51 3 WO R %o Ml ('R Vol. 51 No. 3

20254F 5 H Journal of Jilin University (Medicine Edition) May 2025 757

[XEHRE] 1671-587X(2025)03-0757-06 DOI:10. 13481/j. 1671-587X. 20250320

SENEEZEHEARREALAZESE AFC.AMH. ¥ E
EERFFEERERKEX

s, EAMYE, B %
(L ETTRFM R L)L B e ST 0 40 O Al e A G B~ Bk it BETT) 3610005 2. Al 4 S 7]
PP S IR T A SRR AR T 361000)

[(# E] B SEZEIELEME (PCOS) RREIFRAANZEFER . SO0 (AFC) . il
Wz (AMH) . PEBCGEFBEIR IR, DLEGE AR EEOR (ART) BhZedh)n. F¥k: T4
LAY 11 660 Bl R 22 4ok B E A I FFE X 42, Hh POCS B # 311041, 4 PCOS # 3% 8 550 i, AR5
Rotterdam #ifE LA K94 A FIHEBR AR R B 50 5250 PCOS L (2 2616 PCOS &) At fE4l (18714
EPCOSHH ), PCOSH N AR RR, AR (34561) MK AEINEICHESN (OA) i M ik 2 I i 5
EHERRE (HA) + I LRk (PCO), BR (20441) JOA+HA, CH (10241]) KFHA+
PCO, D# (16101) HOA+PCO, b2k GG 53k il 45 L0 58 % G i i o AMH K-, 6 45 6
S AR T 1 R A Ak 2 R T 2% ZH O S 0 R LT R H I =R (TG) . BB EEE (TCHO) | %5 I il b
(FBG) KZMEIREE (FINS) 7K, A R OGIE AR I A 20 58 % G 1l 3 o SRl R R K, BIE B
K25 A5 G AFC. G558 S5XHIRALELAL, AW PCOS FRAAL A 4RI LML IE Hh bF SH K- HBH 5%
fit (P<<0.01), AFC MM H AMH, A (TESTO) KIEREE AL E (bDLH) AP0 8 7t
B (P<<0.01); 5ARPCOSHILE, B, CHIDMPCOSHEH AFC K I # AMH Fl bLH 7KF 3
WA (P<<0.01). SXHIR4E:, AFMDRPCOSHBFIMIEH TG, TCHO, FBG M FINS K K
o B JBE By R ARHUAE & (HOMA-IR) BB R JHm (P<<0.01), B#&I PCOS & # IfiL i 1 FBG 1
FINS /K F K HOMA-IR ¥ B F+m (P<<0.01), CEIPCOSALEF MG H TG AR (P<<0.01);
HAMPCOSHILE, B. CH DA PCOSH & H LG TG H FINS /K F & HOMA-IR ¥ W] i B A%
(P<C0.01). Zhid: AR PCOS B34 Bl VB R KF FE IR IR IE AR W, X PCOS A28 & i 47
AN 734 By T B PCOS B H B HARE, ARFRA PCOS B ART Bh 227 b 47 PE AL A 2
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ABSTRACT Objective: To discuss the characteristics of age, antral follicle count (AFC) , anti-Miillerian
hormone (AMH), sex hormones, and glycolipid metabolism in the infertile patients with different
phenotypes of polycystic ovarian syndrome (PCOS), and to improve the outcomes of assisted reproductive
technology (ART). Methods: A total of 11 660 infertile female patients treated in our hospital were
selected as the research subjects, including 3 110 PCOS patients and 8 550 non-PCOS patients. According
to the Rotterdam criteria and inclusion/exclusion criteria, the subjects were divided into PCOS group
(2 261 PCOS patients) and control group (1 871 non-PCOS patients). The PCOS group was further
divided into four phenotypes: type A (345 cases, oligo-ovulation or anovulation (OA) +hyperandrogenemia
or clinical hyperandrogenism (HA) +polycystic ovary morphology (PCO) ), type B (204 cases, OA-+
HA) , type C (102 cases, HA-+PCO) , and type D (1 610 cases, OA-+PCO). Chemiluminescent
immunoassay was used to detect the serum AMH levels of the subjects in various groups; glucose oxidase
method and biochemical method were used to detect the serum levels of triglycerides (TG), total
cholesterol (TCHO) , fasting blood glucose (FBG) , and fasting insulin (FINS) of the subjects in various
groups; chemiluminescence method was used to detect the serum basal sex hormone levels of the subjects in
various groups; transvaginal ultrasound was used to detect the AFC of the subjects in various groups.
Results: Compared with control group, the age and serum basal follicle-stimulating hormone (bFSH)
levels of the subjects in different PCOS phenotype groups were significantly decreased (P<C0.01), while
AFC and serum levels of AMH, total testosterone (TESTO), and basal luteinizing hormone (bILH) of the
subjects were significantly increased (P<C0.01). Compared with type A PCOS group, the AFC and serum
levels of AMH and bLH of the subjects in type B, C, and D PCOS groups were significantly decreased
(P<C0.01). Compared with control group, the serum levels of TG, TCHO, FBG, and FINS, as well as
homeostasis model assessment of insulin resistance (HOMA-IR) of the subjects in type A and D PCOS
groups were significantly increased (P<C0.01) ; the serum levels of FBG and FINS, as well as HOMA-IR
of the subjects in type B PCOS group were significantly increased (P<C0.01) ; the serum TG level of the
subjects in type C PCOS group was significantly increased (P<C0.01). Compared with type A PCOS
group, the serum levels of TG and FINS, as well as HOMA-IR of the subjects in type B, C, and D PCOS
groups were significantly decreased (P<C0.01). Conclusion: The patients with different PCOS
phenotypes exhibit distinct basal sex hormone levels and glycolipid metabolism characteristics. Phenotypic
classification of PCOS infertile patients helps predict disease severity, and personalized pretreatment should
be performed for different PCOS phenotypes before ART.

KEYWORDS Polycystic ovarian syndrome; Anti-Miillerian hormone; Antral follicle count; Glycolipid

metabolism; Assisted reproductive technology

LRI R LEAAE (polycystic ovarian syndrome, hormone, AMH) . B4l (antral follicles count,

PCOS) =& & & &M% W 0y 52 2% N 43 i A 7 9
e, HARBEWN TR, Aok 4R R,
AR Hi & HEIRETCHEDY (oligo anovulation, OA) |
o ME AR IUAE B ME IR R R B (hyperandrogenism,
HA) F1 B9 8 £ # ¥t 2t A& (polycystic ovary
morphology, PCO); B #. OA + HA; C .
HA+PCO; D #l . OA+PCO™ . K [d # W
PCOS [& & 4F il . P M # 8 W &K (anti-mullerian

AFC) . WK FMBERMASRIR A XA, 5
EPCOS R HEAFTEZE 7, H B N AMHE AT 5T it 18 45
WIFA—2 5 E Y e TR R PCOS
BH AMH B R fL, HX TR A 328 PCOS %
AFC. P2 OB B AQ 0 09 e 8 Sl IR 2 S R
SEA B, AR AN R R B PCOS A4 18 & il
EPCOS A BHEIAER . AMH, AFC, K S
(testosterone, TESTO) . Z:ul bP i 3 # % (basal
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follicle stimulating hormone, bFSH) . & fili {2 # {4
H & (basal luteinizing hormone, bLH) . H i =
fis  (triglyceride, TG) . & JH [ FE  (total
cholesterol, TCHO) , =5 Jg Il ¥¥ (fasting blood
glucose, FBG) . =5 € B & £ (fasting insulin,
FINS) K3 88 B &5 X K51 48 20 (homeostasis
model insulin resistance index, HOMA-IR) Z£45#%r
WS, MBAAFRZEPCOS BENERE, AR
R PCOSAHBHTEN LYY T RIS %

1 BREFE

1.1 ART% £ 20124E2 H—20224E2 A F
A A R T T I S PR B A B s 2 Rk i2 B 11 660 491
AN B EAE MR X S, Hh PCOS B &
3110410, EPCOS #8550 . AW 52 M ilfs IR %
BB o3 A, A G O RSEREE =) RN
1.2 AAFeEdArgE PARHE: OFH 20~
454 5 OAZEZ=14F 5 O PR 61 5 8} Fi il B Ao A
A o HEBRARUE 34 H A TR B R R 2
YR A R DR A L R RS 2R . S
WAFLERMLAE = i E . OBE B LR A e R
il 98 45 B o AR 2003 4F 38 [ A 5 B 2 2 K RRCM
N A B 5 R G 2 25 42 Y Rotterdam b5 #fE & B A
AR HEBR bR e T, BEHE 2 261 41 PCOS & E N
PCOS 4, 187144 PCOS & Xt B4 . ¥
PCOS B E 4 M AFPER 7. ATI3454] (15.26%),
B &I 204 (9.02%), CAI102M% (4.51%), D#Y
161041 (71.21%).

1.3 ZZ2RZMNAME 2RO RESI
A K B () B A= My R A BR A A
b2 KGR BE BT AL S HL L 7] (DL 5 & IR R
RPESNT RS, EENE2AAF), PIREAINE
A X &R (GBS IRAR), B
EEHAE W RS (B15 . P& K Prosound o7,
HAHSLAFD o

1.4 wFRH  ZINFHIKICH R E S AN G #7
ki 5 mL, #E . BRI, 2 H SR,
1.5 HERXALASHEMNEAHFRA R oF P
AMH fo £ bt & K+ 16 H & 5T — B | R
EXHVFFE X LN # Ik, TESTO. bFSH A
bLH [ RFETE H & SIS 2~4 Rik1r, RHA4A
Bl Ak 2 &b G g oy BT AN B L T 2 R A AT AR I
AMH ., TESTO. bFSH F1 bLH H . {7 5 %
pgeL ', opgL ' TU-L ' KAIU-L Y

1.6 #EHBEAAEEF LY F R R B
R oF P TG.TCHO.FBG Z FINS K F 7F
R T BT, R 4 % W A i v A F 50
P T FBG K, A W Ak 2 0k R DU BIF 5 X
%M ¥ b TG, TCHO 1 FINS K %, ¥ it &
HOMA-IR, HOMA-IR (mIU*L '"Xmmol-L ') =
FINS (mIU-L™") XFBG (mmol-L™") /22.5. it
SR X G2 A8 A T R B, TR R = A K
(body mass index, BMI). TG fil TCHO 5 { 34
S mmol-L ',

1.7 MERFRRNEEH TS AFC  FrAEalE
PR AN > H R HIR 8 22 35 1) 6 75 12 W 22 48 % i 9%
XF G AT B A AR S G A BUOR B AFC . ir A W5
X G A il R el R AR A

1.8 it FE4#  RHISPSS 20. 0 G4 vt 17
Giit g e . RIEFE A PCOS 24 Fxt B8 41 AR 2 g 3
AR, Mg AMH, TESTO, bFSH, bLH., TG.
TCHO. FBG M FINS/KF & HOMA-IR 1 AFC ¥j
P IERN A, YlatsFmR, ZHREARLE L
BRI R 225007, AL IRIRE A 55090 9 L 38R
JHSNK-g K 50. DL P<<0.05 M2 53 A Git# 8 L.

2 & B

2.1 B@EFEER AFC A LFE P AMHfo b %
KFE o XA LK, AREPCOSEKAH B HFI
AL E H bESH K A ¥ B 8 R L (P<<0.01) ,
AFC UL o AMH, TESTO K bLLH 7K - 1 &
FhE (P<<0.01). 5 AR PCOSH L#r, B, CAi
DA PCOS 41 i # AFC K IfiL 3% v AMH Fil bLH /K 3
YImg @ REA (P<<0.01)., W1,

2.2 RAagFharvERA#BEBA SXTHE4LL
B, AMDZR PCOSHY & H Mg+ TG, TCHO,
FBG il FINS /K F &% HOMA-IR ¥J B & F+ & (P<<
0.01), BAIPCOS 4 & & & FBG # FINS /K
P & HOMA-IR ¥ 8] & A & (P<<0.01), C #Y
PCOS 4 # & L5 T TG K &8 F+ & (P<
0.01). H5ARMPCOSHlLE, B, CH DR PCOS
ZH B ML%E H TG FINS 7K 3F 2 HOMA-IR 4 3
W (P<<0.01). W2,

3 3

PCOS J& — Ff & i 2o k5 UL (9 9 70 I8 A R
W, R B e B e ik, BRI RS ok
OF . HERCR i 2 Wi R SR AR B R 2 R
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#F1 FBABREFER AFC RIULTEF AMH FER R KE

Tab.1 Age, AFC, serum AMH and basic sex hormones of patients in various groups (z+s)
Gruop . Age AFC AMHi TEST? bFSHi bLH 7
(year) [oy/(ng- 1.7 ] lew/(pg-L N)  [2,/QU-LH] [A,/(IU-L ]
Control 1871 32.0744.24 10.77+4.58 3.59+2.75 0.41+0.15 7.90+£2.07 4.38+1.87
PCOS
Type A 345 28.4043.49° 34.09413.59" 11.54+4.99" 0.93+0.21° 6.45+1.51" 8.71+4.57
Type B 204 30.90+4.05 12.424+4.79" 4.50+£3.25" 0.9140.22° 7.614+2.14" 5.30+2.87"
Type C 102 28.9043.59° 28.254-11.60"" 9.38£5.09"" 0.900.20" 6.711.65 6.8354.14™"
Type D 1610 29.20+3.45 28.32+8.63" 9.46+4.55"" 0.49+0.15" 6.574+1.56" 6.71+3.87""
"P<20.01 ws control group; “P<0.01 vs type A PCOS group.
2 FHBE MG PREIBAERBR
Tab.2 Glucose and lipid metabolism indexes of patients in various groups (z+s)
Group . TG TCHO FBG FINS HOMA-IR
[cy/(mmol- L~ Y)] [cy/(mmol- L~ Y)] [c,/(mmol- L~ Y)] [A/(mIU-L" Y] (mIU-L~ "X mmol-L"")
Control 1871 0.82-0.36 4.64+0.72 5.120.44 6.84+6.73 1.574+1.58
PCOS
Type A 345 1.0840.46" 4.76+£0.72" 5.230.42" 11.16£9.45 2.602.16"
Type B 204 0.88+0.41% 4.65+0.65 5.2940.44" 8.80£9.06"" 2.11+2.34"
Type C 102 0.93+0.41"" 4.6540.71 5.1840.43 7.1144.11° 1.664-1.02"
Type D 1610 0.96+0.43"" 4.70+0.67 5.1940.42° 8.99+7.26"" 2.10+1.75"

"P<C0.01 s control group; “P<<0.01 vs type A PCOS group.

AR R FARGURR IR AR e AR AE , o8 PCOS &
FRHEMZE R, PCOS R —MLEA1E, 02
TR 225 . B ATE RSN 2 2% 5 55 5 i A TR 3%
B PCOS FYAHCIRE, b BEERE R R . i
s T T S A W AR S ORI AT R 1 5 e
e BFSE Y BoR . FEX PCOS A2 i 3 174 Bh /&
58+ A (assisted reproductive technology, ART)
B2 ml, AFIPCOS [ 35 45 32 A 02 B1 B 41 i 44 &b
R I R AT W 2 T HA R A . Oy 1 X AN ) R A
PCOS & # 7€ ART By 2 §if i 47 A1 £k 150 ik 38 DL
TEBh 3697 %, ARBEFE AT A R AN R 258 PCOS &
HAEW . AFC A T AMH , JEGEVE 3 R K P &
AN R (1 s
PCOSHIERF N SU~10%, KT ARZELHEHF
K PCOS M Rk H B B o A il I A SR 42 1L
NP2 AL 11 6604, Jf & PCOSH 3 1104,
1 26.67%. A, B, CHIDZE PCOS H & 5 7 i
15.26% . 9.02% . 4.51% K 71.21%, 59wk
B8 WA 2 E R A B EL B A PCOS
o7 R, (B A Ok O (A 52, e AN TR
T PCOS (5 L5 R BRI A 56 1 AR

FEXF 2 261 PCOS R F #AT 00, SR BI/R: 4Fh
AR F A PCOS #8354 % A1 I ¥ bF SH 7K SF Y415
FXHIEL, AFC IS AMH, TESTO & bLHK
SEH R TR, Al UL PCOS i BA4ER /N, b
HIOfel . LHAM TESTO &2 L R4 AE Y, AR
PCOS % £ L PCOS, H % PCOS 1y 34 % 2,
ERHE A PCOS A, Hf i o AMH # bLLH /K
K AFCAE 4 Fp R A h By de iy, 5 At 2 35 1 4
WAHAF . AR F R AR PCOS B A I i
AMH /K- fiz i, F 3 Gl 2B 0 R 3R AR 25 L A ™
I YR

PCOS X & % Lo kA B 5w B 15 Bk P b
T FOPE R 2B b, A7 7 1B B R AR BT A LG 53
SERERRAC R AL, 5 PCOS (9™ 5 A2 A XF
N PCOS AN [R) 2 Y (0 4 IS £ 8RR AF 1T RE A7 75 22
5, PCOS W2 Wi o ik & B RR AR IR A, %
AN TR KA PCOS W] HURS i Ak b 3 47 DAl A4S 1 1
T R AR PCOS, S ENFHIE
Y42 214% , IR AE AR PCOS AR i I
e, BFgE T R . A PCOS B I
H1 TG, TCHO, FINS, HOMA-IR FI % J£ JI§ &
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F1 (low density lipoprotein, LDL) T} & ¥ 8 &,
AT PCOS & & A RE IR QRO i 8 45 R 1Y)
KBS . AR E R Ew: ARMDR PCOS BH
MiE+H TG, TCHO, FBG, FINS/KY-KHOMA-IR
P TR, Hrh A% PCOS & i TG Al
FINS 7K F & HOMA-IR @& F HAfth 3Fp A, &4
H A ZFAGEIT¥E L, BRPCOSEEFBGH
FINS /K- HOMA-IR & F X4, CAIPCOS
HIMTE TGRS T RA . 724 F KA PCOS
BHE, ABPCOS BE IR EALE™E, K
W HDMPCOS ##, BAIPCOS ##H 17 1040
[, C B0 s AR = SRR AL PCOS, Atk
AR R A PCOS #2510 b5 B A 0 e A ™ 21 % B AR IR
AR, DR BRIFICHY,

gi b Rrik, PCOSEBELENMIK . N il AL
A5 J7 B A T A 2L R A RE L, (R AR SR AL AR R A
K25, ARFRT PCOS & HEfl P 32 KF fbs
BEACHHERAE AN SE AR, XF PCOS RZ2 i # ib 4T3
IR 43 A5 B T W PCOS B35 P (0 /= FE %, 7
ART By 25 2E 47 4 &1 X6k 1T 803697, DAR &
PCOS N2 B E B 2297 30

F g5 R SR AR

AT A 3 A WA AR 2 o 5

EE TR

MOHESE S S PP BRI L Uit e AT g S
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