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VEARIEE, B R E B R L AR 4 300 4 A 2R Ew 6 F I R AE T RE, Rk ma
f & INHB.AMH Z bhigt & 35 47 [ fo & 4k & s & (LH) L 97 28 40 % % (FSH) (& 5L % (PRL) . 2 84 (P) , £ A
(T) M—B(ED | RAEEA % EH F/KHL(HOMA-IR) K+ T4k, R X% hiF AMH,INHB, HOMA-
IRKFHHERZH FAFBA, 2FH%HFEL(P<0.05) , KA h#F LH/FSH.PRL.T.P X FHHE & T
xR, fn ik B2 KFO BAK T AT BRA, 2 F A %t 2 E L (P<0.05) , M A&7 eI, ok AMH,IN-
HB.LH/FSH.PRL.T.P K-F:&# F &,E2 K-F:i&# 7 Z(P<0.05) ., AMH.INHB B&4&#n 4 # PCOS Ff
HERFEEHBE T @ARAUC) A 0.905,% F AMH,INHB #4044 AUC(P<<0.05) ., f7% AMH,.INHB
AKFL5 FSH,LH, T, HOMA-IR,PRL.P 3 2 E4 % (P<T0.05), 5 & # E2 KF Z & 485 (P <T0.05),
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Analysis of serum INHB,AMH and sex hormone levels in patients with
infertility caused by polycystic ovary syndrome
LUO Xiaolian,L1 Yongliang
Department of Obstetrics »Qinghai Provincial Traffic Hospital , Xining ,Qinghai 810001 ,China

Abstract : Objective To analyze the changes of serum inhibin B (INHB) , anti-Miillerian hormone (AMH)
and sex hormone levels in patients with infertility caused by polycystic ovary syndrome(PCOS). Methods A
total of 302 patients with infertility caused by PCOS admitted to the hospital from June 2021 to June 2023
were selected as the experimental group,and 300 healthy women of childbearing age with normal menstrual
cycle were selected as the control group. The levels of serum INHB, AMH and sex hormone indexes [ serum
luteinizing hormone (LH) ,follicle stimulating hormone (FSH) ,prolactin (PRL) , progesterone (P) ,testoster-
one (T),estradiol (E2)] and homeostasis model assessment of insulin resistance (HOMA-IR) were observed
and compared between the two groups. Results The serum levels of AMH, INHB and HOMA-IR in test
group were significantly higher than those in control group, with statistical significance (P <C0. 05). Serum
levels of LH/FSH, PRL, T and P in experimental groups were significantly higher than those in control
group,and serum E2 levels were significantly lower than those in control group. with statistical significance
(P<C0. 05). With the passage of treatment time,serum AMH,INHB,LH/FSH,PRL, T and P levels gradually
decreased.and E2 levels gradually increased (P<C0. 05). The area under the curve (AUC) of AMH and INHB
combined detection in the diagnosis of infertility caused by PCOS was 0. 905, which was higher than the AUC
of AMH or INHB detection alone (P<C0. 05). Serum AMH and INHB levels were positively correlated with
FSH,LH,T and HOMA-IR,PRL,P (P<C0.05) ,and negatively correlated with serum E2 levels (P<C0. 05).
Conclusion The levels of AMH and INHB in serum of infertility patients caused by PCOS are significantly
increased,and AMH and INHB are correlated with sex hormone levels. Detection of serum AMH,INHB and
sex hormone levels is helpful for the diagnosis of infertility caused by PCOS,
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LA E LS (PCOS) FE & i T L MEFLA A
AN DRl R E (TR a0 s o s it RA S = |
FEUR L R RN 6% . PCOS i H#AiF Sy HE b
D B TCHE BN L 2 R B AL AL 2 B MR R AR R R R
RZEEEE L PCOS J&: 51 L v HE B0 B A% 8 R 2 i 4
HHEY, PCOSHEENEE L AfESBL S &
HRPL T ol R Th B S % L R e I 25 [N A
H A X F PCOS Fr8UR 224 IR T 1 Bk = F8 8000 F
BrL FRZCRHAEHEIR 259 (RS DM R L 5 & U
XTI VR YT . 0 B2 W 2 5 PCOS I 80K 228 1R
ST BRI TR, MR KO R A R 2 b
PN 3 0 FR G0 06 1 S B b TP B R KT AE PCOS
PP SO Z0E F 3 T oA I A AR L I i v A
I CAMHD 7 U1 55 31 6 2% 4 19 407 399 BRI ok 0 B 8 A
AR RERIETE PCOS BT BUN 22 0E B85 I IR 7 ZZ il T
iR AMH K25 Eak B A RIS %0 5 i i i
il B BOINHB) 32 %ty o4 A 51 2 S0 40 M B, 7 P-
COS Fr8URZE 1 % Ak 5 1k i bl SE s/ . ik
AW PCOS r UK 42 0E (4% INHBLAMH | 1
B2 AKOE R HAH 6, S PCOS JT 80O 225 1Y 175 % H
KT SARIT I R R HI TR AR . BB R .

1 #ER5HE

1.1 — %R EE 2021 4FE 6 H & 2023 4F 6 A 4
BEdEi2 19 302 il PCOS Ff 80 22 5E i 33 1 i 5 4
59 39 WL R A 72 A B ARG 1 300 B SR IEE N E
W4 09 fel B Lo Mk 1R R X BR AL A A BR . (1) 4R R
20~<T42 % 5 (2) PP IE B 75 A A 245 2R S < B0 sOnL ]
PREAAFI =10 mL, i ER N 4~7 mm IR E =12
A (D HIES 5ARWF 5T (4) Al B A 58 B0 H A A
DU AR Rt e 3%, HEBRARME . (1) AALAT 4 J& Ot 3%
RARGYNIRIT ; (2 28O B I B 5 (3) R I
RGBT B T 5 B T P R G 5 (4) PR At
PG F B A 2 i A& PR SR K OF s . X B4 4
W 21~39 %, FE1(30. 25 +3.11) %, W5 HER
22~41 %, F11(30.3943.08) % ;e 1~10 4E,F
YIRRHRE (4. 26 £ 1. 33)4F . PILL Xt 5 — Rl kb 4 22
BEGFE L (P>0.05) . A58 tutk, Fxt£
B oe BRI N I T AE R E 1.

1.2 ik AHAFFER G347 I % | i w1

K PR H IR PRI, T s RS T 458
2~4 KIGFFIK I 5 mL, 2% EA 8 R AT 10T 20 55,
AEPRIE BB WF —20 C BYUKAR bR AE A, ARSI A
2 X BT R O A b B K LR R R
(LD | B 0 3 38 2% (FSH) | i 7L # & (PRL) |, % il
(T) M B2 (E2) [ (P) e AMH L INHB K-, L
WRFEFR I 5E ¥ % 0 2 K cobas 411 HL Ak 28 &L
WAL,

WA RE B LSFBN 5 i T REERR
PR L 8 Bk e 1 IRYAYT . 2. 5 mg/d B IE
AR AT BRI B AR 18~20 mm B =3 NI
H#A=15 mm B, 38 833 55 H A 2% 8 B AR 4 IR &%
(hCG) , LA ST 1 W, i Bk 6 000~8 000 U,
6 FHRE T IS AR G e E R H R G, kI E) &
A DP A A HE RS N T A R UL P S, R D 20
mg/d, BHRF R 259697 14 d. THEOUJE 14 d fHUE A
FRKIM 3 mL 3% A 30 R B0 43 8 R I 3 hCG 7K
S, B B BUS R K I BR Wb hCG K, FHEIR S 1 4
F AR AT BRI P R A AT A A 5 R B R A I R 4
R R A7 HE N 5% TC 4T Uk U AR Ak S HEAT A 2 A A
MR YT .
1.3 AR hR  RIE e M M R R bR ( LH.
FSH.PRL.P.T.E2) XK Ifi % AMH,INHB /K ¥ 7%
fb. TR AR & R P (HOMA-IR) , HO-
MA-IR =75 I MWk X 25 W 5 2% /22. 5. Rl ds 5
S RS RAS! [BIEE: F/AEi IS
1.4 SEitephb3 R SPSS19. 0 48 i 84k k475K
P dr. R o+ TR ER AN IR A
A3 FHBCXT ¢ 4G 56 IR ST AR AR ¢ A5 TR T AT
XP RS, IR TAERRE (ROC) i1 £k 43 #F AMH.,
INHB 2 Wi %4 €. Pearson A1 3¢¥: 70 #r AMH,INHB
H5M#MEK HOMA-IR LR, P<<0.05 R
AgitEE L.
2 % e
2.1 P AMH.INHB.HOMA-IR & 4F#% &
EIFH(BMD K R 541 i AMH,INHB,
HOMA-IR /K8 & i F X BAL . 2 5 A8 S 2#
X (P<20.05), MAERE BMI H A 2% 5 B4 i %5 X
(P>0.05, W1,

*®1 MWAME AMH,.INHB.HOMA-1 & £ # .BMI 7K FELL 8 (= £5)

20 51 n AMH(ng/mL) INHB(pg/mL) HOMA-IR LR BMI(kg/m*)
X B2 300 2.9140.68 103. 66420. 75 1.7240.53 30.25+3. 11 25.46+1.33
0 302 12.054+1.73 152. 81423, 64 4.02+1.68 30.39+3.08 25.57+1.45
t —81.123 —27.103 —22.621 0.555 0.970
P <<0. 001 <<0. 001 <£0. 001 0. 290 0.166

2.2 WAL PEECR K e Es XAl i LH/

FSH.PRL.T.P /K8 & & FXF BB 4, 13 E2 7K
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R RAR T X R E R A G R X (P<<0.05) .

32,

* 2 FAMBEERRKFELLR (2 £5)

4151 n LH/FSH PRL(IU/L) T(ng/L) E2(pg/mL) P(ng/mL)
X 41 300 1.53-£0. 37 13.1644. 48 59.3749.52 66.92+11.43 7.78+1. 16
| 302 1.74-0. 55 19.2546. 01 72.71+12.45 52.87410.23 14.95-+1. 45
‘ 5.493 —13. 857 —14.761 15. 894 —66. 966
P <0. 001 <0. 001 <0. 001 <0. 001 <0. 001

2.3 R AR WA S T AMH L INHB & P &
HKOF R 452555 4 K OhCG W4 H i AMH,IN-
HB.LH/FSH.PRL,T.P /K T4 257, i E2
K T AR, Z 505058 L (P<{0.05);
hCG V4 H I3 AMH.INHB.LH/FSH.PRL.T.P
AR T2 4 KM E2 KPR/ THZE 4
K, ESH G % L (P<0.05) ; b5 167 B 6] 1 4
. AMH.INHB,LH/FSH.PRL.T.P /K%
W LE2 KR ET TR (P<<0.05) . UWLEE 3.

2.4 i AMH.INHB 2 Wi PCOS BT A 22 5E 1) 5%

Besr AT ROC 25 R o, s AMH.INHB
BBk A T2 WE PCOS BT B0 Z2 5E (1) il 28 °F 1 FRL
(AUC) 43514 0. 815.0. 887, AMH.INHB Bt 4 ¥
Wiz W PCOS Fr BUA 22 4E 9 AUC 4 0. 905, 7 T
AMH ., INHB By AUC(P<<0.05) , W4,
2.5 I AMH . INHB /K5 P 3802 38 b 00 A1 56
S8 Pearson A 3¢ P4 B 45 R BRI 7E AMH,
INHB K F 5 FSH.LH.T.HOMA-IR . PRL P # &
IEMZE (P<C0.05), 51 iE E2 /K2 fi M 56 (P<
0.05), WFE5,

%3 IR AR R E R MiE AMH, INHB REHEAKFRE(x+£s)

45 24 s} [a) LH/FSH PRL(IU/L) T(ng/L) E2(pg/mL) P(ng/mL) AMH(ng/mL) INHB(pg/mlL)
EEhi] 1.7440.55 19.25+6.01 72.71+£12.45 52.87410. 23 14.95+1.45 12.05+1.73 152.81+23. 64
BYH AR 1.1140. 26 11. 2645, 67 61.36+9.79 58.3748.88 7.28+0.87 5.1940. 74 119.51419. 67
hCG 41 H 0.9440. 21 9.35+5.33 40.53410. 28 63.1649. 35 6.49+0.93 3.33740.68 103.57420. 11
F 6. 357 10. 218 18. 392 —12.903 8. 741 20. 682 22.416

P <20. 001 <20. 001 <0. 001 <0. 001 <20. 001 <0. 001 <20. 001

x4 mi#F AMH.INHB i2 # PCOS Fr B~ Z fE B 3 BE 5 47

Wi s b REECD RO AUC95%CID) PR T C 96> R B0 A (96 YRR P
AMH 78. 85 82. 69 0.815(0.731~0910) 81.73 75.00 0.615 <20. 001
INHB 88. 46 78.85 0. 887(0.833~0.944) 78.85 90. 38 0.702 0.024
BA 90. 00 86. 15 0. 905 (0. 853~0.956) 91. 35 89.42 0.904 0.002

x5 Mm% AMH.INHB 5 #EiER0EXE

fatn LH FSH PRL T E2 P HOMA-IR
AMH
r 0.475  0.398  0.339  0.257 —0.335 0.294 0.148

P <00.001 <C0.001 <<0.001 <<C0.001  <C0.001 <<0.001 0.010
INHB
r 0.213 0.316 0.176  0.195 —0.321  0.217 0.129

P <20.001 <C0.001 <<0.001 <<0.001  <<0.001 <<0.001 0.025

3 it it

PCOS J2& & W& 1 Lo 1k 181 % (%) P 3 WA AR gt I A P
W » R I Dy e M R MLAE LR I R AR SRRk
TCHEBN, o R S K R mx T e E oot

PCOS A 3 3 H AR AL 25 300 & A A8, 34 ] S 3506 IR
I BT PN RIS R I A A T R AR TS I TR
FH B MEES . 2T PCOSWIBERMLE . B HIFZL
AHICHIEFE L AH H A A G — 09 bR e L 5 K = 1 BF 5T
HRAEUESE, PCOS 5t /L B R /- W AL RS R
P B LRI AE S 1A A7 AE B R A G L A
LSS R RIS 4L 1 W HOMA-IR 7K - B W T
YR, 2R AR L (P <C0. 05) 5 i 5 41 1
LH/FSH.PRL.T.P /K~ ¥ W] & & T X%t B2, il 3
E2 K AL TXT A, ZR ALt 2 L (P<
0.05) . X — & L 15 K e 31 %) 1o di a4 SR — 5K
AR T PCOS Jr 80 22 4E (1) & A= 5 MR 0
FRL BB By R ACPUAAAE A G . B2 Wi B TR
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5 PCOS JIr BURN 20T BTG IT A 30% . % PCOS T3
RZE B TG L AR R I PR AR IR . k. s
B PCOS Mg br H A HEE L,

AMH E—Ff Z R &M EA, HAl FELa 5
140 kb 0 J& . 7 B 40 it v 22 3k &, AMH 2 IFAf 0 £
8 5 BN G A R 0 B BOROE FE AR L KR
AMH HEM%RH 11 5P 3 A= P & 7 . 30 i 58 09 i D\ & 1k 3
AR KR AL, 1R I & B A B AMH K P
THEs IV & PCOS T BUA 2200 19 e b [ £, IN-
HB [ FE S —Fh R 2R R LR 2
ORI TR AT, LR N INHA f 32
W37 T Ry A B4 B o K FL B A INHIB 7 {g B 2o 1 1R Y
(4 53 WA A7 AE LM, — RIS 00 T J2 B 60~ 70 434
B — YR ek i 0, O 3 Sk O B R ik E A PILAA P9 A 3R
1M PCOS Fr 80N 224 & 4= i o INHB 23k B
TG o (L B, 0 T 0 A8 3 I B 2 W R A R
5 0 A LA B DR S S 2 R N 4 W R SRR
PR R 3 2 10 43 I A R N BE 5 XF INHB 7= 25 8 5 1
FH . H INHB ] 4 52t b 90 ] FSH S M E 1
AU L R TG L v R A D g R AR B . INHB )
PLF T 21l B0 52 BT 36 1) 43 00 7K SF- , BE A% XF B 3 1) 2E
A DA A TR L A ST 25 SR & B R 6 2 1l
#H AMH . INHB /KFY) 01 & & T XF B4l 2 R A8 50t
ST (P<C0.05) . 3X 5214 ah % 1 45 R AR .
BRI, AT I3 AMH L INHB /£ PCOS JilF B 22 i
BFE VA MBS bR . BURIR YT 5 . B & IR T IR
W, % AMH,INHB,LH/FSH,PRL,T.P /K
BT L E2 K W T m (P <<0. 05), 3 B I
AMH . INHB 7K~F J 1 3 & 46 5 08 2 WAL PCOS JiF
HORZ0E (B3 UG 1Y S HEFE A .

AHFSE 45 B s L 1 AMH L INHB B4 86 75
PCOS It B2 12 W v & R AR I 1 30 Re , R Ry
90. 0% » 55 5 B A 86. 15 % » i TAL — Hr—F5 45 19 R %
B S, WS AMH.INHB B¢A #6075 P-
COS JIF B 22 4E 12 W v B B0 20 Re s s
AMH.INHB /& 5 FSH.LH.T.HOMA-IR.PRL.
P # 58 IEA (P <0. 05), 51 E2 /K5 A 56
(P<C0.05), %9 %5 HF 58 i 3, PCOS f 8 AR 22
JERF M AMH 5 LH. T 2 IEMX. 5 FSH &
A 5 10 22k 75 45 HRGE L PCOS T 80 24 4iE #2371
# AMH.INHB 5 LH/FSH.T /K & 1F A 56 5 # sk
PRI RS, W AMH.INHB K 75 PCOS
BEIEARB WA TS T K217 75 M M,
AT % B, R R A 5845 i AMH L INHB 5 %
KM KRMEA AN, 431 A 7RI B A R BF 5% R 48
I Y s A 1 B B AS [] S o 22 AR P9 38 38 KO e &
Z%. VA K AMH . INHB 2 PCOS 11 Wi {i th A7 £ —
SE )22 E R RN R,

25 b prik, PCOS Jr A 22 0E B3 17 AMH,

INHB /K8 & FF+, 1 H AMH.INHB 5 ¥ %k
SEAEAEA M R I 3 AMH INHB & PR & K F
A B F PCOS Fr 8URNZ24E 2 W
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m#F miRNA-214 ChE.HEB/KES 2 EF V6B
FEEEMEHNXREDH

A B R AT
BT P ERES A, &8 E IR 242000

B OE.BH > Es 4R (miRNA)-214 2 88 8 (ChE) . & & 4 (ALB) K F 5 & M A sk
FEHEAOPP) BEZREMH XA, ik #2018 6 A £ 2022 5 12 A RN B8 160 ) AOPP B & 4F A4 #F
RAFE MBEEE UVWIARGHEFERLSAAFTA 19 Bl fes =4 41 ), KA KT Z RSB RD AN A
f 7 miRNA-214 A3t Rk KPR A 4 8 3 Ao AT AE R ChE K F, %95 bk x40 & 75 ALB K P,
Pearson 48 # 5 # AOPP % # £ miRNA-214 5 ChE.ALB 48 % 1, Logistic @3 547 %4 AOPP & %
Al B &, b8 2 XE THEKFIEROCO M E ST 2 M ARFRIZHAERKRILFS 2% 1 (APACHEID)
## 4 .miRNA-214 #= ChE.ALB *F AOPP & % /s ey sk, £R 4 AOPP £% APACHEI # 4.
fiF miRNA-214 AasF (A K FA R H FAEL,. m ChE A ALBRKPFHBKTAEA, 2ZF AL FE L
(P<C0.05), Logistic )2 5 #7 % % %7, miRNA-214>3. 75 4= ChE<(931. 92 U/L 34 4 %4 AOPP % & )5
RE IR A E Z(P<<0.05), Pearson #8 3% #4547, 52 =40 AOPP % % miRNA-214 ## ChE.ALB £ 48 *
PE(r=-—0.172,0.035,P>>0.05), ROC ¥ & 5 # % % 2 -7,APACHE [l # % .miRNA-214 ,ChE #= ALB |
AOPP B2 RRE MM AT @ARHA A 0.777.0.933.0. 805 #2 0. 881, £ 7% miRNA-214 4= ChE #=
ALB K-F5 AOPP & %6 A %, THE A AOPP & & 5 T 69 £ 24 F 1547,
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Relationship between serum microRNA-214,ChE,albumin levels and
prognosis of patients with acute organophosphate poisoning
JIN Shanmin ,WEI Qing ,ZHU Shouren
Department of Emergency . Xuancheng Central Hospital s Xuancheng s Anhui 242000.,China

Abstract: Objective To analyze the relationship between serum micro ribonucleic acid (miRNA)-214,
cholinesterase (ChE) ,albumin (ALB) levels and the prognosis of patients with acute organophosphate poison-
ing (AOPP). Methods A total of 160 patients with AOPP admitted to the hospital were enrolled as the re-
search objects between June 2018 and December 2022. According to whether they were alive at 14 d after
treatment, patients were divided into survival group (119 cases) and death group (41 cases). The relative ex-
pression level of serum miRNA-214 was detected by fluorescence quantitative polymerase chain reaction, ChE
level was detected by full-automatic biochemical analyzer,and level of serum ALB was detected by immuno-
turbidimetry. The correlation between serum miRNA-214 and ChE, ALB in AOPP patients was analyzed by
Pearson correlation analysis. The risk factors of prognosis in AOPP patients were analyzed by Logistic regres-
sion analysis. The predictive efficiency of acute physiology and chronic health evaluation I (APACHE Il )
score, miRNA-214, ChE and ALB for prognosis was detected by receiver operating characteristic (ROC)
curves. Results APACHE [l score and relative expression level of serum miRNA-214 in death group were
significantly higher than those in survival group,while levels of ChE and ALB were significantly lower than
those in survival group (P <C0. 05). The results of Logistic regression analysis showed that miRNA-214 =
3.75 and ChE<C931. 92 U/L were all independent risk factors of poor prognosis in AOPP patients (P <<
0. 05). Pearson correlation analysis showed that miRNA-214 was not correlated with ChE and ALB in death
group (r=—0.172,0. 035, P >0. 05). The results of ROC curves showed that area under the curve (AUC)
values of APACHETIl score,miRNA-214,ChE and ALB for predicting poor prognosis of AOPP patients were
0.777,0.933,0. 805 and 0. 881, respectively. Conclusion The serum miRNA-214,ChE and ALB levels are re-
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