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IVE/ICSI-ET) J& i 7 i ¥ PCOS BT 207 ik
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in endometrial polyps( EP). Methods Subjects were patients with infertility due to EP (EP group, n =57) and
infertility due to non-uterine factors ( Control group, n =44). EP tissues and normal endometrial tissues were
taken, respectively. The general characteristics of the two groups were evaluated by independent samples T-test or
Wilcoxon rank sum test. The expressions of CD3 and TCR+yd in proliferative endometrium and endometrial polyps
were observed by immunofluorescence, and the expressions of 11-17 and IFN-y in tissue homogenate were detected
by ELISA. Uni-variable linear regression was used to analyze the correlation between the number of y3T cells and
the expression level of 1L-17 and IFN-y. Results Both the number of y3T cells and he levels of IL-17 and IFN-y
significantly increased in endometrial polyp tissues, and the relationship between is linear(all P <0.05). Conclu-
sion  yOT cells are associated with EP among infertile women, which may lead to embryo implantation failure by
affecting the expression of inflammatory factors and regulating the imbalance of cell subsets.
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1.1 fREIFER BB S 2016 4F 1 7 %= 2023
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IR FAHSHUR 7 22 @R AR HEBR ] B < 2 4 HE
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1.2 {RHER A=

1.2.1 #hBRF % EATRH &R sk
(D18 ~22) , i AU IE M I R B O =R B sh
7 ( gonadotropin-releasing hormone agonist, GnRH-a,
IRAEMR IR E 25 A2 ) 174 2 1/2 bR b7 ik
BRI, FETR 14 d 5, 58875 A A i DA RN 5 52 Y
WHARES] 4 ~5 mm, H I X (follicle-stimu-
lating hormone , FSH) < 5 TU/L, T DI P R 3 &
( gonadotrophin , Gn; 44 25 | Kii 1 BR 78 5 2% 08 5 35
B, 25 BRI B ; 4 FEAE, B 82500 i o 5, R
PR, o E BRI R 25000 ) 75 ~ 225 1U/d i 3h,
PRI & B IFRNE R AT, HHAR R 3 N F
FOEEA =17 mm 32 N EFIIHAEL =18 mm
BFRAIL, 25 7 AN BB IR AE P IR 3 2 (human chorionic
gonadotropin , hCG ; 3%, Fi 1 8K 3 55 %145 ; HCG,
E Rk I ER 251 6 500 TU 5% 10 000 IU V4, HCG
VEL 36 h 5 HRER

1.2.2 ##RAFHE MNHZEE 3 RIFAILH] Gn,
Gn LA 100 ~225 TU, 4K ¥ I K & 1 Bl i
IR P B R R 0K 15 057 ( gonadotropin-re-
leasing hormone antagonist, GnRH-ant, & W # , i+
BRI =i e B e, B R RCHFE ) 0. 25 mg, H &
hCG IESHH . B AR 3 D ERINLER =17
mm 3% 2 PN ESFIPAIRL =18 mm BFRHL, 45 715
FEMR 0. 2 mg Je FHSFECCPE 6 500 TU,HCG {15 36
h 5 HU

1.2.3 oA CRBER IR BERAS BN A RIS
RSB BT a5 3 58 R IVE 8 1CST AT 24,
BT ARG IR BRI TP R SR 25 5 RE 6
KNI, i Gardner 373 F5 UE X} 4% I8 3F 47 3F
i 4 D5 ¥4 =3BB 33 D6 14 =4BB M2
SCHAR BTN

1.2.4  #SRAAR Isik 8 AREIORAcE K
B HCG H 420 ( progesterone , P) 7K -4 % J2& 75
BEROAE , A BT EE R AR, U A ROR H JTHR 25 T b v 1Y
BURSCHRRAYT o i 22 IR (3K 50 , a7 =2 R 8% ) L I
# 10 mg FIZ, B BT SR 60 mg (H#7VTALSE
HA RN, 20 mg/30) MLAEST . FEHCORE 195 5
K MRS DL 25 AT IR R s 5 A7 A2 O
Bk B ) 3% 2% A 1E (ovarian hyperstimulation syn-
drome , OHSS ) /5 WSS 57 PR R) R0 A D 457 FROAR %
AN NG BUT B 2 RS, WPRE BT A7 IR i 264 08 VR R

17
1.2.5 & @k JiE 6 # HL (frozen-thawed embryo trans-
fer, FET) @ AN A ALFMIES =12 K

TEUR 38 228 [ 7 W HE B, A FLE 45T hCG L
VERHEDE . HEDP S , A4 A A 0T o 45 3 b S 22 T
(GBI, i 22 HERE )20 ~30 mg/d, THEBIG 45 5 K
SEE VS R IG RS AT, IF RS i FH o R SRk 2, @
NTM . A AL 2 ~5 XIFG, 1R
O (MR FEEFEE ) 4 ~ 6 me/d, AR 1L TR
W R KT B T8 D I JEE B R A i 2 e
JEERKT 8 mm, il LN EST 40 ~ 60 mg B AR
TN REEAL  IFFE S d J5iE4T D5 5 D6 BEIRASAE
1.2.6 &4k TEMRIGEEAEIG 14 d, @0 REE R
HRIANE L AT B-hCG K, 5 B-hCG # i 25
TU/L, W AR AR R . ERS AR S 28 ~35 d 17 1]
TE R 7R R A, A GBI R B RO g WA R I
PRIEUR S W BCE SME IR . X F 8012 11 R 4T
PR ARSI T A R 222 10 JA, A FE RS
Ky o Ry S L RO, e o A AR, A5 AR URAE
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1.3 SitZ4IE ] SPSS 23. 0 GiitE b kAT
BIEGI0Hr, THRERILL x x5 FoR, YLIA] LRl
FHAMSEAEAS ¢ K06 5 A8 15245 20 A 4L 1] Lb 8 i AR S
BRI s THECTOR LR (% ) F2on 4L i) Fe R X
I EY Fisher 36, P <0. 05 HZESFAGH¥E XL,

2 R
2.1 —fRIERLEE ARUFFEILGA 163 AN JE, H
TR AR 7 R 2 95 AN EI TGRS B )

468 MNEW . B AR IR ZIIELLFFE,
FUARARRY AT (A P sl gk ) ANZRARERR |

PR HEE (body mass index, BMI) | DA & F&fili 7K S
FSH . M — 1% ( estradiol E,).P, LR ( prolactin,
PRL) F1E27 ( testosterone, T) , 25 ¥ LG 1245 L
(P>0.05) , FRUCR FHHEHUH ZH 00 Bt LH & T 38U
BRI Oy R, AL R 22 R A St L (P <
0.05)(% 1),

2.2 ERHKARABSWRERHATERIERK
REWEBKXIERALLE AR RAEH
20 B PIUCGE L HE I R BT L, 24 55 — U {2 HE N
JA e BRI 7 )5, Gn Ja sl i Gn 2R
$0.Gn fEHLE R (hCG S H E2 hCG ESFH > 17
mm BRIV AR B EL | BF T AR 2PN S2ORS £ 2PN
N HERTE R AR BT IR R R OHSS &
AR E R T IR B R (P <0.05) .hCG

1 RHEERER
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F1 WAEHEEEANEARHEEFNEMBERILER (x £5)

Wi H IR T EH (n=95) B (n=68) X2/ Z At P
LI (%) 29.55 +3.35 29.16 +3.46 -0.628 0.530
BIAER (F) 30.62 +3.99 30.21 +3.64 -0.865 0.387
AZEERR (4F) 3.43+1.95 3.64 £2.20 -0.346 0.729
BMI(kg/m?) 24.72 +3.86 24.96 +4.06 -0.289 0.772
JER FSH(TU/L) 6.65 +1.46 6.35+1.52 —-1.134 0.257
FEAith E, (pmol/L) 144.01 £90. 87 183.72 +150. 84 -1.868 0.062
FERL P(nmol/L) 2.45+2.30 1.68 £1.23 -1.290 0.197
7 PRL( nmol/L) 15.01 £8.96 15.77 £9.05 -0.690 0.490
Rl LH(TU/L) 8.08 +5.45 9.90 +5.21 -2.656 0.008
FEAl T(nmol/L) 2.20 +4.36 2.01 +1.39 -0.708 0.479
TR/ Uk R AT 64/31 44/68 0.126 0.723
TR AL HE ] B 1] (d) 224.83 +157.88 245.47 £172.91 -0.590 0.555

TS H e N IRE R hCG TS H 22BN
KA ER LG IR L, BERBIK I % hCe 7F
SH LH JCA] A IG5 8 AR T — kBRI A
W(P<0.05)(%2),

2.3 HBRFIAEEMWRBIEANEE KR LE
EHEXIERALEE  SEPRAEE A SPGB AL HE
R JE AT EE 56 s BRI E ARG Gn 3 2hl i Gn
i A hCG S H E2 hCG F4FH > 17 mm 57
HEL AR IR, N BUAGR 2PN 32 K55 2PN B 3
B BEICTE R R IR R 2 T — s B
JAMA (P <0.05) . Gn B RE hCG 4T H T 5 MR
JEBE hCG S H 22 E B2 OHSS & B HL
THRHR P 22 TG X, 5 R ESG B A
W1 hCG FEGTH LH, JC 0] IR iR 2 58 35 KT 56 —
UABHUR AW (P <0.05) (% 2)

2.4 WMAFRBREANEABHIEKRREZEERX
FEFRAIELEE PSS R HE DD R BT b, B A
KITZEH Gn BRKE .Gn i B & Gn BTV EFE
TSR A B (P <0.05) , 1 hCG FESH H E2,
hCG ST H LH W ER THHH R (P <0.05),
{HPTA A RBP4 2PN 3245 %k 2PN B 244k S0P
B ML JE ] R R R JUE R h
HHE OHSS kAR 2R TG+ 2ER7 (K 2),
2.5 WAFIRBRANAHEREBHLE
TE FC RSP 2 (003 S0 VR I A% AL R 0T Ik, 2% R
BRI T R0 R TR SRS AR R PR I R AT
RN 7= 2 77 T W o A5 PR Oy 284, (R 2k 2
FHTHGET R L (£ 3) o X PILH B AR R A 9 Y
UL REE JR Hed , 5 HUR AL A A AR AT R 2 I R AT IR R
B TEEWK T RA (P <0.05), HKRR G
R A LRG IS B A R i i 22 SRR RS T2 R X
(%4),

3 itig

WA I IR 4 ART J& 0 7 %, 7F P-
COS A MM IVE-ET y897 hn Hf )iz, Hk
SR =, 0BT S B A S 30 v o] 0 T N RS A2
P ABAAE Gn G977 I RS, T 4K 05 Kk (flare-up ) 5K
N AR 2% A BT, [R5 OHSS KUK 3 in A
X W LB PCOS BRE A TR K T 55
ORI ZATRFARL - B AT 2705t 2 335 i h
E A2 B E N GnRH-a K %5 GnRH 5175 77
LGSR T Meta 43T, J B R RE LA R 1 Rl 112
HEON )7 RAETE 22 5, W FH GnRH-a K 7 %% Al 34 fin 35
YR, ENHG T OHSS My & AE XU, (HJ, H AT aF
G W A R AT VARG B O R S P O 28 S MU Y P-
COS B EHIAT COH B FIE T J7 2 1Y I R 45
Jar, PRI X FF B RS BRI R ) PCOS BB 3 FF K
AR HEGRE T RD COH J5 2858 BAR S M T E 18

e HEOR i A2 P A GnRH-a 5 GnRH-ant
R o8 | 8 A LB O 2 35 R KO T i L R hCG
5 2% HE G LK H O S 00 200 i 1) 25 2k 252 5 PR ] e o
FRIAE A L, B IR T I LR 7% Chen et
al " BT PCOS FR B A IRTA R 4G SR s 2 S B0
T R IR A T R R AR OHSS %, —
WA T 1 214 ] PCOS & B Meta 208 KL, 5
BRI T R L, F5P07) 7 R B PR OHSS % |
Gn B [AIBEJG | Gn i1 FH 8 5 /0 T 36 7 5% | Ife PR 4 Uik
2 W LR ) ISR S P RTE P =S A N 1 ST
GERFAR 3, REHEIIR T RAEH GG
FE AT WRES R 77 WG A A5 P07 5 e 41 B i T35 &
(RBT B RS A S S B A Y, ik s 22 R TR G T2 2
o X FE W TXT B RSB R I PCOS &
&, TR AR COH Jy 28, = Uil 75 i 2 7 fif JI i % A
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F2 FAFERANEASHNIGRR LK EEXIER(x£s)

FRMIK T A EREm el BRI ITRA SRRyl LENES
TiH (n=95) (n=68) A& i EEEgR %z eyl ]
E—FE R S EZRW xzal PE Xzafi PHE x/zZa{d P
Gn 3R (U) 16336' 5550 iOSOS'O; +17é34§5 19552'2821 -6.072 <0.001 -3.707 <0.001 -0.921 0.357
Gn MRE(d) f;ig 112'7499 +9'26§9 figzo -5.362 <0.001 -1.093  0.274 -5.226 <0.001

1832.71  2516.92  1819.13  1972.06
a8y —-4.554 .001  —-2.341 .01 -4.4 .001
Gn AR (U) £852.034  %900.36  +1012.59  +715.11 534 <0.00 3 0.019 39 <0.00

hCG ST HFH 11.46 10.90 10.89 10.94

-1.69%4 . -0.1 .891  -0.2 .
PIRJE B (mm) +2.16 +2.59 +2.15 +2.19 69 0-0% 0-137 0-89 0-270 0787

hCG VRS F M WEM 10 232.68 11 728. 12 206. 14 336.
CG YENT HMEZ RS 10232.68  11728.83 06.86 33638 5 038 0.042 -2.410  0.016 -3.005 0.002

( pmol/L) +£6186.45 =+ 5378.42 +6300.38 +5 034.04
hCG A4 H # {4 7.22 1.17 6.01 3.68
-8.100 <0.001 -2.821 0.005 -7.612 <0.001
HE A (1U/L) +8.96 £0.91 £7.40 +£3.78
hCG 4 i 4.41 3.94 4.65 4.89
LS F R -0.807  0.420 -0.408  0.683 -0.739 0.460
(nmol/L) +3.96 £2.55 £5.08 +4.29
hCG S H > 17mm 5.09 9.52 6.56 10.19 6.739  <0.001 4408 <0.001 0.809 0.419
GRuE (1) £3.17 +4.45 +4.73 +4.98 ) : ) ’ ’ ’
8.37 14.67 11.17 16.39
OB (A~ -6.580 <0.001 -4.095 <0.001 -1.055 0.292
FELC) +6.06 +7.05 +8.78 +8.42
66.42 79.48 77.48 84.15
9T AR (% 118.196 <0.001 13.146 <0.001 393.682 <0.001
BT LA (% ) (528/795) (1108/1394) (571/737) (945/1 123)
3.43 7.54 5.10 8.76
2PN SAEE (A -6.568 <0.001 -4.498 <0.001 -1.319 0.187
SEREC) +3.16 +5.28 +5.32 +5.49
. 3.21 7.23 4.87 8.40
2PN BZE(AN) -6.555 <0.001 -4.343 <0.001 -1.398 0.162
+2.87 £5.26 £5.19 £5.25
A 38.19 51.82 32.20 53.65
I % (% 22.942  <0.001 54.702 <0.001  0.585 0.444
I (% ) (173/453)  (498/961)  (151/469)  (426/794)
. 58.96 80.12 60.93 80.05
i I i, 2% 30.394  <0.001 21.761 <0.001  0.001 0.978
DEm BRI et (102/173)  (399/498)  (92/151)  (341/426)
iF OHSS 2.10 12.63 8.82 11.76
TEE 5.693  0.017  0.319  0.573  0.028 0.868
KHR (%) (2/95) (12/95) (6/68) (8/68)
20.00 5.26 16.18 2.94
A | PR G % (% 5.588  0.018  6.889  0.009 / 0.700
LRI RIREHG(% ) (19/95) (5/95) (11/68) (2/68)
) 7.37 1.05 7.35
W R (7% 0 / 0.065 / 0.058 / 1.000
SR (% ) (7/95) (1/95) (5/68)
. 7 483.22 6 453.26
Gn 3% / / / / / / -2.669 0.008
n BIUHOL) +2322.89 +1742.12

* 2R Fisher i85

x3 FEHEAPBEERLR[% (n/n)]

WiH WRMK T EHA(n=11) HHHRA(n=3) ¥ i P
Bt JE A A % 11.58(11/95) 4.41(3/68) 2.593 0.107
B e JRV A RS A R AT R 58.33(7/12) 33.33(1/3) - 0.569*
G TRV A AR I PR A Bl 63.63(7/11) 33.33(1/3) - 0.538"
B JE IR A 3 7= % 54.55(6/11) 33.33(1/3) - 1.000*

* R Fisher R85 50
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F4 FRBINBAHERERREHNEIRERILE

WiH FRMIH %4l e ARl Y] P1E
IR RS A R AL 80 64

FHIRZ[ % (n/n) ] 44.03(59/134) 54.21(58/107) 2.466 0.116
HABIEIRZ[ % (n/n) ] 60.00(48/80) 81.25(52/64) 7.567 0.006
IRRIEYRZ[ % (n/n) ] 57.50(46/80) 73.43(47/64) 3.948 0.047
PR % (n/n) ] 19.57(9/46) 17.02(8/47) 0. 101 0.751
R % (n/n) ] 80.43(37/46) 82.98(39/47) 0.101 0.751
BRI (% £ 5) 36.83 £2.99 37.59 +2.61 -1.262 0.210
B L AR R (g0 £5) 2911.56 +852.90 3 006.28 +680. 44 -0.574 0.567

1 3 SR T SRy Y SR

(EAF ST A, 76 (2 HEOP o 72 rp 75 B 1k 1 BB
B LH W, SERadE R am LH LA T 59 F & &
BRI, AT RO BB PCOS 45 5P 5 i 5
ABE R LH Wi & A AR mE Y AR
o ZHTE SRS ARG YT T hCG ST H LH (HYY
BEMET ASSE (P <0.05) . 45 XS
LH W45 51 ) 5 ERARL A, RS IRAS S AL R A R 7,
et 04 %E 242 14T IVF-ET BhZ2 3R IR% <5 M
PCOS B3 PR A A2 HE DD B 22 18 7 R EAT L8, &
PR TE KR ZMEEHUR O R 03k
IR G R AT R A B BUE P2 R T2 5, (A4
ORI A0 G JH &R S ) 359 0 8 20 K
ZUL(P<0.05) , AL RHEE- 0T LA 8] 10 AL
AR OB T BEAR IS BRAR Y Bh 22 55 )Ry, ASHIFoR 45
REZ 8, Wi, #7550 BAEH — A2 HER
KI5, TR B 0 4 T PEAY |, 45w R 2
R 2l MR I & B A N 3k B AR, 45 il Bk
PLH E2 \LH #ZE K, BRI P2 HEDR B B FR 7 521
AEDRAT LA B AT RS ) |

ZE TR BRI R O R RS R O T
UAEHH B 220 WY PCOS 583 I RE 345 LAt 2
WA IRES R, 5 SO BRI 7 AR B, FRREE PR
T AT T H— E LR AR, B Gn S RE U
B BB RMEL:, SR, AR 5T N B — s
F [ B oA | A Sk AT BT v e AN B 7 Ly |
TR FBREA FH2R F R PE R AL BRI AR 5%

H Sk
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Comparison of luteal phase long protocol and GnRH antagonist

protocol in PCOS patients after the first antagonist failure cycle
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Abstract Objective To investigate the clinical effects and pregnancy outcomes of using luteal phase long protocol
and GnRH antagonist protocol in patients with polycystic ovary syndrome (PCOS) who have failed their first GnRH
antagonist protocol therapy. Methods The clinical data of 163 PCOS patients who underwent IVF/ICSI-ET were
retrieved. After the failure of their first GnRH antagonist protocol treatment, they were divided into two groups in
the second controlled ovarian hyperstimulation (COH) cycle: Luteal phase long protocol group (n =95) and Gn-
RH antagonist protocol group (n =68). A retrospective analysis and comparison of basic clinical data, clinical and
laboratory indicators, and pregnancy outcomes between two groups were conducted. Results (D There was no sta-
tistically significant difference in basic clinical indicators between two group except LH. (2 Compared the first and
second cycle treatments of patients in the luteal phase long protocol group, the initiation dose of gonadotropin
(Gn) , total number of Gn days, total Gn usage, estradiol (E,) on the day of hCG injection, number of retrieved
eggs, oocyte maturation rate, 2PN fertilization rate, 2PN cleavage rate, blastocyst formation rate, high-quality blas-
tocyst formation rate, and moderate to severe OHSS rate were significantly higher than those in the first GnRH an-
tagonist cycle (P <0.05). The GnRH antagonist protocol group also showed similar improvements. ) The com-
parison of the second COH cycle between two groups showed that the total number of Gn days, total Gn usage, and
total Gn cost in the luteal phase long protocol group were significantly higher ( P <0.05) , while the E, and LH on
the day of hCG injection, and the maturation rate of eggs were significantly lower than those in the GnRH antagonist
protocol group (P <0.05). However, there was no statistically significant difference in the number of retrieved
eggs, 2PN fertilization, 2PN cleavage, blastocyst formation rate, high-quality blastocyst formation rate, and OHSS
rate between the two groups; (@) The comparison of fresh transplantation cycles for the second COH cycle between
the two groups showed that the luteal phase long protocol fresh transplantation rate, implantation rate, clinical preg-
nancy rate, and live birth rate were slightly higher than those of the GnRH antagonist protocol group, but the differ-
ence was not statistically significant. Comparing the outcomes of pregnancy following the initial frozen-thawed em-
bryo transfer (FET) between two groups, the biochemical pregnancy rate and clinical pregnancy rate of the GnRH
antagonist protocol group were higher than those of the luteal phase long protocol group (P <0.05). However, no
significant statistical variations were found in implantation rate, live birth rate, neonatal gestational age, and birth
weight. Conclusion For PCOS patients who fail the first GnRH antagonist protocol, an appropriate increase in the
initiating dose and usage of Gn can achieve satisfactory pregnancy outcomes with both protocols. Compared with
change to a luteal phase long protocol, reusing the GnRH antagonist protocol still maintains its long-standing advan-
tages, such as shorter total Gn days, lower costs, and better patient compliance.
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