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HAE] HAY  WELEEIRIT T AT LI LEGAE (PCOS) N2 G A B IR . v/ RNA(miRNA) B 7
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B+izshe D), BRIBITA RS ARIT TR GWRIT+ 50T 1), #ETH 6 M7, il 3 AuiEiER
K FHRT G ORURAS [ IEME 258 % (PANAS)] . miR-320 %35, miR-27a £k . RFEEFE(BMD), i
# BUIHNB). B, PUi#E%E(AMH), R, SRE R/ RE R (LH/FSH), &8 T3 MrfE .
6 NMT ARG R A IRIT UL PANAS R P IETEIE >3 BE B 4I>XF B8 A 41, SAPEE 41T <X B8 B <X HE A 41
(P<0.05); THi3MFRE. 6 MTFRREESIAITH miR-320>%F 8 A ZH>%1 B8 B 41, miR-27a. LH/FSH. IHNB,
AMH /KF<X 1R A <R B 41(P<0.05); T3 MG . 6 NMrRBEESIRITAER . BMI, B E/NFXT
A, WMEBA, KRR 55.00% & T 518 A 241 32.50% . X H& B 41 27.50%(P < 0.05), WXFHR A, B4
MHERTGHEIFEL(P>0.05), &  ZHRITHENHT PCOS AN EHETHRHY), I iEdFdLAMEA
WEEAT, P4 microRNA Rk, WRICHARS . BB H &G0, RTHEIRR, Rt B H 4R
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[ Abstract] Objective To observe the effect of comprehensive treatment on reproductive hormones,
MicroRNA (miRNA) and prognosis of infertile women with polyeystic ovary syndrome (PCOS). Methods A total of
120 infertile PCOS patients admitted to Jiangmen Central Hospital hospital from July 2020 to July 2022 were
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randomly divided into 3 groups, 40 cases in each group. The control A group took medication ( estrogen +
clomiphene + metformin) , the control B group took physical and mental interventions ( diet + exercise +
psychology), and the composite treatment group took a comprehensive treatment program (medication + physical
and mental interventions), the intervention lasted for 6 consecutive courses. The prognosis of the three groups was
statistically analyzed, as well as their psychological status before and after intervention [The Positive and Negative
Affect Scale ( PANAS) ], miR-320 expression, miR-27a expression, body mass index ( BMI), inhibin B
(IHNB), hip circumference, anti-Mullerian hormone (AMH), waist circumference, luteinizing hormone/follicle
stimulating hormone ( LH/FSH) . Results  Comparison of positive emotion scores in the PANAS scale of three
groups after three and six courses of intervention: composite treatment group>control group B>control group A;
comparison of negative emotion scores: composite treatment group<control group B<control group A( P < 0.05) ;
comparison of miR—320 levels among three groups after three and six courses of intervention: composite treatment
group>control group A>control group B, comparison of miR-27a, LH/FSH, IHNB, and AMH levels: composite
treatment group<control group A<control group B ( P < 0.05) ; after 3 and 6 courses of intervention, the waist
circumference, BMI, and hip circumference of the combined treatment group were all smaller than those of the
control group A and control group B, and the clinical pregnancy rate was 55.00%, which was higher than the
32.50% of the control group A and the 27.50% of the control group B ( P < 0.05), however, there was no
statistically significant difference between the control groups A and B (P> 0.05). Conclusion The comprehensive
treatment program applied to PCOS infertility patients has a precise effect, which can promote the balance of
hormone metabolism, regulate microRNA expression, reduce obesity, improve menstruation, enhance the
pregnancy rate, and also improve the patient’ s emotional state.

[ Key words] PCOS; Infertility; microRNA; Hormones; Metabolism
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Tab.1 Comparison of general information of patients among the three groups [( X+ 5)/n(%) ]

g % HE AL (n=40) Xif FEBZH (n=40) HAIRITUL(n=40) thu P
HiR (%) 22 ~41(30.15+3.22) 22 ~ 42(29.78+3.01) 23 ~ 40(31.24+2.96) 2452 0.091
AEAERR (a) 1~3(1.88+0.43) 1 ~3(1.93£0.39) 1~4(1.91£0.42) 0.148 0.863
Rotterdam4)- %! 0.519 0.772
I~ T8 28(70.00) 26(65.00) 25(62.50)
I ~ TV 12(30.00) 14(35.00) 15(37.50)
R 2R (U0 0.104 0.991
0 26(65.00) 27(67.50) 26(65.00)
1 9(22.50) 10(25.00) 10(25.00)
=2 5(12.50) 3(7.50) 4(10.00)
T REL(R) 0.371 0.946
0 24(60.00) 22(55.00) 25(62.50)
1 12(30.00) 14(35.00) 12(30.00)
=2 4(10.00) 4(10.00) 3(7.50)
AR 0.095 0.992
v LR 10(25.00) 8(20.00) 8(20.00)
(L 15(37.50) 18(45.00) 20(50.00)
KL KL 15(37.50) 14(35.00) 12(30.00)
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T 6 MFREHRFEE THEE 3 ~5 RIGRS
MEABE, REFPKIM 6 mLEE T, BUEEA I
3mL, &4 10 em, LL 3000 r/min 55 8 1T
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CIER
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miR-320 kK V2T EEH, miR-27a FikK
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0.05), W#*3. K1,
23 3HAANENELRIR

FEEME 2 BN, 3 AR AR

R 2 3 PANASESLLB (X5, 4)

Tab.2 Comparison of PANAS scores among the three groups(X=+ s, score)

IiH 245 n Ty TH3Y TG THie N
IEPEE LS HARITAH 40 25.05+3.41 29.82+4.11 35.5144.68
XA 40 24.36+4.58 25.25+4.26 27.17+4.35
X HEBZH 40 23.99+3.50 27.96+3.78 33.26+4.51
ZH 1] F=16.782, P<0.001"
A A] A F=10.490, P<0.001"
ZH. F=11.552, P<0.001"
UikeeE BHRIRITAH 40 34.38+4.05 28.14+3.57 24.93+3.12
XtHEAZH 40 33.12+4.94 32.24+4.03 31.01+4.32
X REBZH 40 34.91+4.46 30.00+4.05 27.1843.44
ZH ] F=25.980, P<0.001"
s ] A5 F=13.509, P<0.001"
ZH. F=12.887, P<0.001"

‘P <0.05,
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Tab.3 Comparison of miR-320, miR-27a expression among the three groups (¥ =+ s)
i 21 5] n R i) FHB TR FHe M RA
miR-32072 k7K BHIRITAH 40 1.20+0.22 1.86+0.30 3.02+0.42
Xt HEAZH 40 1.144£0.25 1.59+0.31 2.56+0.37
Xt FEBZH 40 1.2340.20 1.40+0.33 2.08+0.35
2 8] F=34.429, P<0.001"
s} ] 25 F=14.220, P<0.001"
ZH. F=16.826, P<0.001"
miR-27aF A 7K BAERITA 40 4.60£0.55 2.74+0.46 1.61+0.33
X HEAL 40 4.71+0.41 3.12+0.43 2.05+0.35
X HEBZH 40 4.65+0.57 3.65+0.42 2.46+0.38
2H ] F=67.558, P<0.001"
R [ETE F=18.339, P<0.001"
ZH. F=21.769, P<0.001"
*P<0.05,
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Fig.1 Comparison of microRNA expression among the three groups
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x4 SHANEMEIEIRILR (X£5)

Tab.4 Comparison of anthropometric indicators among the three groups (X =+ s)

il 2159 n T FH3NFREE FHie R E

JE Rl (cm) BAIRITA 40 90.40+8.81 80.02+7.74 75.5245.32
X HEALH 40 89.96+9.43 85.56+7.91 80.19+6.64
X HEBZH 40 91.02+8.04 86.23+8.05 79.76+7.13
28] F=20.643, P<0.001"
Fof ] £ F=8.426, P<0.001"
AH F=10.945, P<0.001"

Rl (cm) BHIRITA 40 105.52+11.11 96.63+8.05 90.44+8.81
X HEAZH 40 106.63+10.63 101.02+10.02 96.61£9.45
X HEBZH 40 106.94+11.24 102.56+10.33 95.88+9.03
28] F=18.409, P<0.001"
Fof ] £ F=8.726, P<0.001"
AH F=13.082, P<0.001"

BMI(kg/m?) BAIRITA 40 27.70+1.02 23.86+1.14 21.11+0.81
X HEALH 40 27.45+1.43 25.95+1.20 23.03+1.05
X HEBZH 40 28.11+0.87 25.73+1.27 23.14+1.12
28] F=74229, P<0.001"
Fof ] 14 F=26.824, P<0.001"
AH. F=15.773, P<0.001"

P <0.05,

x5 JHELEHRLR(x+s)

Tab.5 Comparison of reproductive

hormones among the three groups (X =+ s)

=] 25 n T THBT A e r A

LH/FSH EHIRITU 40 2.500.45 1.53+0.34 1.10+£0.23
X HEAZ] 40 2.39+0.53 1.81£0.40 1.35+0.30
Xt HEBZH 40 2.55+0.40 2.15+0.45 1.50+0.33
k) F=51.624, P<0.001"
Fisf ] A4 F=27.593, P<0.001°
ZH F=16.454, P<0.001"

THNB (pg/mL) SEIRITH 40 116.14+13.38 90.92+8.87 80.33+8.81
X HRALH 40 114.95+15.76 100.63+12.24 92.5249.22
X BB 40 115.53+14.88 110.05+13.38 103.34+10.87
2] F=76.524, P<0.001"
o 7] 1 F=28.648, P<0.001"
ZH. F=25.469, P<0.001"

AMH (ng/mL) EHIRITU 40 10.80+2.33 7.21£1.05 5.50+0.86
X HEAL] 40 11.12+1.86 8.94+1.12 7.06+0.81
Xt HEBZH 40 11.30+1.77 10.68+1.45 9.11£1.02
k) F=31.582, P<0.001"
Fisf ] A5 F=12.367, P<0.001°
AH F=11.590, P<0.001*

P <0.05,
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