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(HE] BH >4 F T ABRF12E (EMs) & #5155 H 20 22 b id B AL 4 B 1K 3 74 49 876 % Ak (PPARs)
3 # R F LA (PPAR-« . PPARB = PPAR-Y) 84 & ik K -F, A0k iZ % k04 4 B 324647 5 ok . FFiE B 2021
F4—12 A EERATEIES T RE9769 30 #) EMs B H 0 40T F ARA LR A KB, 52 RE AT T
R& 7769 30 199 £ g kb M i5 B (MCTO) B 569 9P LR 4R A sh 40, KA o 8 A 8L 5 k44 0 %
K212 ¥ PPAR-o .PPAR-B & PPAR-y ¢ £ k. st o L AR a5t Ba b ey kil 257, B A% RH
I A4 AE(ROC) ¥ &, 3 ¥ PPAR-o/PPAR-3.PPAR-o/PPAR-Y #= PPAR-B/PPAR-Y WA 3+ EMs #4 % Wi 44,
ZR XM EFFEER PPAR-o . PPARB & PPAR-y KA K-FW 2 & T B4 (P<0.05);EMs & # A
PPAR-o %3k 4 £ (P <C0.05), W MCTO % % v, PPAR-y & ik 4 £ (P <<0.05), f£ PPAR-o/PPAR-B # W
EMs # ROCHW L P, S H B MAA 1.251 /. &E FTEAR(AUC) A 0.65(95%CI:0.51~0.80), ZME A
90.00% , 4 F 4 50. 00% ; £ PPAR-o/PPAR-Y # 7 EMs # ROC W & ¥, % # i1 4 0. 817 B, AUC A
0.88(95%CI:0.78~0.99), ZHJE A4 96. 67% .45 7 & 4 80.00% ; &£ PPAR-B/PPAR-Yy # ¥ EMs # ROC #
&P, B AL A 0. 755 B, AUC 4 0. 91(95% CI:0.82~1.00), ZHE A 100. 00% , 4% F & 4 86. 67%.,
Zid EMs EF 1 m A% PPARo Ak ¥ 2 & T PPARB 4= PPAR-y. @ MCTO & % J& k20 28 VA
PPAR-y & i 4 £, PPAR-B/PPAR-Y TR R A4 W EMs 69 £ £ ir &4,
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Expression and clinical significance of peroxisome proliferator-

activated receptors in endometriosis "
LUO Qin,TIAN Min ,GAO Shuang . HUANG Jie ,DIAO Ge,LI Li , HAN Jian ,GUO Jianxin®
(Department of Obstetrics and Gynecology s Daping Hospital sArmy
Medical University ,Chongqing 400042 ,China)

[Abstract] Objective To analyze the expression levels of the three different subtypes of peroxisome
proliferator-activated receptors (PPARs) ,including PPAR-a, PPAR-8 and PPAR-7,in the ectopic lesion tis-
sues of the patients with endometriosis (EMs) in order to provide new methods for this disease diagnosis.
Methods The ectopic endometrial tissue samples from 30 patients with EMs treated by laparoscopic surgery
in this hospital from April to December 2021 were selected as the experimental group,and the ovarian lesion
tissue samples from 30 patients with mature cystic teratoma of the ovary (MCTO) during the same period
treated by laparoscopic surgery were selected as the control group. The expression levels of PPAR-a,PPAR-8
and PPAR-7 in lesion tissues were detected by using immunohistochemistry,and their expression differences
between the experimental group and control group were analyzed. The receiver operating characteristic (ROC)
curve was utilized to evaluate the diagnostic value of the ratios of PPAR-o/PPAR-B, PPAR-o/PPAR-7, and
PPAR-B/PPAR-7 for EMs. Results The expression levels of PPAR-a,PPAR-B and PPAR-7 in the lesion tis-
sues of the experimental group were significantly higher than those of the control group (P<C0. 05). In the pa-
tients with EMs, PPAR-a was predominantly expressed (P <C0. 05), whereas in the patients with MCTO,
PPAR-Y was predominantly expressed (P<C0. 05). In the ROC curve of PPAR-a/PPAR-B ratio for diagnosing
EMs, when the cutoff value was 1. 251, the area under the curve (AUC) was 0. 65 (95%CI:0.51—0.80) ,the
sensitivity was 90. 00 % ,and the specificity was 50. 00%. In the ROC curve of PPAR-o/PPAR-7Y ratio for diag-
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nosing EMs,when the cutoff value was 0. 817, AUC was 0. 88 (95% CI ;0. 78 —0. 99), the sensitivity was
96.67% and the specificity was 80. 00%. In the curve of the PPAR-B/PPAR-Y ratio for diagnosing EMs, when
the cutoff value was 0. 755, AUC was 0. 91 (95%CI :0.82—1.00),the sensitivity was 100. 00% ,and the speci-

ficity was 86. 67 %. Conclusion

The expression of PPAR-a in the ectopic lesion tissues of the patients with

EMs is significantly higher than that of PPAR-B and PPAR-7,while in lesion tissues of the patients with MC-
TO,the PPAR-Y expression is predominant. The PPAR-B/PPAR-Y ratio may become a potential biomarker

for diagnosing EMs.
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— g (triglyceride, TG) | {5 % J& J§ & A JH [# B Chigh-
density lipoprotein-cholesterol, HDL-C) . ik % B 5 &5
1 IH [ B% (low-density lipoprotein-cholesterol, LDIL-
O I I g 5 5 1% 00 18 M 2L s R L e R
LR S R TR 2 R R L 36 [ A B B %% 4 (American
Society for Reproductive Medicine, ASRM) ¥ /3 %5 ,
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HDL-C % FEAK, AN 4 F.0 FH48 T
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FH 1B 25 2% i 9508 - A I 0 1k TR SO 5 3 Jds & i ol L
HIJGE /ME B ML, AL RNV T, ™
H A2 6 SR FH L i e it G W Wb 2 i

1.2.2 PPAR-a.PPAR-B #= PPAR-y #&m| 75 %

K 58 2 U Ak 2 vk A i s Akt 2H 21 PPAR-«,
PPAR-B il PPAR-y M9 KB W OL. WM J5 52 BT E A
A0 TP T ) R IR IR R R S DD I
KK E NIRPE I E L G PR E S B R A
TEEHR RN (DAB) 55, 98 R R (HE) 34 8, ) 5
ho MRTER KRB AL TWEIFME, 1 Fiji 2 4 ES
(ImageJ2. 0. 0-rc-69/1. 52t,Java 1. 8. 0_172[ 64 bit ) %X 2.1
18453 B U0 R G I 3R 15 IR BEAAL
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AT i R LR, 27 SRR 2 1E A8 40 A0 Ry 2% 5 M

i T A 24 2] Al

eEE

LUNV R0

3% . R One-way ANOVA ¥ 5K, £ 5 8 if %

FTHREF 2024 % 7T A% 53 4% 13 M

3 203 R s R AT e AR
P44 . TG, HDL-C, LDL-C /K ¥, 75 F A
T 0L IR S R, 22 R G L
(P>>0.05); 305K 44 BMI, % # 4F5 #% . TC /K K F X
WEAH AR 2 R S He s TR IR A, 22 R 5
P X (P<<0.05), W3 1, B4 13 Bl HF 1i1E
g 55, o 3 i) BMI>24. 0 kg/m”; X} 41 9 {4
BEAEAE MR W

Dunnett-¢ #5555 # 578 I 2 E 8Pk Rk 8y 22 5%
PR BT, W% A Kruskal-Wallis H #5360, 3180% K
FRIVE S H 43 e R AL m le R A X ke g, it
2 21 F T AEHF1E (receiver operating characteris-
tic, ROC) il £k 3 3154 #h 28 F Ifi X Carea under curve,
AUC), Jf #& It it % PPAR-o/PPAR-B., PPAR-a/
PPAR-y fil PPAR-3/PPAR-y HAH X EMs [ 12
Wil S R SR . DA P<<0. 05 N 2SR A S

,Hd 6 il BMI>24. 0 kg/m’ .

x1 FEBERIGKR TR R
i H R (2 =30) X IR ZH (= 30) t/x* P
R (xts, %) 32.27+6.49 34,174+7.23 —1.071 0. 289
BMI(x £5,kg/m”) 20.99742. 99 23.18743.49 —2.582 0.012
WM AR (2t 8 12.93+1.01 13.47+1.04 —2.009 0. 049
TC(x +s.mmol/L) 4.194+0. 85 4.7340.70 —2.677 0.010
TG(z %5, mmol/L) 1.1520. 60 1.1720. 41 —0.134 0. 894
HDL-C(z %s,mmol/L) 1.40%0. 24 1.4620. 20 —1.023 0.310
LDL-C(z %5, mmol/L) 2.50+0. 62 2.700. 50 —1.334 0.187
8 M P PR S [ (06D ] 8.297 0. 004
Jc 12(40. 00) 23(76.67)
H 18(60.00) 7(23.33)
FEFRLE2Y)] 0.082 0.774
Jc 22(73.33) 21(70.00)
A 8(26.67) 9(30. 00)
I g 5% [n (26)] 1.148 0.284
J 17(56.67) 21(70.00)
H 13(43.33) 9(30. 00)
YR (%] 0.659 0.417
¥ 12(40. 00) 9(30. 00)
H 18(60. 00) 21(70. 00)

2.2 EMs & # a5l R4FIE
60.00% (18/30) i) EMs H & 1778 A ] 12 ¥ /Y I
Z9E R 10, 00 % (3/30) [ EMs % R il BMI=24. 0
EMs 5 PE 4 I R FHAE W3R 2.,
o F Jm 4 4 22 PPAR-o. PPAR-B &

kg/m”®,
2.3

PPAR-y ¢4 £ ik

B ] AL = P A 25 R R, PPAR-a, PPARB
J PPAR-y 7€ EMs & fl MCTO 35 9 k1 41 41
WhHEFEE,WE 1, Hp EMs 2 # DL PPAR-o £k R
F L H AR ROK B B 8 T PPAR-B M PPAR-y #ikk
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SF(P<<0. 0D, WL 2A510 MCTO B3 LI PPAR-Y £ k2 EMs BEMIGKRBE(2=30)
BN F L HFIA KW B T PPAR-o« X PPARBE  min n IR0
KK (P<C0. 000 D, WLE 2B, A B EWIA ki asrM 4
41 PPAR-o .PPAR-B J PPAR-y ik /K ¥ W &5 <40 4 13 46. 67
TXF R4 B # (P<<0.000 1, LA 3, ~40 4 16 53.33
®2  EMs BERIRKREFAE (2 =30) Te
SITgE| n LA AGZD) <3.10 mmol/L 1 3.33
i 3.10~5. 72 mmol/L 27 90. 00
<30 % 10 33.33 ~5.72 mmol/L 2 6.67
30~<35 % 12 40. 00 G
35~40 % 1 13.33 <0. 30 mmol/L 0 0
=40 % 4 13.33 0.30~1. 70 mmol/L 24 80. 00
AR 2 R >1.70 mmol/L 6 20. 00
0% 12 40. 00 HDLC
1% 9 3000 <1, 29 mmol/L 11 36. 67
24 6 20.00 1.29~1. 55 mmol/L 11 36.67
3% 8 10..00 >1.55 mmol/L 8 26.67
AR BMI LDL-C
<18.5 kg/m” 6 20.00 <1.55 mmol/L 2 6.67
18.5~<C24. 0 kg/m’ 21 70.00 1.55~3.12 mmol/L 25 83.33
24.0~<28.0 kg/m” 2 6.67 ~3.12 mmol/L 3 10. 00
>28.0 kg/m’ 1 3.33

“o1 R RATIETRR A . T ASRM 145,

A~C: 43515 PPAR-« .PPAR-B & PPAR-Y 7 EMs B # F Ay kb 4 ZUP (9 K ik s D~F: 43 i 8 PPAR-a . PPAR-B J¢ PPAR-y 7£ MCTO # &

kAP i Rk
1 PPARs # EMs #1 MCTO BEmHARA TR RIE

2.4 PPARs #F EMs #9% W7 {4 90. 00 % , ¢ 5% & A 50. 00% ; 7 PPAR-o/PPAR-7 It

ROC {1 £ 43 7 /R : 7€ PPAR-o/PPARB WW{H  {H12W EMs ) ROC i, 4 #k Wi {E k0. 817 Y,
2 EMs B ROC fh& b, 4 Wr{E o~ 1. 251 BF,  AUC F 0. 88(95% CI:0. 78 ~0. 99), R JE K}
AUC 25 0. 65(95% CI:0.51~0.80), REJE R  96.67% %5 K 80. 00% ; /£ PPAR-B/PPAR-Y Lt
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{2 EMs /) ROC i1 £ v, 24 # Wi {5~ 0. 755 B,
AUC H 0.91(95% CI.0. 82 ~ 1. 00), = & & H
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100. 00 % , F5 57 B hy 86. 67 %, W3 3.8 4,

b I I
0. 8- | | 0. 51
C a [+]
I 1 0. 44 I 1 1
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1 ° # 0.3+
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oy 8 0.24
0. 24 0.1
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100 ARG ML B, EMs #5076 kL4 24U PPAR-
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B 5T 45 9 % B, PPARs R E EMs #il MCTO
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(86. 67 %), F B iZ L 7T B8 & A2 Wi EMs ¥ 7E 2k
YibR &, A B T 75 I R 52 B B B EMs 1 B 2
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POl B A B i 2 MR R Ry e ., X R
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