B
(ApoB), ApoB/ApoA in PCOS patients with phlegm — dampness syndrome were higher than those in non — phlegm — dampness syndrome
group (P <0.05). In PCOS patients in the phlegm — dampness syndrome group, FAI was negatively correlated with follicle — producing
hormone (FSH) , prolactin (PRL), sex hormone — binding globulin (SHBG) , high — density lipoprotein — cholesterol ( HDL — C) and
apolipoprotein A (ApoA) ; FAI was positively correlated with systolic blood pressure, diastolic blood pressure, body weight, body mass
index ( BMI) , waist circumference, hip circumference, WHR, testosterone (T), androstenedione (AND), 60 — minute glucose, 120 —
minute — glucose, FINS, 30 - minute insulin, 60 — minute insulin, 120 — minute insulin, 180 — minute insulin, HOMA - IR index, TG,
ApoB/ApoA (P <0.05). In PCOS patients in the non — phlegm — dampness syndrome group, FAI was negatively correlated with PRL and
SHBG. FAI was positively correlated with diastolic blood pressure, body weight, BMI, waist circumference, T, dehydroepiandrosterone
sulfate (DHEAS) , AND, 60 — minute glucose, 120 — minute glucose, FINS, 60 — minute insulin, 120 — minute insulin, 180 — minute in-
sulin, ApoB, HOMA - IR index (P <0.05). Conclusion There are significant differences in the levels of FAI and other research indi-
cators in PCOS patients between phlegm — dampness syndrome and the non — phlegm — dampness syndrome. The FAI level of PCOS pa-
tients with phlegm — dampness syndrome is higher than that of the non — phlegm — dampness syndrome. The level of FAI in PCOS patients

with phlegm — dampness syndrome is significantly correlated with obesity, glucose and lipid metabolism, and its causality needs to be fur-

ther explored.
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SHBG ,FAI = TT ( nmol/L)/SHBG ( nmol/L) x 100,
LH/FSH A, (3) WG AU 8 b - 23 16 3 % Bl ( fast-
ing plasma glucose, FPG) %5 I8 it & 2 (fasting insulin,
FINS) . H 8 =g ( triglyceride, TG) . i JH [& B ( total
cholesterol, TC) .= % J& Jg 2 1 IH [& % ( high — density
lipoprotein — cholesterol, HDL — C) Ik % B jig & 1 iH
[E B (low density lipoprotein, LDL — C) \Z R &HE 1 A
(apolipoprotein A, ApoA) %X g & H B (apolipoprotein
B, ApoB). 1% HOMA - IR = FBG(mmol/L) x FINS
(wIU/ml)/22.5.

4. GE T 05 BT SPSS 25,0 S8 AR X 4L
P HEAT G o B B DL B £ AR 22 (v 2 5) KUK

TR 2 1) FU A R A A TE 25 40 A 3k JH A SRR AR ¢
WGk NG IR A A0 e AR S B
BUE A A& ) A0 ¢ M43 B 2R A Pearson 43 #r, VA
P<0.05 HERAGI¥E L,
& g
1 AR P B IR B FAT 22 5 1% 20 B SR IR 41 FAT,
Wk s &7 5k IR I B [l WHR FPG 30min
% B 60min 78 %5 B 120min 5 4 B . 180min % %4
BE FINS 30min i 5 &  60min [ 5 F  120min [ 5
% 180min i 1% £ _HOMA - IR TG, TC . LDL . ApoB .
ApoB/ApoA KX i TARR AL, 22 % A G it &
X (P<0.05),

F1 REESIERTEE FAI RIERFENZERESHT (v 25)

IgE| 7R iR A ¢ P
FAI 7.01 £5.37 4.20 £3.92 6.264 <0.001
T (%) 25.58 +5.39 25.00 +5.03 1.437 0.151
Wi 46 H (mmHg) 113.30 +10.57 106. 69 +10.21 7.726 <0.001
#F 5K JE (mmHg) 78.83 +9.21 73.53 +8.54 7.130 <0.001
AR (kg) 74.37 £12.94 57.03 £9.05 19.510 <0.001
BMI(kg/m?) 27.80 +4.68 21.31 +3.11 20. 402 <0.001
JELFE (em) 93.40 +11.09 77.43 +9.24 18.708 <0.001
B (cm) 104.62 £10.15 93.55 +6.74 14.956 <0.001
WHR 1.11 +4.51 0.83 +0.07 0.960 0.337
FSH(mIU/ml) 4.91 £1.56 5.15£1.67 -1.919 0.055
LH(mIU/ml) 7.58 +4.45 9.64 £5.96 -5.219 <0.001
T(ng/dl) 40.89 £17.13 39.98 £17.42 0.672 0.502
DHEAS(pg/dl) 273.52 +120.44 272.91 +109. 38 0.068 0.945
AND (ng/ml) 3.93 +1.50 3.97 +1.58 -0.350 0.726
SHBG (nmol/L) 28.19 £24.02 50.93 £33.70 -10.755 <0.001
FPG (mmol/L) 5.27 +0.92 5.01 £0.72 4.026 <0.001
30min %3 B ( mmol/L) 8.57 +1.74 8.15+2.30 2.862 0.004
60min 75 2 H (mmol/L) 8.69 +2.49 7.53 +£2.14 6.491 <0.001
120min 7 4 ( mmol/L) 7.20 £2.21 6.15+1.54 6.991 <0.001
180min 4 4 # ( mmol/L) 5.58 +1.83 5.17 +1.32 3.247 0.001
FINS( wIU/ml) 19.69 +12.64 10.50 +6.05 11.426 <0.001
30min /% (wlU/ml) 105.87 +63.25 69.71 +46.18 8.331 <0.001
60min i % %R (lU/ml) 115.08 £70.81 71.26 £54.18 8.911 <0.001
120min JB & 3 (wIU/ml) 108.60 +72. 64 62.25 £55.27 9.202 <0.001
180min Bk &% % (wIU/ml) 62.49 +59.43 35.83 +25.18 6.824 <0.001
HOMA - IR 4.69 +3.37 2.37 +1.47 10. 891 <0.001
TG ( mmol/L) 1.64 +1.08 1.06 +0.74 7.627 <0.001
TC(mmol/L) 4.66 +0.85 4.44 +0.75 3.397 0.001
HDL - C(mmol/L) 1.21 £0.35 1.39 £0.30 -6.726 <0.001
LDL - C(mmol/L) 2.99+1.22 2.60 +0.77 4.553 <0.001
ApoA (g/L) 1.31 £0.24 1.37 +0.18 -3.523 <0.001
ApoB(g/L) 0.97 £0.26 0.81 £0.22 7.871 <0.001
ApoB/ApoA 0.76 +0.24 0.61 £0.20 8.615 <0.001

2. RIS AR BRI A FAT 5 — B PR 4 AF 1) A1
Ktk M AE BB P FAT 5045 TR &P 5K K R
BMI JE [ & H  WHR 2IEA X, 2R A g8 X
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AE 1 -0.440 0.405 -0.075 0.168
Wi 4 0.229 <0.001 0.148 0.007
#T 5K E 0.194  <0.001 0.087 0.113
NS 0.398 <0.001 0.143 0.008
BMI 0.384 <0.001 0.148 0.006
JHEE L 0.363  <0.001 0.146 0.008
K& 0.333  <0.001 0.072 0.190
WHR 0.274 <0.001 0.085 0.121

3. SRR IR AL FAT 57 380 K 19 AH 56 1k 4y
Mro iR 40, FAT 5 DHEAS T AND 2 IEM %, 5
FSH SHBG AKX, ZRARKRITFE L (P <
0.05), dEHEIB 4 FAI 5 T DHEAS AND & iF 4
K, 5 FSH SHBG EHAHK, ZRA G E X (P<
0.05) ,7E L% 3,

*3 HEASIEKESA FAI SHEBENAXEST

5. A 5 AR IR A FAT 50518 35 K 5 i 41 ¢
PEor#r . BRI 41 FAIL 55 ApoB . TG, ApoB/ApoA & 1E
XK, 5 HDL, ApoA AKX, 2R A G it E X
(P<0.05), AEZEIE4 FAI 5 LDL ApoB & IE A%,
ERAGIFRE L (P<0.05) ,FELES,

®5 HEASIEEEA FAI SEREIKFEREXESH

SH P4 E[S73UE:|
r P r P

FSH -0.148 0.006 -0.110 0.046
LH -0.018 0.740 -0.012 0.825
T 0.273 <0.001 0.325 0.001
DHEAS 0.133 0.012 0.204 <0.001
AND 0.176 0.001 0.192 <0.001
SHBG -0.487 <0.001 -0.390 <0.001

4 BB S5 AR B A FAT S50 035K S il A1 ¢
PES BT RN 4H FAT 55 60min 75 % B¥ | 120min 75 %
B 180min 75 Z5 B IR . FINS 30min i & % 60min Jif
5% 120min 5 % 180min B E 2R IEM X, EH
AR L (P <0.05), AFRILA FAI 5 60min
% B 120min ] %5 B% L 180min ] % % | IR | FINS |
60min 5 2 [ 120min B 5 % | 180min i 5 2 2 E A
KVERAGIFEL(P<0.05) ,1F LK 4,

F4 FEASIEHREA FAI SHEREKEREXESH

. P A |7 BingE|
WiH
r P r P
FPG 0.051 0.340 -0.012 0.833
30min % % b 0.028 0.632 0.046 0.456
60min 7 % B 0.176 0.003 0.169 0.005
120min i 7% 4 0.209  <0.001 0.156 0.006
180min 7 7 Hi 0.137 0.002 0.130 0.033
FINS 0.404  <0.001 0.331 <0.001
30min 5 % 0.319 <0.001 0.086 0.163
60min i 55 2% 0.339 <0.001 0.231 <0.001
120min fi 5 % 0.324  <0.001 0.305 <0.001
180min [ 55 2 0.335 <0.001 0.270 <0.001
HOMA - IR 0.377  <0.001 0.310 <0.001

. LA e
r P r P
TG 0.254 <0.001 0.102 0.076
TC -0.017 0.757 0.012 0.837
HDL -C -0.323 <0.001 -0.111 0.053
LDL -C 0.067 0.238 0.127 0.026
ApoA -0.176 0.002 -0.140 0.803
ApoB 0.134 0.018 0.151 0.008
ApoB/ApoA 0.268 <0.001 0.122 0.055
2] it

PCOS J& 7 % 3] £ vk % UL (% 9 43 1 o o, 3L
HA JZi2 W PCOS () 8 AR i, 7E PCOS 3 1, HA
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B 30min B 5 245 B AR I 45 AR 2 R R OE A G
Chen 2" WF 5840 % B, PCOS . # 1Y SHBG Il HO-
MA - IR £ A3, I H SHBG /& HOMA - IR 2
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PRAGARAS T 1 vap JBE K 2 1 5E 0 05 40 M ok B T Ak
SME HA & KOV 0 e R 5 LM 0 R T I
IR B YIAH " Zhang 45" WFSE & 0,2 BB IR
i FOBE I 5 52 B B9 T 1 FAL KOF 58 3% 8 T 1F 9 1l
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BBk I 21 2R B B KT & B FAL B i T
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HA 5 PCOS H 55 I 2K 94 %25 ) AH OC , I I % PCOS

- 55 -



J Med Res, April 2024 ,Vol. 53 No.4

SR IR A I AN 7 A, AW ST, B A PCOS
B FALS BMI REE R R A5 A S 4 0 22 IE AR G, 2%
WA FAT 255 TR R A B, i 55 i o
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