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Distribution of TCM Syndromes in Patients with Adolescent Polycystic Ovary Syndrome and Analysis of Clinical Characteristics of Syndrome
Types. Yang Yanting, Hou Lihui, Wang Ying. Heilongjiang University of Chinese Medicine, Heilongjiang 150040, China

Abstract Objective To explore the distribution of TCM syndrome types and the differences in clinical indicators between syn-
drome types in patients with adolescent polycystic ovary syndrome (PCOS). Methods From January 2015 to September 2019, a total of
266 patients diagnosed with adolescent PCOS were collected from the integrated clinical research information system of the gynecology clin-
ic of the First Affiliated Hospital of Heilongjiang University of Chinese Medicine. There were 65 cases of spleen deficiency and phlegm
dampness syndrome, 73 cases of stagnation of phlegm and stasis syndrome, 82 cases of kidney deficiency and liver stagnation syndrome,
and 46 cases of kidney deficiency and blood stasis syndrome. The differences in clinical biochemical indicators between the four groups
were analyzed and compared. Results The weight, BMI, WC, and HC of patients with spleen deficiency and phlegm dampness syn-
drome and stagnation of phlegm and stasis syndrome were significantly higher than those of kidney deficiency and blood stasis syndrome
and kidney deficiency and liver stagnation syndrome (P <0.05). The WHR of patients with stagnation of phlegm and stasis syndrome was
significantly higher than that of kidney deficiency and blood stasis syndrome and kidney deficiency and liver stagnation syndrome (P <
0.05). The SHBG level in patients with spleen deficiency and phlegm dampness syndrome and stagnation of phlegm and stasis syndrome
was significantly lower than that in kidney deficiency blood stasis syndrome and kidney deficiency liver stagnation syndrome (P <0.05).
The FAI in patients with stagnation of phlegm and stasis syndrome was significantly higher than that in kidney deficiency and liver stagna-
tion syndrome( P <0.05). The FINS, HOMA - IR and incidence of IR of patients with stagnation of phlegm and stasis syndrome were sig-
nificantly higher than those of kidney deficiency and blood stasis syndrome and kidney deficiency and liver stagnation syndrome (P <
0.05). The LAP in patients with spleen deficiency and phlegm dampness syndrome and stagnation of phlegm and stasis syndrome was sig-
nificantly higher than that in kidney deficiency and blood stasis syndrome and kidney deficiency and liver stagnation syndromes ( P <
0.05). Conclusion There are differences in clinical signs and biochemical indicators of adolescent PCOS patients with different syn-
drome types. In the process of clinical diagnosis and treatment, syndrome differentiation and disease differentiation should be fully com-
bined to achieve better clinical efficacy.

Key words Adolescent; Polycystic ovary syndrome; Syndromes; Clinical analysis
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i 5 B RE I (n = 46) JIg AR AE (n = 65) PRI HZEIE (n =73) 5 R AR IE (n =82) P
AW (%) 18(16.25,19.00) 18(15.50,19.00) 17(16.00,19.00) 18(16.25,19.00) 0.246
VIR (%) 13(12.25,14.00) 13(12.00,13.00) 13(12.00,13.00) 13(13.00,14.00) 0.415
SBP( mmHg) 110(100.00,114.75) 110(105.50,120.00) 110(110.00,118.00) * 108 (100.00,110.00) 0.013
DBP(mmHg) 70(70.00,80.00) 80(70.00,80.00) * 78(70.00,81.50) * 70(68.00,80.00) 0.004
HE(m) 1.62(1.60,1.70) 1.65(1.62,1.68) 1.64(1.60,1.67) 1.63(1.61,1.68) 0.579
e (kg) 58.75(53.25,69.00)"  73.00(65.00,84.25) * 75.00(61.75,85.00) * 60.00(51.25,74.00) 0.000
BMI(kg/m?) 22.25(20.21,25.51)" 27.48(23.04,30.11) * 27.51(23.93,30.53) " 22.11(19.47,28.08) 0.000
WC (cm) 79.50(70.25,86.00)"  90.00(78.50,102.00) *  91.50(82.25,100.75) * 79.50(72.00,93.50) 0.000
HC (cm) 96.50(90.00,101.25)*  105.40(98.00,110.00) * 105.00(99.00,110.75) *  95.00(90.00,103.25) 0.000
WHR 0.83(0.78,0.87)* 0.86(0.80,0.92) 0.88(0.83,0.91) * 0.83(0.79,0.89) 0.006
Hingln(%) ) 38(82.61) 46(70.77) 66(90.41) 65(79.27) 0.114
ZE[n(%)] 23(50.00) 26(40.00) 39(53.42) 41(50.00) 0.579
W [ n(% )] 21(45.65)% 42(64.62) 52(71.23) " 39(47.56) 0.044
PR (n (%) ] 26(56.52) 40(61.54) 55(75.34) 43(52.44) 0.100

55 FIFARAIE LLEE, © P < 0.05 5 5 18k IR L4, 7 P < 0. 05 5 B8 1. 4531 LB, * P < 0. 05
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i H B MLHIE (n =46) JEL R PR HEIE (n = 65) IR E5UE (n=73) 5 K AFARIE (n =82) P
FSH( mlIU/ml) 4.48(3.88,5.39) 4.52(3.93,5.15) 4.86(3.71,5.91) 4.97(4.13,5.54) 0.635
LH(mIU/ml) 9.88(6.20,12.97) 7.80(5.31,12.33) 8.15(4.49,11.32) 8.89(5.18,14.65) 0.597

LH/FSH 2.06(1.41,2.69) 1.65(1.13,2.68) 1.65(1.25,2.31) 1.82(1.10,2.47) 0.525
E, (pg/ml) 47.00(34.00,65.53) 51.36(45.00,67.72) 44.96(35.00,71.25) 46.99(35.24 ,64.13) 0.497

T(ng/dl) 43.22(31.15,53.38) 38.20(27.39,48.01) 41.07(25.61,54.36) 37.80(26.43,49.39) 0.622
DHEAS(pg/d) 255.05(154.83,348.75) 254.00(151.50,348.55) 249.50(166.75,316.70) 245.85(172.00,303.00) 0.975
AND( ng/ml) 3.68(2.97,5.49) 4.04(2.68,5.63) 3.90(2.76,4.96) 4.26(3.32,5.42) 0.815
SHBG ( nmol/L) 33.30(18.15,38.50)**  18.50(11.85,26.75) " 17.40(11.48 22.38) * 29.15(17.83,47.30) 0.000

FAI 4.43(2.40,9.00) 7.45(3.87,12.24) 8.49(5.06,12.84) 4.19(2.62,7.99) 0.003

55 B FABIE LL 3R, © P <0.05; 5 U SR IE L4, " P <0. 05 ; 5P 1 45HE 8L, * P <0.05
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B HEIFARIE (P <0.05) ;4 4l[8] FPG 4L, 22 57 B4t
AR R 3,

®3 4 HEEAEIERMEE[M(QL,Q3)]

i H B M ILFIE (n =46) JIg HE HEARAE (n =65 ) PRI HLEUE (n=73) B g AR IE (n =82) P
FPG (mmol/L) 4.93(4.64,5.09) 4.87(4.65,5.08) 4.83(4.65,5.07) 4.88(4.54,5.12) 0.929
FINS( pIU/ml) 11.93(8.53,18.42) % 18.70(10.10,34.85) 19.78(12.45,26.97) * 12.64(7.38,22.46) 0.002
HOMA - IR 2.69(1.88,3.99)" 4.19(2.17,7.92) 4.34(2.74,5.81) * 2.92(1.61,4.53) 0.003
R %EE[n(%)] 23(50.00)* 45(69.23) 56(76.71) " 44(53.66) 0.030

5 ¥ R JIFARIE LU, © P <0.05; 5P B 45 H 4%, " P <0. 05

5.4 4L R ACHHE Br B9 LB R B A5 UE R Y
TG 3% & T M MBS IE | B AR AIE (P <0.05) 5%
TR H AR 9 Apo - B 3% i T H M HFARIE (P <
0.05) ; R B M AIE R B 45 IE J 8 19 LAP 5 T

HE L 55 E B R AR UE (P <0.05) o 4 #ifA] TC HDL,
LDL Apo - A JJREHE H a Wi, Z RS FE XL, iF
W 4,

T4 4 HBBREFEROEE x£s,M(Q1,03)]

I gE| B K I AIE (n = 46) R BRI AUE (n = 65) PR HLEUE (n =73) 5 R AR IE (n =82) P
TG ( mmol/L) 1.00(0.70,1.32)% 1.14(0.74,1.90) 1.36(0.94,1.88) * 0.97(0.69,1.36) 0.007
TC( mmol/L) 4.32(3.73,4.79) 4.34(3.89,4.75) 4.23(3.70,4.99) 4.07(3.62,4.57) 0.415
HDL( mmol/L) 1.26(1.16,1.47) 1.15(0.99,1.46) 1.11(0.95,1.34) 1.24(1.01,1.42) 0.107
LDL( mmol/L) 2.58 +0.74 2.61 +0.60 2.66 +0.64 2.44 +0.67 0.380
Apo— A (g/L) 1.26(1.16,1.36) 1.31(1.17,1.48) 1.23(1.09,1.35) 1.27(1.10,1.45) 0.448
Apo-B (g/L) 0.80(0.69,0.89) 0.81(0.67,0.92) 0.86(0.69,1.03) * 0.75(0.62,0.92) 0.049
J6# 1 a(mg/L)  93.95(35.58,346.75) 79.90(41.05,180.35)  102.05(41.78,195.00)  113.00(42.25,231.58) 0.714
LAP 17.80(10.04,35.06) " 42.00(16.61,66.71) "  44.32(27.12,61.82) " 20.59(10.48,40.27) 0.000

55 B AR LA, * P <0.05; 5 SRR IE EL AR, " P < 0. 05 ; 5 0 1. 45HIE L 8L, * P < 0.05
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