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2R AALR A ML IL-36 ., CTRP6 K F-EIE S
5 A2 Wi B AELF 58

FRALRIBER, vl ER AR S, AR FE LR, B AR, H45H
(HrimEREE S S BB AR, ZEARST 830011 )

# E. BW AR % £ £4 44 (polycystic ovary syndrome, PCOS ) & ik & afi/~% -36 « (interleukin-36 o ,
IL-36 ) . Clg/ Bt %3R5t B F 48 % % & 6 ( Clg/tumor necrosis factor-related protein 6, CTRP6 ) 7K -F % ik B & JR 5 ¥
WAEFE 5, FFik #®IK 2019 54 A ~ 2022 4 A#52 EH XS W B ER#®S 4 98 4] PCOS &4 (PCOS 4 ) ,
VA 70 45 B) B AR 04 i R Aot Sy 3t R (3R ) o BREEK L JR R M S5 3% (ELISA ) A& W4 i 1L-36 o, CTRP6 F&ik .
Pearson #8 % 5 A7 fn 3% IL-36 o , CTRP6 K-F 516 JR 35478940 % 1. % B & Logistic B2 547 %% PCOS X AW H %,
ZikF TAEHFAE (ROC) W3R M2 iF IL-36 o, CTRP6 A FEA#ml sk PCOS #9#4 Wrakse . 58  PCOS 28.f274 CTRP6
(1825+3.67pg/L) . M bk (5.71£049nmol/L) . =M B % (18.96+2.68mIU/L ) | #4 AR M B FakILds
(HOMA-IR) (4.72+046) . 4R AR % (6171 1.44Iw/L) . £& (1.32+042nmol/L) . 97 £ 4 B (17.86+5.20
A) Ao EARAR (929+2.14em’) & T AR (5.14+1.28wg/L, 4.76+0.54mmol/L, 8.63 +1.65mIU/L, 1.83+0.33,
4.92+1.39IU/L, 0.86+0.28nmol/L, 6.76+1.94 A~, 526+ 1.3lcm’) , Wi IL-36a (0.67+0.13ng/L) . 97 @Rt &
(427+1.331U/L) A& T2 f&4n (2.11+£0.38ng/L, 542+ 1.67IU/L) , ZFAA %I FEL (t)/=4.962 ~ 44.934, ¥4 P
<0.05), 1A 2& 3AF4 A PCOS £ 4 fiF IL-36a (0.87+0.15ng/L, 0.70 +0.12ng/L, 0.51 +0.11ng/L, 0.42 + 0.10ng/
L) KPR KBAL, @ CTRP6 (14.07+3.35pug/L, 17.66+3.97wg/L, 21.16+3.67wg/L, 24.08+3.53wg/L) K-F4R K
St&, EFBAA%IFEL (F=61281, 33.854, ¥ P<005) ., iFIL-36a 599 E4 R0, 9Lk, SHBEE L.
HOMA-IR £ fi#8% (r=-0.661, -0.621, -0.554, -0.671, 3} P<0.05) . fei# CTRP6 5P £ 4 B . I £ kAR, =W
B#% . HOMA-IR ZE4% (r=0.625, 0.631, 0.537, 0.738, 3 P<0.05) . CTRP6 (OR=1.327, 95%CI: 1.104 ~ 1.596)
A% PCOS A A MR Z A B4, IL-36 0 (OR=0.707, 95%CI: 0.547 ~ 0914 ) #4EF R4, f©iF IL-36a, CTRP6
B A4 M 4 PCOS 89 w1 & F @42 (95%CI) 4 0.933(0.872 ~ 0.969), X T —354r%4ml 49 0.870 (0.821 ~ 0.926)
#2 0.898(0.854 ~ 0.940), £ BEA %t 3 &L (Z=4.258, 4.119, 33 P < 0.05), &t PCOS & # @i IL-36 a0 1K,
CTRP6 RFH&, 5 PCOS JmHEAEA %, FHTEAHM T PCOS B4R 3 694 W A,

KRR ZRUPHELEAIE; AN R -36a; Clg/ ML FHICEH 6
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Study on the Expression of Serum IL-36 o« and CTRP6 in Patients with
Polycystic Ovary Syndrome and Their Clinical Diagnostic Value

GULIHUMAER Ainiwaer, TUBIKEIZ ribili, SUBINUER Maimaiti, NIBIRE Abuduwayiti, YI Jinling ( Department
of Gynaecology, the Fifth Affiliated Hospital of Xinjiang Medical University, Urumgi 830011, China )
Abstract: Objective To study the serum expression of interleukin-36 a (IL-36 ), C1g/tumor necrosis factor-related protein 6
(CTRPO6) levels in patients with polycystic ovary syndrome (PCOS) and their diagnostic value. Methods A total of 98 PCOS
patients diagnosed and treated in the Fifth Affiliated Hospital of Xinjiang Medical University from April 2019 to April 2022 were
taken as the PCOS group, and 70 healthy women were taken as the control group. Enzyme-linked immunosorbent assay was
applied to detect serum IL-36 « and CTRPG6 level expression. The correlation between the expression of serum IL-36 «,
CTRP6 levels and clinical indicators was analyzed by Pearson correlation analysis. Multivariate logistic regression analysis
was used to analyze factors affecting the occurrence of PCOS. Receiver operating characteristic curve was used to evaluate
the diagnostic efficacy of serum IL-36 a, CTRP6 and combination in PCOS. Results Serum CTRP6 (18.25 +3.67 p g/L),
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FPG(5.71 £ 0.49nmol/L), FINS(18.96 £+ 2.68mIU/L), HOMA-IR(4.72 £ 0.46), LH(6.17 + 1.441U/L), T(1.32 = 0.42nmol/L),
ovarian number(17.86 +5.20) and ovarian volume(9.29 +2.14cm’) in the PCOS group were higher, while serum IL-36 o
(0.67 +0.13ng/L) and FSH( (4.27 + 1.331U/L) were lower compared with those in the control group(5.14+1.28 wg/L,

4.76 +0.54mmol/L, 8.63+1.65mIU/L, 1.83+0.33, 4.92+ 1.39TU/L, 0.86+0.28nmol/L, 6.76+1.94 A, 526+ 1.31cm’,
2.11 £0.38ng/L,5.42 * 1.671U/L), with significant differences (#/y’=4.962 ~ 44.934, all P<0.05). Serum IL-36 & (0.87 = 0.15ng/
L, 0.70 + 0.12ng/L, 0.51 = 0.11ng/L, 0.42 + 0.10ng/L) levels in patients with type 1, type 2, type 3, and type 4 PCOS were
decreased sequentially, while CTRP6 (14.07 = 3.35 wg/L, 17.66 = 3.97 wg/L, 21.16 = 3.67 wg/L, 24.08 + 3.53 png/l)
were increased sequentially, with significant differences (F=61.281, 33.854, all P<0.05). There was a negative correlation
between serum IL-36 « and ovarian number, ovarian volume, FINS and HOMA-IR (=-0.661, —-0.621, —0.554, -0.671, all
P<0.05). Serum CTRP6 was positively correlated with ovarian number, ovarian volume, FINS and HOMA-IR (7=0.625, 0.631,
0.537, 0.738, all P<0.05). CTRP6 (OR=1.327, 95%CI:1.104 ~ 1.596) was an independent risk factor affecting the occurrence of
PCOS, while IL-36 o (OR=0.707, 95%CI: 0.547 ~ 0.914) was a protective factor. The area under the curve (95% CI) of
combination of IL-36 « and CTRP6 for the diagnosis of PCOS was 0.933 (0.872~0.969), which was greater than that of IL-36
a, CTRP6 alone [0.870 (0.821~0.926), 0.898 (0.854~0.940)], with significant differences (Z=4.258, 4.119, all P<0.05).
Conclusion The decrease of serum IL-36 o and the increase of CTRP6 in PCOS patients are related to the severity of PCOS,

and the combined detection of the two may have high diagnostic value for PCOS.
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Z 4 B HL 25 5 1 (polycystic ovary syndrome,
PCOS) 877 FE LMW E T . HEOD 5 B op 5L
ZRFEUUERIG IR, 2 BOCHEIN A 3
TRHA, A %= -36 o (interleukin-36 o, IL-
36 ) MUK T, 25K kB F2Z
LU IE A S T, TEAREN . REMELL
BOIRAE - ) RGP T R FEE B R R >
W B, TL-36 o RETA 9 7 18 I A= 1) T A 1 ) 1
KA FERERRI W, TENERE R v A 4R
PHER M, Clg/ M IRFE 74 56 1 6(Clq and
tumor necrosis factor-related protein 6, CTRP6) 2 i
WK 55 R IR A F L, BRASIE A5 IL-1 8
FRRHEFH WA, TS H5RIE. RIEX
i e 45 2 b AR A B B0, RgE K, CTRPG 1
2 BUBEIR . I B AR QI rh S Rk, AT
fE2 B 1 PCOS MiFFr&4 . HAj PCOS H1 IL-
36 o, CTRP6 ik KllmAR i L HATERE . ABIFFEiE
1 HFFE PCOS HF 1ML IL-36 o Fil CTRP6 /K-, 43
Frii# 5 PCOS M tE R YOG R Sl RIZ W B
1 MHRIEHE.

1.1 #FRar % $EHL 2019 4F 4 H ~ 2022 4F 4 H#r
S R 2 55 LM B2 B i2if 1Y 98 ] PCOS MR
YE PCOS 4. AAFRIE: D PCOS Wi
BRI oI GBI 73 2% 2018 4EE R ( 2
PN RLESMESIR N R IR ) FrifE ™5 QI
IRFNSE S0 2 4 A BB 58 8, /B [ S AT
I T . HEBRbrifE: ORA =IMFLER MAE . TIE
Tiie R M TR T B i 4 50 5 B0 HE DR D g
fiF; @3 & Cushing ZEGAE . B 1 IR BT A 5 4
SPBRGEN; QIR HAFE IIRERR; @i

3 HAWMEEAY) . RS REFLYEIT L. PCOS
HAEWS 18 ~ 35 (26.84+3.50) % (KFiEi8 %k
( body mass index, BMI) ¥ 1 23.91 + 1.98kg/m’,
T I HU A ARG 1 I 4 i v L SO 4 B e 1k 70 48] SRy Kok
WAZH, 4EI% 18 ~ 36 % (27.36+3.42) %; BMIF
¥722.37+ 1.75kg/m’. PILLAERS . BMI i, 5%
TG E X (1=0.958, 1.828, P> 0.05) .
AW AR GEAC PR G & d Zm i (HEHE SO
M2023-0064 )

12 MBLRXA IL-36 o Kl &R bRk
YR ABRAE] 525 28139298 ) 5 CTRP6 Killix
Mg (LigEEAEYARAF , 589 HY14152)
fi 5 {1 ( 3€ [# Biotek 2 /), 75 imark1100) ;
Z B o H % #  ( H 7R Toshiba Sonolayer SSA-
220A #1)

13 7%

13,1 WEFEbR: IR SR A TR, fEupi
FIEE (FSH) | sAREMZE (LH) . 20 (T) |
SRS (FPG) | ZSIEBIER R (FINS) | RS
T ) 2R EPTTE %X (Homeostasis model assessment of
insulin resistance, HOMA-IR), & JHEE (TC) .
=MEHH (TG) | =% EARE A - IH[EEE (HDL-C )
FARFE R AR & A - [ B (LDL-C) . ids#ZBHiE
4 HIE A SR, AR H RS RFL,
1.3.2 IL-36a, CTRP6 Fikkgill. XM T H &
KW 2 ~ 4K, PCOS 4% A K PEH a4 1
WK A B, F S RS IE R KM Sml, 4°CA&FF
4 000r/min #.L> 10min, B JZ2 7R R FH
K56 A P2 % a6 K60 1ff 775 TL-36 o AT CTRP6 7K,
LA IR e BRI E A T
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1.3.3 PCOS IIfi JK 43 B Je 4y 4. 2 % (2018 4F
PCOS P-Al 545 L[ PRAEUE TS 9 ) brifE ', PCOS
HHFI N 1 B (n=34) Jy BAT e HEBL 2 1 e R
FEIUA / B MR INURE , A S $ R B S 2 IR
2 B (n=26) M H AN (HERpERT ) |, 2
NN ZFRIRE; 3 B (n=22) N T 25 A I AR
RPN/ ol g MR LA , A 2R HN; 4 BUZH (n=16)
Sk ELA R IR R B PR BN / 1k I R R IALAE
RV N VNI P2 2 e

1.4 %t a4 K SPSS25.0 #A4 43 Hr A5
Bl SIESMERIRAT G ER 00 TR TR Y

BOWFE2, 1R 2 3 RURD 4 7 PCOS HE Il
5 TL-36 o KRR, 1M1 CTRP6 KRR TS,
EZREASIIFENL (B P<005) .
23 fiF IL-36a, CTRP6 & F 5 PCOS & # s
JRAERR A A WER 3. IS IL-36 o« 550N HLEL
H. OF & FINS, HOMA-IR £ i #H 3¢ (4
P<0.05). IfiL.7# CTRP6 5 B0 45 H . O S AL
FINS, HOMA-IR £ [FA5¢ (4 P<0.05).

*1 PCOS A5 RBAIGRISEFRELE (x+5)

ppiistai] PCOS 4 )
i :
A (i=10)  (n98) 7

P

B+ bpUEE (xxs) FRon, 2R ELECR A7 A TG (mmol/L.) 121£032  131£041 1703 0.090
A Rrse, ZHBIBCR F RS, PR Bk TC (mmol/L.) 388+0.86 4124090 1736  0.084
LSD-t #;5. KJH Pearson AH5& /07 1L 1L-36 o , HDL-C (mmolL) 130022 123024 1929  0.055
CTRP6 5 £ F5 F5 0] (Y A &Pk, £ I &K Logistic [1] IDL-C (mmolL)  231+078  254+082 1829  0.069
93 #7 PCOS K AEMFMIN R . 521K TARRHIE FBG (mmoll.) 476054 571:049 11871 <0.001
(ROC) & Hrif i IL-36 o, CTRP6 Xf PCOS FINS (mIUL)  863+165 18962268 2859 <0.001
FZW{E. P<0.05 A2t HAT G5 3. HOMA-IR 1834033 4724046 44934 <0.001
2 &R FSH (1U/L) 55167 427133 4962 <0.001
2.1 PCOS 285 * I 4L 16 JR AR A7 A o 7 IL-36 LH (1UL) 492:139  617+144 5627 <0.001
CTRP6 /k-F i L3 1. PCOS 41 FPG. FINS, T (nmol/L,) 086028 132042 7981 <0.001
HOMA-IR, LH, T, B HLHCH. B ik B BUEEE (4S) 676194 1786520 17.021 <0.001
CTRP6 35 TXMAL, 1 FSH, IL-36 o LT RTHAL, BIEIR (em) 526131 929+2.14 13988 <0.001
2 RAGITFREX (HP<0.05) . 36« (ngl) 201038 067013 34805 <0001
22 & FIPCOS % & & & IL-36a, CTRP6 b CTRPG (pgll)  S5.14%128 1825:367 28648 <0.001
*2 AE4E PCOS AEEFE Mm% IL-36 « , CTRP6 KFLLE (xxs)
A 1 1 (n=34) 20 (n=26) 3 (n=22) 4 (n=16) F P
136 (nglL) 0.87+0.15 0.70+0.12" 051+0.11" 042£0.10™ 61281 <0.001
CTRP6 ( pg/L) 1407 £335 17.66 +3.97" 2116367 2408 +3.53™ 33.854 <0.001

e 5 1B, =7.289, 14.697, 16.581; 5.378, 10.114, 12.089, ¥ P < 0.05; "5 2 BIIL#E, =7.327, 9.844; 4.716, 7.886, ¥ P < 0.05;

¢ 53 MHE, =3.060, 3.469, ¥ P < 0.05,
=3 & IL-36 « , CTRP6 /KEL PCOS B

CTRP6 J& 5 i PCOS & A= (/) 4l 57 f& B [ &, IL-
36 o SRR
Fz4 M PCOS XEHEEZE Logistic EIFH T

I RIS ARAIFE X 1
.36 CTRP6

A r P r P

FSH 0.238 0478 0261 0441

LH -0.123 0.449 0.258 0.108

FBG -0.176 0277 0.138 0.720

FINS ~0.554 <0.001 0.537 <0.001
HOMA-IR 0671 <0.001 0.738 <0.001

T -0.131 0393 0.201 0213
I &g -0.661 <0.001 0.625 <0.001
G AR -0.621 <0.001 0.631 <0.001

2.4 % W& Logistic B )2 54 PCOS & % 9% 7
4. DIEE KA PCOS AR R (1=42&,
0=7 ), LICIRP6, IL-36a i H 7F &, FBG,
FINS, HOMA-IR, LH, T, BPHECH . BPHAF,
FSH R A8 i, £ K & Logistic [7] 5 43 #7 2%

W& W B SE Wady P OR  95%CI
CTRP6 JEfHFA 0.83 0064 9.063 0001 1327 1.104 ~ 159
I-360 JEFEA -0.347 0131 7016 0.001 0707 0.547 ~ 0914
2.5 e 7 IL-36, CTRP6 %+ PCOS % # B 4
A LS5, LT IL-36 , CTRP6 BX A5 46 ) %}
PCOS ZWii 2 T AR K T —Fgtntaill, 225
HAS L (7-4.258, 4.119, ¥ P=0.001) .
5 IME IL-36 a, CTRP6 REEEHRNT PCOS KB ME

WH TR 05%C) ARIER HE  BURE R
IL-360 0.870(0.821 ~ 0.926)  0.666

107ngL. 0801  0.865
CTRP6  0.898(0.854 ~ 0.940) 0713 17.25pg/L 0812  0.901
BEAKEI 0.933(0.872 ~ 0.969)  0.743 - 0913 0.830
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3 itig

PCOS &4 & W LM WL G PN 43I 25 8L B 10 )
CEOAE, WRIRFEBUNHG K HEIN s G HEER . g R
IRE B B B 2 WRERAE , vl FEE IR L EARZR
B ABEIRIE . G R S A RRE, TR AL
B, PCOS Wk St & . N4
. FTEHHNHRRERREEZMHREL L, KT
PCOS i RURIBRAILEI 52 2%, ol RIS Wibr i A
—B, UNHEGP BRSO AR AR IEAT AL | I
PR AT ARG AR AN GE— KR o D ) 2 v B L
ZRREBUE R IR AR G — 5 1O I, SHRAE
g P BE A2 W PCOS I ELIFAf i 15 7L 5 1 1ML 775
PR, SR R IR R ) B ZR Y —

HATHFITIA N, PCOS HE A7 1E 1% AR E R
IRZS, WUARTE R AR T TL-1 S5k et 2 40
Uz E ORI IR O e s U | O
36 J IL-1 ZKEEE NG, BEUS %S & 4 i 3% A
NZAK, SEBEEFERPUIENR " AR L,
PCOS H & I3 IL-36 o /KP4, 5 EROGLU %51
RIELE R —2, [HIZPF5 AR PCOS B FREHAL
JPREJENEE, HEPEXT PCOS #2113 1L-36 o 7K F
A REAFTE—E IR . WFSE R, PCOS BH S
E AR IR EN Y AW R A G S A =1
Tt 1 o 2L 20 B 6 o A5 40 B P TL-36 o B IR,
S ML TL-36 o KA B0 Bbsah, IL-36a Y
FEARAEE PCOS A BEIRRIZERL, B PCOS %
WA, TR, RO R A2 A AE A BRI
B34 TL-36 o AR REID il iy 38 P i A 4
PR P G 2 BT o 2 B AR, AR R A
L B S A B s AR, (R 2 AR
WERAIE R BRUE R W, S AN, TL-36 o AYFEARAE
i PCOS HE LS ZHBIAIIEA, 5HEMEHEES R
AETEE, TS 2R A G N AN e S 2
ZA, PIHIEEHL KB AR A, 80
HEOR i & A, MR R T A AR A /N BB Hh i g
IL-36 o FE[A S5, SCEsh P AR s/, & i
A ZHCHTI Wz, ISR T A Bt 1,
ABFFE T, I IL-36 « 7K 5 PCOS 43 B4, B
HARBUL IR E B A O, $ER IS 1L-36 o K F-fE
% [ Bt PCOS R A& 1 1 A . L JRL PR Al BB 2 IL-
36 o HYFEARRENS I E PCOS H 5 HLAAK 840 38
ORISR, N PCOS HF IR LR . i3
B, 1L-36 o REMEA ) 2k 420 £ 40 Tl 1R 344 5 40 55 1% 1)
ZAR y, TR AR Y o1k B S AT, AL
PR T i 4 i J 5 28 5 TR A e ) 3R A2 AR 5
AR N, RIS AR R
FAW U IEAh, IL-36 o HIKERERRE IS5 S G

5 IL-8, IL-6 f7=A:, BRI R A B, feif
BG4, IR e iy MY ARFgE
IL-36 o JEFZIH PCOS &AM R R . H 2
HIESh YL R B, R IL-36 o B2 AR B3
SR R R BRI TIRYT, Rshipn R
> . ARILE AR & A R k> Y R,
IL-36 o AJfESEHT A PCOS WY EWibn i, (E15 11
R

CTRP6 J&=—Fh EA 240 1~ G LR 1) 53 1 7R
EE, JTEZRETOME., BITHE & THEHN
i, S EHURRAE . S K & AR sf st R R I
U W W], CTRP6 2 M5 i K HCHi Mz 1 8
WE R 1 2, B I PCOS 9 & A2 AU 1, A
e, PCOS 4 H % 1L i CTRP6 /K F-TH i, %
£ SADEGHI %5 " 22 F 7 PCOS AN Z24iE H & il
MIMIE CTRP6 Fhm 453 —5, £W CTRP6 25
PCOS M KA. AT H R, PCOS B E Pk
R LAk T8t R AR, AR A o ks,
SIE 414 CTRP6 ik Fi P ARBF5EH, I
T CTRP6 f 31k 5 PCOS B FIRIERIEA X, 7
BrILE A, CTRP6 M)A T = i SR v
fnEE PCOS B e, 98 &3, HA CTRP6 &
FIREMEAEE LY6C 25 2235 A B A2 41 it v Bk gd SRS E A
T o MAZA LR A -1 s, fEIEIR
H YL R G S0 AR T RE R g B S5 4h,
CTRP6 AN e il A s 200 At H i 5 25 0038 5 A 1
AKT BR800 i I S L 2T,
R R, SEURS ZHPUN kA, BRES
P A 3L 3h 4 B i A 2R AR R S Y o
SE AR GE, g 5 0 B A R,
SEMUARR BRI D e R AT U ARBEIT ., i
CTRP6 (19 T} & a4 i PCOS & 4 KUK . BF9E 228,
CTRP6 REASIE L H AR MELEE 3 ¥4 /AKT {55
T AR E O SRR 40 i 2R KGN Zi i i T, 4
filsegE, SEPCOS kA", AN, CTRPG fig
UM BE IR BELEE 3 B0HE /AKT 1558, T
EMEIa ER T 4 MBS A2 IR 1 RiL, S5
PCOS sh¥ s 5 ZHRBTAY &, RS RIRPLhE
PO FSH 043 KB R S5 A ERE A, 4
MU 25 S2 B K, I BR S P O &2 F . e,
T3P L BRSO HEIR AR L, AR HE PCOS %
s 1k M AR 5T B, Il iE IL-36«, CTRP6
K12 W PCOS 18U B2 FRR 5 B2 53 301 o4 0,913,
0.830, FKHIELA KN ZI PCOS T A = B2
Wi . I R 2= A4 T AR I3 IL-36 o, CTRP6 7K
SEXF PCOS Ay & A VS B 18 A 1074, TRIAT> LA
Ay, Atks% PCOS BE TG | M B4
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L LFRiR, PCOS [ MK IL-36 o ZKFREAIE,

CTRP6 7K-F-THi, IR PCOS i

AKX, S5 PCOS B ) K A= e #e o LT IL-

36 a , CTRP6 HL AKX PCOS I2Wr AT A,

A B T4 B R B2 A4 6 PCOS 9 & A KU A T4

EARMFRBAFTEANL, ABFRFEARAR, Fritat

FENRATREAATE—E I fRr, A RR a8 KA

RIATRARE.

B3k

[11 SADEGHI H M, ADELI I, CALINA D, et al. Polycystic
ovary syndrome: a comprehensive review of pathogenesis,
management, and drug repurposing[J]. International
Journal of Molecular Sciences, 2022, 23(2): 583.

[2] ELIAS M, ZHAO Shuai, LE H T, et al. IL-36 in
chronic inflammation and fibrosis - bridging the
gap?[J]. Journal of Clinical Investigation, 2021, 131(2):
e144336.

[3] CONTI P, PREGLIASCO F E, BELLOMO R G, et al.
Mast cell cytokines IL-1, IL-33, and IL-36 mediate skin
inflammation in psoriasis: a novel therapeutic approach
with the anti-inflammatory cytokines IL-37, IL-38, and
IL-1Ra[J]. International Journal of Molecular Sciences,
2021, 22(15): 8076.

[4] GIANNOUDAKI E, HERNANDEZ-SANTANA Y E,
MULFAUL K, et al. Interleukin-36 cytokines alter the
intestinal microbiome and can protect against obesity
and metabolic dysfunction[J]. Nature Communications,
2019, 10(1): 4003.

[5] LAHAV R, HAIM Y, BHANDARKAR N S, et al. CTRP6
rapidly responds to acute nutritional changes, regulating
adipose tissue expansion and inflammation in mice[J].
American Journal of Physiology-Endocrinology and
Metabolism, 2021, 321(5): E702-E713.

[6] HU Bo, QIAN Xiaolan, QIAN Ping, et al. Advances
in the functions of CTRP6 in the development and
progression of the malignancy[J]. Frontiers in Genetics,
2022, 13: 985077.

[7] XIE Yuhong, XIAO Yi, HUANG Qiong, et al. Role of
the CTRP6/AMPK pathway in kidney fibrosis through
the promotion of fatty acid oxidation[J]. European
Journal of Pharmacology, 2021, 892: 173755.

(8] HEBEIME 2 o WM ELEE T o3 25 . 2 01 5145

BIRZIR N WL RZIGR 1], AR IR,
2018, 34(1): 1-7.
Chinese Endocrinologist Association, Chinese Medical
Doctor Association. Endocrinologist consensus on the
management of polycystic ovary syndrome[J]. Chinese
Journal of Endocrinology and Metabolism, 2018, 34(1):
1-7.

[91 TEEDE H J, MISSO M L, COSTELLO M F, et al.
Erratum. recommendations from the international evi-

(10]

[11]

[12]

[13]

[14]

[15]

[16]

[17]

(18]

[19]

dence-based guideline for the assessment and manage-
ment of polycystic ovary syndrome[J]. Human Repro-
duction, 2019, 34(2): 388.
R, MRIETE |, ik, 45, PCOS [ B i R BT
IR (B S #8555 2R 40 U S i SRR O SRR S
Mr [, BURKRER BE 2R 245 | 2022, 37(5): 154-158.
ZHU Lin, LIN Yanrun, YANG Fada, et al. Analysis
of the relationship between the peak shift of insulin
release test and total insulin secretion and sensitivity in
patients with PCOS[J]. Journal of Modern Laboratory
Medicine, 2022, 37(5): 154-158.
POPOVIC M, SARTORIUS G, CHRIST-CRAIN M.
Chronic low-grade inflammation in polycystic ovary
syndrome: is there a (patho)-physiological role for
interleukin-1?[J]. Seminars in Immunopathology, 2019,
41(4): 447-459.
BARBIER L, FERHAT M, SALAME E, et al.
Interleukin-1 family cytokines: keystones in liver
inflammatory diseases[J]. Frontiers in Immunology,
2019, 10: 2014.
EROGLU S, CAKMAKLIOGULLARI E K. Decreased
serum profile of the interleukin-36 o in polycystic
ovary syndrome[J]. Taiwanese Journal of Obstetrics
Gynecology, 2021, 60(6): 1018-1022.
FRUHBECK G, GOMEZ A J, RAMIREZ B, et al.
Increased levels of interleukin-36 in obesity and type 2
diabetes fuel adipose tissue inflammation by inducing
its own expression and release by adipocytes and
macrophages[J]. Frontiers in Immunology, 2022, 13(5):
8321-8335.
SADEGHI A, FADAEI R, MORADI N, et al.
Circulating levels of C1q/TNF- « -related protein 6
(CTRP6) in polycystic ovary syndrome[J]. [UBMB
Life, 2020, 72(7): 1449-1459.
LEI Xia, SELDIN M M, LITTLE H C, et al. C1q/TNF-
related protein 6 (CTRP6) links obesity to adipose
tissue inflammation and insulin resistance[J]. Journal of
Biological Chemistry, 2017, 292(36): 14836-14850.
GAO Yue, CHEN liao, JI Rui, et al. USP25 regulates the
proliferation and apoptosis of ovarian granulosa cells in
polycystic ovary syndrome by modulating the PI3K/AKT
pathway via deubiquitinating PTEN[J]. Frontiers in Cell
and Developmental Biology, 2021, 9: 779718.
DONG Xunzhong, HU Hejie, FANG Zhengdong, et al.
CTRP6 inhibits PDGF-BB-induced vascular smooth
muscle cell proliferation and migration[J]. Biomedicine
& Pharmacotherapy, 2018, 103: 844-850.
SHIN J, TOYODA S, NISHITANI S, et al. SARS-
CoV-2 infection impairs the insulin/IGF signaling
pathway in the lung, liver, adipose tissue, and
pancreatic cells via IRF1[J]. Metabolism, 2022, 133:
155236.

YR BEHA: 2023-11-25

fEEIBEE: 2024-02-01



