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TlisKEH RS % BIPRLZSMERIHE XMW

WREERLR S — B EEBE R, BiE DEATT

E3

ks HiH: 20214F12H26H; FHHEM: 20224F1H16H; KA HM: 20224F1H29H

B

HH: #it IR B (Subclinical hypothyroidism, SCH)5 % 2P $ 42 A4 (polycystic ovary syn-
drome, PCOS) & FlE PRAR B TRAR AR M. Jrik: EBIE 172019410 5 22021410 A ER B
BT HI118~408 LW APCOSHI B E L1656, 4 FESCHA40B R ALESCHLA 1256, BRI
K #1656, 4 NAESCHA 36 FAFESCHA 129 B EH X RA . RAESHIR LB TSHN BB
VY ZH FR I PR ANAR A TR AR O AR S8 . S5 5. 1) SCHAEPCOS B3# v i R A %K (24.2%) & T JEPCOS B &
(21.8%). 2) PCOSfESCHZAIBMI. FPG. FINS. HOMA-IR. TG. TC. LDL-C. TSHE TPCOSAfESCH
H K IEHEN A, HDL-CKTPCOSAfESCHA R IEH % R4 (P < 0.05). 3) PCOSF:SCHAIBMI. FPG.

FINS. HOMA-IR. TG. TC. LDL-C. T. TSHE TIEHXE4; HDL-CIKFIEEXIRA(P<0.05), U5
EPCOSFESCHA T G2 E R (P > 0.05). 4) BT SpearmantiLt: 3 #7 BRPCOSHATSHSFPG (rs =
0.312, P = 0.000). FINS (rs = 0.161, P = 0.039). HOMA-IR (rs = 0.207, P = 0.008). TG (rs=0.212,P =
0.006)~ TC (rs = 0.201, P = 0.010). LDL-C (rs = 0.257, P = 0.001) 2 IEAH%(P < 0.05); 5HDL-C (rs= —
0.183, P = 0.019) 2 fi#H5%(P < 0.05). 4518: SCHINE T PCOSEEHINE. AafRidEL, MNlPcosE#
MITSHA X PCOSEEFERR AR AR K ST HERERFEER L.
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Abstract

Objective: To explore the correlation between Subclinical hypothyroidism (SCH) and clinical and
metabolic indexes of patients with polycystic ovary syndrome (PCOS). Methods: A total of 165 pa-
tients aged 18~40 who were diagnosed with PCOS from October 2019 to October 2021 in the gy-
necological clinic of our hospital were retrospectively analyzed. They were divided into two
groups: 40 patients with SCH and 125 patients without SCH. 165 patients with physical examina-
tion in the same period were divided into two groups: 36 patients with SCH and 129 patients
without SCH, that is, the normal control group. Nonparametric test was used to compare the cor-
relation between TSH and the clinical and metabolic indexes of the above four groups. Results: 1)
The incidence of 1)SCH in PCOS patients (24.2%) was higher than that in non-PCOS patients
(21.8%). 2) BM]I, FPG, FINS, HOMA-IR, TG, TC, LDL-C and TSH in PCOS with SCH group are higher
than those in PCOS without SCH group and normal control group, while HDL-C is lower than that in
PCOS without SCH group and normal control group (P < 0.05). 3) BM], FPG, FINS, HOMA-IR, TG, TC,
LDL-C, T and TSH in PCOS with SCH group are higher than those in normal control group; HDL-C is
lower than that of the normal control group (P < 0.05), but there is no statistical difference be-
tween the two groups (P > 0.05). 4) Spearman correlation analysis showed that TSH in PCOS group
was positively correlated with FPG (rs = 0.312, P = 0.000), FINS (rs = 0.161, P = 0.039), HOMA-IR (rs
=0.207, P = 0.008), TG (rs = 0.212, P = 0.008), TC (rs = 0.201, P = 0.010) and LDL-C (rs = 0.257, P =
0.001) (P < 0.05); there was a negative correlation with HDL-C (rs = -0.183, P = 0.019) (P < 0.05).
Conclusion: SCH aggravates the disorder of glucose and lipid metabolism in PCOS patients. Moni-
toring TSH level in PCOS patients is of great significance to the disorder of glucose and lipid meta-
bolism and its long-term complications.
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1. 5|

2 B YN HL4E 5 1F (polycystic ovary syndrome, PCOS) & —Fh LAHESRFEAS | i ki 2% MRE K 22 BE U0 559 F
TERIRAR, S —Fh S AR A2 Lo PRI Y 20 WA o L EEOT 3R TE 5% % 10% 2 [AI[1] IR IRR I NFRFETCHEDN
MERE I S IG IR B AR, OV 2 B ARIE, A RS R ACHURIEE . PCOS i A H i i
ANERE, ZZPHFEAHEAEREW . IR TR, BRI JCH 2 I F IR R RIS PCOS AAH
L, Wt ALK A%, ZRINERRD. SRR IE. PR RELE[2]. BRI
X NAEZ A RS B R ER . BLEUESS, U F R 40 th AR ORI R 214 0l a2, p1, W
RIS OREL ) A 70 W D e B RIEME A [3]. — TR G PEI M ZE 25 73 1138 9] PCOS 5 SCH XU 14 i & 1)
FHIK[4]. PCOS WAl gz FURBRiaR . 2 TEHE R, PCOS S£5 1M HUARMRM . B S S it HOIR I ¢
R I R HECBR R T BE DB I 5 9K [5] - A3 HRIE AR SCH HH b 5 PCOS FHALI B SRR (1) FE 14 i 2 9 H R 31
SCH f£ PCOS & A R AL — R NI BT [6]. HRIRMER 5 2 OB AL [0 R REVI[7].
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AW H 2 RTT SCH 5 PCOS B I RAMCI FRAR AR SCIE, O PCOS (&3 Wity 32T B, 53]
IR TR

2. MREFE
2.1 &,

IS4 M 2019 4F 10 H %5 2021 4F 10 A 7EFK BT dRH 12502 M2 WA 2 38 97 S 45 A 1E ) 8 35 3 165 41,
FE RS H 2 Wi 73 PCOS £ SCH ZH(TSH > 4.2 mIU/L) 40 %, 4E#4°4 18~33 %, ~“FI4E#4 N (25.55
+4.40)%; PCOS A SCH 41(TSH < 4.2 mIU/L) 125 f, “Ei#s N 18~39 %, “FHIFER N(26.14 £5.19)% .
WAL [ ) 300 ekt R A A RO A 8 AR 1) 165 BIE Xt R4 . #%8 TSH /K-F 4 9 3E PCOS f SCH 41(TSH > 4.2
mIU/L) 36 i, 4E#4 N 19~33 %, “FIFER H(25.47 +3.82)% ; 1L %R 129 f)(TSH <4.2 mIU/L), 4E
%5 18~40 &, “P¥JFEN(26.90 + 6.06)% . ABFFLIRIK TR B B K B AR 54 00 H 2H (5 H 4 5«
81671420), i FRPEbEIGBEIZ B, FrA N R 2B R E 1.

22. B

1) PCOS A EEITTE 2RI HELLGAET E ST 4R . I E SO IMLIE (2 FOAR IR BER (TSH)
e T IR O BRI AR A U B IR IR R (FTA) IE & /K P IR A . 2012 4 38 [ i PR P 43 W6 = i #p 2
(American Association of Clinical Endocrinologists, AACE)F13% [E B[R i #r 23 (American Thyroid Association,
ATA)ImARSLEAR R R, BRI REAS S50 % BARTE DUHIE TSH MM ZH G, FERLAS 2 1 XA 26
ARG T, TSH IS VL 2 0.45~4.12 mIU/L.  (F [E FORARZORIZIG TR RS ) 48 H &S0 = M
MR ESARER TSH IEH S50, N 0.3~5.0 mIU/L. RH¥E 2010 R [F 35 11 HUIR AR5 £
FiHE, LLTSH>4.2mIU/L H FT4, TT4 IEEZBONTIERH (8], FKBisLie =i Al TSH 2% HE
H M 0.27~4.2 mIU/L, #cKs TSH > 4.2 mIU/L, FT3. FT4 fEIEH S H{EEHE N2 KT F. BT
i - JB 1% = AL 4E B (homeostasis model assessment insulin resistance, HOMA-IR). 4k R 5 & 5 417,
HOMA-IR > 2.69 Jyfif &% = KT

2) F AU5800 4= H 3l A 3 BT AX (32 1 DL 52 P /i e 2 vl ks 0 1L 375 3 i A QR 4« 12000 23 BT (3%
FE eSS 20w )R A WA B AR I N K. IR —IF AN R ES S5 H ) S m RE, THEARR
FBHBMI = RE/ 5 2 (kgim?)] BEEL. . FHBEEWHR) = BEVEE. THSHB0E 2~4
REAZET 3 N H AR H BRI LT 15 R H SRS b DURH S Bk i 2256 (P) . 2 DR 3
F(FSH). Z2[R(T). {23 iz (LH) . M FE(E2). DB #EWERAMH). 7E7E 8~10 h, &G iheEil
B W EIEERR, R H IR RS KA 0 H W =5 (TG). BHRERE(TC) MLy &% B e 2
[ JIEL [ % (HDL-C) L3752 i 25 14 H [ B (LDL-C) « 42 FUIR B 22 (TSH) s K631 25 i 1fiL 3 (Fasting plasma
glucose, FPG). 7 I ik 1 3 (FINS) TSR ASS VRS - JBE & Z 4847145 £ (homeostasis model assessment insulin
resistance, HOMA-IR) = (FBG * FINS)/22.5.

2.3. GtEAE

K F SPSS24.0 AT A AT Ab B, X - 4 R PORNEAT IEAS A A K50, IR 0 A 1 Th & B0ORER
P + bRMEZE(X +s)RoR, WA ZAIEUILECRA t #4856, JEIESD AR TR PORR A o A7 3 (M) f g
SR EE (P25, P75) R, ZH 1A HL R Al Kruskal-Wallis H #:36 . S ] Spearman V2:3E47 HH L0 HF, P <
0.05 NZEFA G %5 Lo
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3. &R
3.1. PCOS BZ#ndE PCOS B#&h SCH BIHIRREE

4L 165 5] PCOS &3, HoAr 40 ] PCOS H# 1 SCH, SCH 7 PCOS & M B 24.2%:;
W4 165 #ldE PCOS i, Hor 36 £ 45 SCH, SCH fE3E PCOS H & H ity s tb oy 21.8%.SCH 7E PCOS
B BR E T9E PCOS &3 .

3.2. PCOS # SCH £H. PCOS A~ SCH £HFNIE & *t FR LA RV ISR FN{R S BB FRAV L B

PCOS f}: SCH 415 PCOS A} SCH 40 J I # 5t FRALI4E#4 . WHRL Py FSH. LH. E,» AMH Z ]
TGt # = (P >0.05), W7 1. PCOS f SCH 41 BMI. FPG. FINS. HOMA-IR. TG. TC. LDL-C.
TSH & PCOS AN SCH 2 [ IE % X 4 ; HDL-C kT PCOS A ff: SCH 4 AIE# X4, ZRA Gt
S (P <0.05). W% 1.

Table 1. Comparison of clinical and metabolic indexes among PCOS with SCH group, PCOS without SCH group and nor-

mal control group

5% 1. PCOS ¥ SCH ¢H. PCOS A~ SCH £BF01E & ¥ B4R HIIE R FNL 5 B9 e FRAVEL AR

Ei=ga PCOS ff SCH 41 PCOS A SCH 4 E X HE A ZE P1A
(D) 26.00 (21.25~29.75) 25.00 (21.00~30.00) 27.00 (22.00~32.00) 1.349 0.509
BMI 25.15 (23.55~28.28)"  24.16 (22.04~26.67) 23.72 (21.20~26.50) 12.293  0.002
WHR 0.87 (0.85~0.90) 0.87 (0.82~0.90) 0.86 (0.85~0.88) 3.197 0.202

FPG (mmol/L) 5.84 (5.57~5.94)"* 5.22 (4.92~5.67) 5.07 (4.74~5.49) 40.388  0.000
FINS (ulU/ml)  21.26 (15.62~30.75)"*  12.45 (9.75~23.89) 11.20 (8.80~17.50) 25529  0.000
HOMA-IR 5.52 (4.05~8.05)"* 2.83 (2.12~5.58) 2.49 (1.76~4.29) 30521  0.000
TG (mmol/L) 2.85 (2.06~3.20)"* 1.89 (1.33~2.58) 1.52 (1.15~2.32) 31126 0.000
TC (mmol/L) 4.66 (4.11~5.38)"* 4.21 (3.25~5.14)* 3.73 (2.61~4.57) 19.395  0.000
HDL-C (mmol/L) 1.11 (0.91~1.26)** 1.27 (1.00~1.54) 1.33 (1.04~1.67) 13.850  0.001
LDL-C (mmol/L) 3.19 (2.91~3.55)"* 2.91 (2.27~3.42) 2.66 (2.09~3.11) 21.042  0.000
P (nmol/L) 0.83 (0.70~0.98) 0.80 (0.52~1.32) 0.80 (0.40~1.34) 1.132 0.568
FSH (1U/L) 4.47 (4.04~5.37) 4.61 (3.75~5.53) 4.73 (3.43~5.65) 0.189 0.910

T (nmol/L) 1.39 (1.13~1.83)* 1.44 (1.02~1.94)* 1.02 (0.82~1.26) 46.998  0.000
LH (IU/L) 7.67 (3.66~9.85) 6.33 (4.44~8.45) 6.21 (3.49~9.87) 0.703 0.704

E2 (pmol/L) 148.50 (98.75~189.00)  143.00 (104.48~207.00) 166.53 (110.50~265.67)  5.101 0.078
AMH (ng/ml) 5.63 (4.42~8.15) 7.47 (4.94~10.98)* 5.15 (3.14~8.14) 17.620  0.000
TSH (mIU/L) 5.03 (4.46~6.12)"* 2.46 (1.82~3.11)* 2.14 (1.43~2.80) 111.703  0.000

H: *5 PCOS ANfE SCH A ELE (P < 0.05); * 5 IE# W HEZH ELEL (P < 0.05). HOMA-IR (BaAStEitfl — s Rikbiie
#) = (FBG x INS)/22.5,

3.3. PCOS ¥ SCH 4B, 3E PCOS £ SCH 4AFn1E & x BRARIERFR IHAIEFRAEE R

PCOS f}: SCH (153 59E PCOS f: SCH &35 Z [al i) — M E FEFR (Rl . BMIL WHR). FEUTE R
(FPG. FINS. HOMA-IR). fgfQift#E4#5(TG. TC. HDL-C. LDL-C). K W/ H#EFR(P. FSH. T.
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LH. E;« AMH. TSH)Z [A]TE4iH24% (P > 0.05). W7 2. PCOS ff SCH ¥ ¥) BMI. FPG. FINS.
HOMA-IR. TG. TC. LDL-C. T. TSH T IE# %41 (P < 0.05); HDL-C ik T~ 1E % X} i 4 (P < 0.05),
1M 54E PCOS #f SCH 4 c4tit %= (P > 0.05). W.% 2.

Table 2. Comparison of clinical and metabolic indexes among PCOS with SCH group, non-COS with SCH group and nor-

mal control group

5% 2. PCOS f# SCH ¢H. 3E COS % SCH 4B #11E & ¥t FBZA R Im R FN{C 5 AOFEARAVEL B8

Ei=ga PCOS f: SCH 41 4k PCOS f£ SCH A I X HE A ZME P1H

FW (D) 26.00 (21.25~29.75) 26.00 (22.25~28.00) 27.00 (22.00~32.00) 2.184 0.509
BMI 25.15 (23.55~28.28)*  23.96 (23.04~27.02) 23.72 (21.20~26.50) 13.550  0.002
WHR 0.87 (0.85~0.90) 0.87 (0.85~0.89) 0.86 (0.85~0.88) 3.448 0.202

FPG (mmol/L) 5.84 (5.57~5.94)* 5.44 (5.22~5.88)* 5.07 (4.74~5.49) 41659  0.000
FINS (ulU/ml) 21.26 (15.62~30.75)*  16.67 (11.58~19.75)* 11.20 (8.80~17.50) 30.008  0.000
HOMA-IR 5.52 (4.05~8.05)* 4.10 (2.81~5.06)* 2.49 (1.76~4.29) 33592  0.000
TG (mmol/L) 2.85 (2.06~3.20)* 2.42 (2.05~3.05)* 1.52 (1.15~2.32) 36.894  0.000
TC (mmol/L) 4.66 (4.11~5.38)* 4.29 (3.51~4.83) 3.73 (2.61~4.57) 19.506  0.000
HDL-C (mmol/L) 1.11 (0.91~1.26)* 1.27 (1.00~1.54) 1.33 (1.04~1.67) 13.684  0.001
LDL-C (mmol/L) 3.19 (2.91~3.55)* 3.01 (2.52~3.74)* 2.66 (2.09~3.11) 25.916  0.000
P (nmol/L) 0.83 (0.70~0.98) 0.73 (0.55~1.00) 0.80 (0.40~1.34) 1.713 0.568
FSH (IU/L) 4.47 (4.04~5.37) 5.18 (4.05~5.79) 4.73 (3.43~5.65) 2.075 0.910

T (nmol/L) 1.39 (1.13~1.83)* 1.24 (0.84~1.46) 1.02 (0.82~1.26) 24.031  0.000
LH (IU/L) 7.67 (3.66~9.85) 6.34 (3.23~10.05) 6.21 (3.49~9.87) 0.640 0.704

E2 (pmol/L) 148.50 (98.75~189.00)  136.52 (55.55~236.39) 166.53 (110.50~265.67)  3.820 0.078
AMH (ng/ml) 5.63 (4.42~8.15) 4.69 (2.90~5.80) 5.15 (3.14~8.14) 5.778 0.000
TSH (MIU/L) 5.03 (4.46~6.12)* 5.08 (4.60~6.41)* 2.14 (1.43~2.80) 142.846  0.000

E: *SIEWSIRA LR P <0.05), HOMA-IR (FaZSPETEL — BS RZHPTIEE) = (FBG x INS)/22.5,

3.4. PCOS B&ER TSH SR F I a#REM K 1E 54

BT Spearman A4 HT B8 PCOS B35 1 TSH 54E# . BMIL P. FSH. T. LH. E;. AMH 2 [i]
TP > 0.05). W% 3. 5 FPG. FINS. HOMA-IR. TG. TC. LDL-C £1EM%, 5 HDL-C &1
MK, ERARITEE (P <0.05). W% 3.

Table 3. Correlation analysis of TSH with clinical and metabolic indexes in PCOS patients

%% 3. PCOS £&H TSH SilmRFX s tra0tE XM o4

Eizpa rs {8 P fH
FR(%) -0.095 0.223
BMI 0.134 0.086
WHR 0.084 0.283
FPG (mmol/L) 0.312 0.000
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Continued
FINS (ulU/ml) 0.161 0.039
HOMA-IR 0.207 0.008
TG (mmol/L) 0.212 0.006
TC (mmol/L) 0.201 0.010
HDL-C (mmol/L) —0.183 0.019
LDL-C (mmol/L) 0.257 0.001
P (mmol/L) 0.073 0.349
FSH (IU/L) -0.003 0.973
T (nmol/L) 0.082 0.296
LH (1U/L) 0.062 0.431
E2 (pmol/L) 0.054 0.489
AMH (ng/ml) —-0.055 0.483
H: P<0.05 A4t L.
4. Hfig

PCOS A& IR 73 WA I 12 Bl WL, IR RILZ R, Fpa s A B 25 R T Fr -6 44- B S
VA ThREZREL SR By AP IR R H S, RS RORHELR T2, S8tk A5l RIS,
HOR AR IO REOR 3 T I BLA AR . H AR Atk [ H R AR T AR &3 05 1
HIMARTH, XN EFAEEEEEVINLR.

AW 7 ILIL4E 165 5] PCOS ¥, b 40 Bl 43 SCH, KRR LN 24.2%, FLlit4E 165 9 PCOS
B, Horp 36 B2 WM H IR, KREN 21.8%. X5 Enzevaei & N#HTHI— i EAREFT, R PCOS %«
PEEA SCH (TSH > 3.75 IU/L) IMER 2 25.5%HHI[9]. TRAKAKIS E %5 A[10]#fF 72 &8 SCH (TSH > 4
mIU/L)7E PCOS & i) B 5 5%~10%, 5AH5TH SCH £ PCOS H i) th I Z A Z 8K, Alfg5 TSH
TE 45 5 [ S5 560 5 23 28 3 [l B I 22 e R

AW RIS SCH i) PCOS &3% 5 H I IEH ) PCOS 4 7E BMI. WHR F1 HOMA-IR ¥ A
X 5I[10] [11] [12]. Nayak Z& A FHF 5Tt A 30 PCOS 535 BRI IE I PR FP R R T R JRaR 22 18] £ S I [13]
[14]. SR 3B A 785 PA b 45 RRpAE RO A [15] [16], WAH TSH HfkHE . BMI. 22 % 1 HOMA-IR
Z AR R E M. £ SCH ) PCOS ¥ 5 FH I IEH ) PCOS #3558 7% b Hi BIL I W T 1 % JB 5 A1t
[11] [17]. XEARWF LGS RANL, AW R LI A I SCH ) PCOS &35 BMI. FPG. FINS. HOMA-IR
BEET W IIEH ) PCOS ## M 1EH rHR AL,

1575 Z G TR I PCOS B3 & I SCH I P 70 Wh S« L S o R0 A JUE PR A B ™ B [18] » Lu &5
NN PCOS 49 SCH [ (1 i & 2= HKPT AR R S AE 1 R AR 23w, I B EORIF R HEIN VR TT R
N #[19]. PCOS &9 SCH i TG, TC Ml FBG Ft&, MM SFECE AR IMAE . FEA T 52 3500 15 5975 1)
R IN[20] [21]. fEARWFFELE Brb, FATAIL PCOS H# & IF SCH I TG. TC. LDL-C & T H 1)
IEH ) PCOS 3 L IE X4, HDL-C KT H IhIEH ) PCOS 3 K IE X R4 . 7Eft 5 A TIE K
Bl PCOS £ SCH K # 59E PCOS #f SCH ()2 2 [ H)— M E e AR (4RI . BMIL WHR). HEAR iR
FR(FPG. FINS. HOMA-IR). fEfCit{E#R(TG. TC. HDL-C. LDL-C). MW /-iListfekr(P. FSH. T.
LH. E;» AMH. TSH)Z [HITEAHCHE. ik, FRATHEN SCH fif PCOS gk E it —PHn, H SCH 1]
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DAd PCOS B35 1bE. MRACH S ELdt— P,

TEAMFFEH, PCOS & SCH 138 5H INIEH 1) PCOS #3& Py FSH. T, LH X E; 2 [MZEF L
Guit i L. ERRRE NI AL [22], & FEs RARIFEA SCH 1) PCOS A5 A4 SCH () PCOS
MM Epv LH. FSH A Guit 2= 3, Rt Fi ik KA SCH 1) PCOS B BAMEAH SCH i) PCOS
AR R PRL)AKFH o 1Ak, A —LeE S50 TSH LA 2.5 mIU/L AE R B 73 5, R ILESE
SCH [ PCOS 4LFIAfE SCH [ PCOS 412 [ Eo» LH. FSH. PRL JE4tit*:% 5[23]. HAEjXT SCH
X} PCOS &M E;w LH. FSH BB TR REEAR —FL, AN SCH X PCOS 3 HIX = MR A F2 M
£ 9% SCH X} PCOS B R AP sZm i H& TSH 5 PRL Z [AI ARG A fRit— B 7.

Ik, it Spearman #HIGPE S HT R B PCOS 41 TSH 5 FPG. FINS. HOMA-IR. TG, TC & LDL-C
RIEMSE, 5 HDL-C 2HAMHIE, #— P Ui T Hi%E PCOS 1) TSH EMIE M, MmE T POCS HH M
B IRARIEAL.

5. B4

i Eprd, WHIEAE PCOS &3 MBEACH SR R alidt— . ik, % PCOS &I ARHIL
FEOPR R REJRARAE BRI, TS SR A7 a0 0 2 B O SR S AL A 88 AT H L R AR DD REAS 2, 508 - J A T
T, o 2 9 0 LR A B X0 A AR 45 2 250 AT T 3 391 AR ¥ A A

E&WH
2K AR 5 4 BT B T H (81671420) .

SE K
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