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Impact of body mass index on cycle cancellation rate in patients with PCOS
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[Abstract] Objective To explore the impact of body mass index (BMI) on cancellation of embryo transfer Cherein-
after referred to as cycle cancellation) due to preventing OHSS during controlled ovarian hyperstimulationin patients with
PCOS. Methods This study was a retrospective cohort study. The clinical data of 719 patients with PCOS who were
treated in our center from 2016 to 2018 were analyzed. According to the BMI (Asian standard) , the patients were divided
into four groups: low body weight group (BMI <C 18. 5 kg/m”), normal body weight group (18. 5<<BMI <C 24 kg/m"),
super— combined group (24<<BMI < 28 kg/m’) and obese group (BMI=28 kg/m’). They were divided into GnRH-a
long program subgroup and GnRH-A antagonist program subgroup to explore the independent effect of BMI on cycle can-
cellation in each group. Results Compared to the underweight group, the multivariate regression analysis found that the
obese group transplantation cancellation is significantly reduced (83.61; 95%CI:0. 84-15.54), while overweight group
and normal weight group showed a reduced trend (OR 2.33; 95%CI:0.56~9.75), (OR 1.76; 95% CI :0. 46-6. 80).
Compared to the underweight group, stratification analysis revealed that overweight and obese group treated with the Gn-
RH-a agonist was significantly reduced (OR 2. 863 95%CI:1.29-6.33), (OR 2.77; 95%CI:1.16-6.63), while over-
weight group and obese group were showed a reduced trend also (OR 2. 31; 95%CI:0.65-8.25), (OR 1.83; 95%CI :
0.48-6.99). Conclusion Among the PCOS patients, the lower the BMI, the higher the cycle cancellation rate, and this

trend is more obvious in GnRH-a agonist group. Thus, when choosing an COH protocol, in addition to the patient’s o-

HEEWMB . BRARAEL T LA A (82071717

BIREE . Toesr L4 395, #4% , E-mail: wangxiaohong-99919@163. com

SIAA . FMEE.®4 &, PR, . PCOS &% BMI xF B #ik OHSS AR E £ ey Fw[]]. @3 EF,2023,35(9):1340-1344. DOI: 10.
3969/, issn. 1672-3511. 2023. 09. 018



WAHRESF 2023 F 9 A % 35 %% 94 Med ] West China, September 2023, Vol. 35,No. 9 + 1341 -

varian function, age, etc. , female BMI is also a factor that needs to be considered.
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BMI {5 I BRHE) 434 4 41 AR 3l BMI A GIF 3 Fx 1)
A%k U 20 AR 4 (BMI<<18. 5 kg/m”) 83 4> J& 1,
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F1 HRABHER (xts.n(X107H)]
Table 1 Comparison of the general data of the patients with PCOS
Rz Hm©
BMI41 5D R Y RN EIGE)  FSH LH PRL E2 s o P
Kz K2z
<18.5 28.7143.02  4.5342.94  6.3741.34  8.8446.38 29.34470.76 56.61+11.62 9(5.17) 5(7.14)
>18.5,<C24  29.76+3.79  4.1542.86  6.3642.47  9.91+7.64 24.32460.19 62.33454.19 106(60.92) 38(54. 29)
=24, <28 29.2443.68  4.434+2.68  6.194+1.64 10.86+6.84 16.02+24.10 59.29440.51 33(18.97) 17(24.29)
=28 29.6842.95  4.2242.48  6.434+1.84  8.32+5.28 16.7713.44 49.80421.21 26(14.94) 10(14. 29)
BMICZL 5 T P AMH E2 on HCG day (I)\(I;;'y 12£ ;Z:le Cmenmozo
<18.5 0.5240.23  0.74+1.02  8.2144. 21 4106. 60+1536. 83 14.18+6.42  54(76.065) 17(23. 945)
>18.5,<<24  1.75+8.03  0.824+1.62  8.1644.75 4138.13+1095. 36 14.1746.22  196(68.535) 90(31.475)
=24, <28 1.25+5.27 0.66-0. 88 7.77+3.99 3556. 50+ 1310. 1099 14.5246.52  63(54.315)C  53(45.695)
=28 1.2545.27 0.50+1.19 7.36+4.11 3438. 10+ 1424. 0299 13.6246.07  42(55.265)%  34(44.745)
TE: SIREA L E, OP<<0.05; 5IEW M EH LE, OP<0. 05,
2.2 BHEBUSFmWKRZRBARNZ SN AR IEST *2 FAHBERMEROEERSMxL£s.n(X1072) . M(Py.Pr)]
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AR = Ay il 22 B h A 28 AR, O [ B 4 TG S
AR 5t 43 ISR ik HE AT RCEE 43 BT . DL B B B A BT 04 5%
W 2, 455 R L. )7 BMILAMH., 3K 50 % & HCG
H E2 # X B BON A B &, &7 BMLEL,
FEECHY T B s . AMTH B L JR IR B £ HCG H
E2 7 = 00 RS A OIS 1 mT BB s L I 2.
2.3 otk BMI MBS BOHE M Z Bl 2ot
FA a5 R kB, IR RN E UKL ERNEKG, M
# BMI 30, B A8 BU 1) AT e Bl 2 el i . AVIG 44 8
A Lb o IE R A FE 2 RN A A RS R BT T RE T B R
A% 5 A R 2 0 ARG A4 B 41 AR He % B R R 2H B8 R BT nT
AETE IR B B MG, 22 AT G2 X (P <<0. 05), L&
3. KT RBRAS TR R HE Jr 2 0 45 5L a5 HOAE
HE— 25 R T R, tE R T IR Al b, EE 4L R
JIEL e 2 B Al BB T Rk A S AR, 22 A Ge it 2R B X
(P<20.05) , 1l 5 K M4 5 41 A H , 1 1A 35 20 7% A BT
IR T RERE . ERE PR O IR T AL AR A E
2 AH H ,  EE 2RI OAE P RS A U T RE M R BE B
PO 4,

Table 2 Single factor analysis of influencing factors of cycle cancellation

cycle cancellation

X 3L Ve
W= HITVER OR(95%CD p

BMI 23.44+4.32 1.07(1.03, 1.12) 0.0006
BMI(grouping)

<18.5 83(12.05) Refer

=18.5, <24 365(52.98) 1.46(0. 80, 2.66) 0.2172

=24, <28 136(19. 74) 2.67(1.39, 5.15) 0.0033

=28 105(15. 24) 2.57(1.27, 5.22) 0.0090
AUy 29.45+3.58  1.02€0.98, 1.07) 0.3385
AEWS (Tertile)

Low 214(29.56) Refer

Middle 243(33.56) 1.35(0. 88, 2.07) 0.1737

High 267(36. 88) 1.22(0. 80, 1.88) 0.3609
AMH 7.82+4. 44 0.90¢0. 84, 0.97) 0.0057
AMH (Tertile)

Low 91(33.2D) Refer

Middle 91(33.21) 0.56(0.28, 1.12) 0.1026

High 92(33.58) 0.42(0.21, 0.84) 0.0142
No. of oocytes 14.09+6. 22 0.63(0.58, 0.68) <<0.0001
No. of oocytes (Tertile)

Low 224(30.90) Refer

Middle 240(33.10) 0.11¢0.07, 0.19) <<0.0001

High 261(36.00) 0.01¢0.00, 0.02) <<0.0001
E2 on HCG day 3943.70+£1296. 17 1.20(1.00, 1.40) <<0. 0001
E2 on HCG day(Tertile)

Low 49(33.33) Refer

Middle 49(33. 33) 0.07(0.03, 0.22) <<0.0001

High 49(33. 33) 0.01¢0.00, 0.06) <<0.0001
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Table 3 Multiple regression analysis of BMI and cycle cancellation in P-

COS patients

Non-adjusted Adjust
BMI
OR(95%CD P OR(95%CID) P
<18.5 Refer Refer
=18.5, <24 1.46(0.80, 2.66) 0.2172 1.76(0.46, 6.80) 0.4126
=24, <28 2.67(1.39, 5.15) 0.0033 2.33(0.56, 9.75) 0.2467
=28 2.67(1.39, 5.15) 0.0033 3.61(0. 84, 15.54) 0, 04437

F4 PCOS BEREAFTART XM BMIL 5 B HBUE B £ 5T @ 13 4 47
Table 4 Multiple regression analysis of BMI and cycle cancellation in

PCOS patients under different treatment regimens

GnRH-aagonist GnRH-A antagonists

BMI

OR(95%CD P OR(95%CID) P
<18.5 Refer Refer

=18.5, <<24 1.79(0.86, 3.74) 0.1224  0.91(0.29, 2.89) 0.8722

=24, <28 2.86(1.29, 6.33) 0.0094 2.31€0.65, 8.25) 0.1960
=28 2.77(1.16, 6.63) 0.0220 1.83(0.48, 6.99) 0.3769
3 itig

OHSS J& COH fy— Pl ™ 5 A B2 J8 1 IF & e . P-
COS & T 01 5 X 02 1 e 3 22 o0 98 A% e 5 3 1
OHSS XIS . 78 PCOS S, ik OHSS
TR BOE I RN, BRI ST £, OHSS X
BB 20 5 B NS RGBT B RN IR AT R &5 R A A R
MO DR O B R AT R 0B R, CEE B OHSS
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A5 13 22 70 181 U9 43 4ot BMI X I B e
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Re bR R A PR 2 RIS AR AL AR B R B TR B 4 R A
B AT REMEREAR 2. 61 A%, 10 22 Bk T A IR 2 HE 7 =X %
ERE R EAEN, #F— )R R fERK T
FWRr A b 5 A R 4R L i RS T 2 AR R 4 R
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TR T AL, R A 4 A LL R R A RRE B 4 RS A
WO AT R PE A 0 BEAR 1. 31 A% 0 0. 83 £,

AW 5T 22 BT A% BMIT 384 i J& 359 O AT AE 1, i A
W17 $2 75 BMI A] fig /& OHSS A& K [ £ L X 5 2w
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Z HEAE S, — T 262 4 IVE J& 1 19 B\ 51 iF 57 %
B LIk BMI IR OHSS WsfE &£ . COH M1 4R
Gn 75 2 R P 8 A CRRTE 0 1Y, L 4
BMI, — i i B P4 X0 %% BA 31 AFF 5% 8. 7 BMIT $2 1 Gn
AR LBMI M. Gn JHE B ZYY . WO A 5 &
B, A HCG LG i HCG KF 5 3 BMI 2

BT, Xk BRI, B R BMI AT fig 2
RN HCG Wb iy =2 v I %, IF ol fe 3 B T4k
fioh 2% 5 28 O BE A0 R A HCG F8RE L i B
T R4 BMIBE , OHSS 4 % A= 7] AE s, 0] A1
O 118 ) 448 BT 3 e 4 v

ARWFFEEE I R, 5K RZIBIT A M L, 7Bt
F 97 2 414K BMI A B 58 38 i J 300 B3 1 XU . B
RS R W], GnRH 55057 5 28 16 A2 HE 51 3 7 b on] A
A RE LH W, IFREHE R AR . Inany 4
¢ 5N 16 O 8L 5 B N BE L BB T B R T
&, ] fd R B OHSS By F8 4 B R B A% X 53 %
(95%CI:36~78), H OHSS By &t KFEMK 10%,
Kolibianakis %" —f 2 A0 Mr £ W1, K P nl &l
WE BB OHSS &4 Gn LK Gn fifi K
B, EAEHURT R B TS 2R g
TGP T F AR R TR N A 2 PR AR OGS R
(W1: HOXA10,GNAS KA K & & K5 K 3 %5 F
P LB HCG H P/E2 fEFRAR ™, 1 ik 26 K 245
SR E N Z MR R AT I A R 2 R, BT
DL T e SO N HE S o] (£ 42 HE BR 7 5 IO e 4
i AR5 — B2 I DA s A T I (00 0, A AT 9 45 21 )
UL PCOS & il 2 A HEOW 7 S8 0, B T 3 22 2% JR AR
i B0 LK AT T RE LS BMI 2 B A BN 2,

T3Ah AR AR A B, 5 Ik BMI 41 81 IE % BMI
HAHEE  HEE LML 4 HCG H E2 k. WFR#E
W, HCG H E2 /K& OHSS #A 7 #im p11,
Tarlatzi 27 BF 58 & B, 24 hCG H E2 {4 # i
8077. 67 pmol/L B}, K& 4= /™ OHSS (Y ] fig #& Pk
J985. 0% SR 71. 8%, Griesinger 2557 B 5%
T hCG H E2 /KT J2 B £ 4 09 51 25 5 1F 58 5 ™
#H OHSS WA 808 b » UM FURR 5% 5 51 62. 3%
M 63.6% . Ashrafi Z" B985 &, 24 hCG H E2 K
T 7505. 2 pmol/L B, o/ BE OHSS (1% 1 ] f0% M:
H96.5%  F PN 83. 7% . BEAEMFITLE HULW, Al
g2k BMI 4 {2 fE 5 HCG H E2 7K F % &, M
OHSS By AU 38 Jm, PR J1 10 B3 38 m

ARBEGE  AFFEAS T Z AL O A BF 5% @ [l i 14
FE A IS S A EB 4 R R A L ST ERE AR B R 58 4
— 5, QAW I R BRI R Ui 4 BRR S K I
E2 ffh . SR AR RAKR A IR RIS 2 L. |
RSB EAE 7E PCOS AR . BMI B IS 19 (8 3
WO T RE M R, XS L E R I RA TP B,
MAERPR T ZAHTIEA B, Hit, PCOS 3 il
FEARHE N 7 B, B T B R A OP S % T
S5, BMI 27 2N AFER .
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