i E A AEY) 2424 9] Chinese Journal of Cell Biology 2022, 44(3): 477-483 DOI: 10.11844/cjcb.2022.03.0010

FRRBRTE X 3R 5 S R EATE Pk iR BV B ST i

RMEE BRER XRR HE B BT R
RIS BT S R, 9 3152115 W KBS BRI PRIE 3 R, T 315215
TR BE AL S 5 TS R, T 3152115 WA S P R 0B S %, Tk 315211)

WE  FRBEARRHF R T HABRES, AERE S T FHRRLE KRG A, AL
FORIEAR KL FE KT FARME S GEIE T 5 JEdR A2 Fr % (gestational diabetes mellitus, GDM) & 4 48
K. LIk, FARM ) A0 XK 691845 B F 2 EGDMA R A, 128 AT kit =4 K 5GDM#Y
ERRBEIEL R, %I R T IRIRA K TR AR F RIR ) feAR X 5
BB A A GDMEY R AU F 491E ), 4 45 TR IR 840 X GDM Y 46 6 SRR .
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Research Progress of Thyroid-Related Hormones and Gestational
Diabetes Mellitus
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Abstract Thyroid-related hormones participate in the regulation of glucose homeostasis, and their levels
could be significantly influenced by many maternal hormones during pregnancy. Studies have found that thyroid-
related hormone levels and thyroid dysfunction are closely related to the occurrence of GDM (gestational diabetes
mellitus). In addition, genetic variants in thyroid function-related genes may also affect the risk of GDM. However,
the specific pathological mechanism of the aforementioned three aspects in GDM is still unclear. This review sys-
tematically described the roles of thyroid-related hormones, thyroid dysfunction and genetic variation of thyroid
function-related genes in the pathological mechanism of GDM, which may provide information for future preven-
tion and treatment of thyroid function-related GDM.

Keywords thyroid-related hormone; thyroid dysfunction; thyroid function-related genes; gestational dia-
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SR L 2 1E A R, T 08 2 ) E
IR FIRAEKRIE 2. R BERJL. B LK
MR SEAN R AR UR 45 JR) RS 3G 0, 326 20087 s B 5 AT
5 ) LR S i 28 2 B00E J s 0 AL JRE £ JXU Sy 384 i B, 22
RS FRG. 22/ IR BEIR X0 2
Z . A RIER DR 2R CAIE B 25 5201 GDMIP)
KA, FCHUHI AT B85 KB BT i 451 40 A1 4L 2Lk 5
ZKPT (insulin resistance, IR). AR LR A HiE
S AP B R, {2 GDMUE AR A AL
V3E e B

e I, IR IN Y E P & IR N 3P
A5 GDMI R AEZTIA M, HARBRAE G ER 2
FLFE FUIR R 2% (thyroid hormones, THs) A 4R i
3 (thyrotropic hormone, TSH). TSHR] Ji## THs4=
Jf, 10 THs AR ] 9 S A5 5 TSH. B AT B 4% mkA] 2
Z 5N 2 P AR A0 IS e R, AEZ0 L 4K
AR RS 2o EEREH . BRI E
R AR A U R R A LEK KT, H RS
B 1) % B AR R AR A BB RS ), A — 28 52 If
FEARU AN 5 = AP UAKCT Y )z, HUARIRAR G E
(7Kt 52 BIAE AR I 18] 2 P R R M o AT 3 2
7R FUIR IR B BERR A5 (thyroid dysfunction, TD)s& 4E
ORIA W WL 3 i 2 — , BLFE R IR D REIRGR |
RURIRShae ot O R RRIR R E . B &%
P M FOIR IR 55 18, AR SRR 2 45 ) 3R 7 A HR IR
JERAH DGR A HUR IR D e 5 GDMK AR Z AR R,

A1, 20 B HOPR R DD BEAR G 26 (383 1% 42 53 5 GDMI)
KK NS Ja R IR D8 5 GDMA AL
FEIEPEAAR , FF W HIRAR DI RE S 5 A K K GDME 25
HPa R AR B

1 FREREXEEZESGDM
FROIR ARAH SR TSHA THs & M LA P 435751 4 b
P EEPOER R, ZITSHAMTHSHIZK AL Z
RS FRG. PER. AREFREANHL X R, b
TEH YRS BEAAAR P I AU 7 R B 52 59, it
filf . kR HR IR R & U ) L FHFE TR, 22
P R B R SR AN B X B T R )
FEX R Z 7] g 5 BRI R & BB 2 2 b, i
SN ORISR G . IR ORIARE A B s A G 5t
53 WA Rl [R R 22 52 0 HOR BRI R /K2 4k, T A &%
B JEAEPE R 2 (chorionic gonadotropin, hCG)FJalll.
i 5 TSHEE ) B A [RIEME , vT 58 4P 0T Ui
ARMR R 2 A 80 — s, TSH A THsB# 4 £
PLAA 3352 AR 0 A8 A T 2 B0 HR R () AR a3
U R 5 BRI TSHEEhCG/K I T m 2 F B,
U Ui e A T (B T 22 AR S R KT o L Vi S — R
JRIR R Z R (free triiodothyronine, FTs)A1 Uil 4R i
JR Z R (free thyroxine, FTy){E22 F 1 7, Fifi )5 12T
NEES. BETTR ], IR LA I TSHAT THs 3 m]
T I MY D R FE L ARIE KT DA R R S R
WA IG INGDM A& A2 AU, FEHL a0 1 1011

<\IRE1(1/XBP IS>\cAMP/PKA IKKB/NF-xB ) Adlpocyte

QRS phosphorylationT) GRS phosphorylationD

kPlsK/AKT Adlpocyte !/cAMP/P \

(i)

Sympathetic nerve

\ A@((:Kl/csPC/GLUTz t
(rosmos 1) \

GnsulinKGluconeogenesis TXInsulin lXInﬂammation T) (

Inflammation T) ( GluconeogenesisT) CEGP D

E1 TSHA THs3I IS HIF20T
Fig.1 Effects of TSH and THs on glucose metabolism
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1.1 TSH5GDM

TSH/2 FE A Al 2 A5 DX I3 FFODR B T8 — o
28 kDak# i [, 2Ll e FUR BR R 32 4R 5 H
IR I BER . TSHAE HUIR 5 H i) A2 A6 T TH,
F2 St FEOIR B T R 5038 B R U 4R AR e I PR R
PR T fie Ja B i R 0 A THs IE 3 15 00 N TSHST: % 7t
1, X Ut B TSHA 20 37 FTHs R #% 1E . LENGZ"
W TR A E FAR IR T B8 IE RS R, R0k B A0S
K I TSHZ: 3 INGDM AR Ji KU, FewT i id LA
AL R M GDMK A KU O TSHS {2 FFIR I i =
ARG G I WO P IR I/ B BB A (acyclic ad-
enosine monophosphate/protein kinase A, cAMP/PKA)
F T, L O R 2 2 0E HE bR R
s FIAh, TSHA ORI BE Lo/ X & 45 & i E 1
I K 51 RS A R, A A i 3R 3 A4 IR (insulin
receptor substrate, IRS) F A7 R 1L, FHASIE S R (55
3, FEUR S R WD, @ TSHIE v] E 4 H
W5 e 1 20 O ok c AMIP/PR A I8 7= A i g SR BB TR
“Fo(tumour necrosis factor-a, TNF-a), Fi# i #% K 1
KB #% 75 FIL-6B I, 19 dm LR AL RLOK o [H]
i, TNF-afIL-64 34 TR S S5 7 fif 2 1k, 9k 2D g &
For Ut () TSHARUBENE W7 A ™= AR 2R, [ Ik
/b JRIBC R B 7 AR M BT R AR, W AL
PR SR R i, B8 B IR (2 #EGDM K A2 K
sl g bRk, TSH/KSF-F iy vl st b e 5 A=
SR 2 14 IR 7B = A 98D g 5 2 A SR B
GDMUR A RS, AL T WL 1.
1.2 THs5GDM

THs — 28 = 4 T 15 37 IR A QI Fr) P 2 1R 2
BER, A4S FUIR IR R T A = RO IR R R TS, 1L
AT AN T, 2 DL AR B 20 A7 7E: 90% L _ETHs 5
MR E A E, KRN EIRSRIFTAFT,. o,
FTs52 HUR IR R E 1R 2, 8 4 4 24 vl FR
PR TR I Il il o F TR A7 5 - i AT A 17 o1
HUR IR ER 2 AR LT N B AL 23 35 3R 08,
THs A I 5 H 52 A4 25 5 s e 8 7 B e iz U7 5(
HEEFAEMAREYIIEREA . SIAEA.
DRI+ B M A R A5 A B, 3 T A 5 LA I B L I
JE AR T AR

1E 8 A5 FE U Bl N THsZK P 1 3% 3t 2 52 i
GDME A K, Wt LR BAFT: T 5 5 GDM 2 IE A 2K,
FT,Jt 5 5 GDM & Ukl kUM, ZEREpHr R W, 4

O T JAF T, i VU 43 A7 2 20 1 R GDMR R 2 iKY
AL AL 4255, WE AR b 1 38915 M. HL 44T
&, THs 3= 2l i DL R DU AT T8 52 i BLAA A 45 6%
Fazs: O THs 5B & Ravp3Z R4 & o o N ik
I gt AL -3 - iy 2 1 O BA 5 i, Bk — DR
L-KS AR ¥ 18 1 A TE 1, LR — S B A
(nitric oxide synthase, NOS) 1 14 % (reactive oxygen
species, ROS)E ik, #E 1 5 20N [ ThRERRAS, (1541
PRIRIE N, @) THs R B0 25 i 17 R (free fatty acid,
FFA)IZE L, 75 FROSHINOSA: fit, 1 iR S AL B
BOKF; Be4h, FRAE AT G AR S S AL IR AL, st/ ik
By 340 w7, () THsit ik cAMP/PK A #% i i B-
B LRI AR, SEIN)L R B I R, IR S
eh R IR I 2N BRI R Bl 481 67 - - R IR
A 5 03 4 W W T B 1 255 P WD Rk, Y o
ARSI @) THs 5 FOIR B i0as 52 14 45 i 52 ik p
ZAE T I NE, 3PS IR A 0 61 ) 40 T S
TR AR T S 2 KN P YR R A, e 2 4
PRI, pl b w] N, THs ] a3 o 45 % 7K -7
FIE 7KK 34 I GDM A AE AR, AR AT L 1

2 WEYRERFFAIKBRINEEFEES 5 GDM

UEGR A M) B T R P E 2R . N
P4 iR 2% (human chorionic gonadotropin, hCG). H
IR RS, & BR AR F (thyroxine-binding globulin, TBG)%%
ATy TP IG IR 50%, B 75 K & A1E JIE
BT o 2 O B B AU AR A T 3G I o bk e 7 22 BEA
TNk Z Bt & HAUA TGS LIS, iR 3L
TD R A B2, TD 2 IR 39 18] 5 L B8 PN 0 WA 5
Z—, M TDHRA B AR WX 1 R . Bl TD
5 GDMIJR R PIAFAESL, I TD5 GDMZ ] H
KB 18 17) 75 22 e B 1621
2.1 WEIREAFRARThBE IR 5 GDM

FHCLR it Ty fie ok 1B RE A2 — i L 1R 3 R 30 4 4
WA, BLFE IR PR FOIR IR 2 8 U8R (clinical hypothy-
roidism, CH)HMIV I PR HUIR i Dy e J8R (subclinical
hypothyroidism, SCH). CH &8 TSHT &, JEA
FT A1 /BUFT,f#fiC. SCH/Z THsIEH 151 N TSH
FhE e BEYRIA R BER = . i 4 2 W DR 14 0 5
THs 73 W /b, 1T THs 7K B A% T 9 S 454 i TSH
KB, A R AT S s CHER # K AE GDMURUR: 2
IR 228809 17345 , SCHEE GDMK AR RS =2 TE 5
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R GEHIREAIE) X M E IR BRI RERR IS Bm R (IR RS 5 SCRK([21-22] 20 4R)
Table 1 The prevalence of thyroid dysfunction in pregnancy (adapted from references [21-22])

IR IR DD e b i
Thyroid dysfunction

B
Prevalence

Clinical hypothyroidism

Subclinical hypothyroidism

Clinical hyperthyroidism

Subclinical hyperthyroidism

Isolated maternal hypothyroxinaemia

Autoimmune thyroid disease

0.3%-1.5%
3.5%-18.0%
0.1%-0.5%
1.7%
2.0%-8.7%
2.0%-17.0%

ZAYA 154459, {HSCH 5 GDM X 8] [ % R AT 74 4
W JaBEZERE M R I, SCHE GDMAH AN K B 1E
FFOBR i e 4504k 90 18 $T 4 (thyroid peroxidase antibody,
TPOAb)BH PG L T, SRTMKENTEEPHE H X — %
R Bt 5 P 2 Wb AR DG 2445 F 2 e AU
TSH>4.0 mIU/LIE}, N TPOAbSZ 75 NBH M, SCHES 5
GDMAHZG. [, FRATTHEMN 24 ATSH>4.0 mIU/L 12
WibR e, o et 2 RE T I 8 238 inGDM
KA. FHaTRERILHIEHE: © & FEKE T
I 93 A6 TSHIK FE S5 T, a0l AR TSH S 2
BUAAKE 5 A2 IRFI A AL BLEOL 6 3 IGDM K i I3
Ko @ IR$EGE, FFBCIRAS T AME My b, b 44
Xof 5 B AU FRAR PO, thAh, FRURCIRAS T A E 4
8] 5 I 1 A TR BB A7 2 48, R R R CRE IR,
FIFH 2 RAK; LB S R 2% A 15 1t AR, 7 28 0 1%
il 2 PRAR, o T R 5 SO 267 0 7K ST 14 o £ (=] BT
HE— 25 I RIRES, - ) KK FTHsPE AR AE 25 (1 AR B
W, S B ok = ER KT8 I, (2 #EGDMK
Az gk DS, pR AT L, H R A R TR 5 A TSH 5
i Tl B BE A 2L, ATTIE IIGDMUKR A K
2.2 FIREAFRARINEETTiH 5 GDM

G G A HCR I D e Uk B A I R R ORI I R
T IRPRH TU/2R FT A1 /8 FT. /K FFH &, TSHIK
SPREA s LI PR FH U2 8 TSHFS IR THsIE R . 4F
O H1 FECRR R 2 8 Uk R p A R T IR A AT gR
P HURIRFE S8 Y, HERERY, BT S IR
FEARU 58 B0 0%, MUt 238 inGDMUK I KU

F 703G I GDMUR A2 AU 32 44 DAR DY AR
Rl : @ IR, FHCRAS T T PR O 1 8 67 0 ) 34
T BEARC P I 2L Z00] g i 22 R UM, 38 i U TR 55
SR IR R A - R I G N & O w7 i i

EIWE ISR 2, JINORE S A, adE— 20 B 5 I IR,
@ WITTRIEE B R A K E 454 8 A 1(insulin-
like growth factor binding protein 1, IGFBP-1)/=4:
IGFBP-1Z 5 LA & HE 717 . JENKINSZE PRI,
0 H 3 T i 7K SF IGFBP- 1 R] #1061 i 5 R KA
FBVAEYEE R A KR K,
JiE 53 R ASE L AR HH BT 0 0 AN T 52 . D 1 AT BB KT
ThiEr, HTCNHARACE G 8, R 2= 2 AR 2 5 3G,
R 5 2 1) A R RS B R B 3 I BT e Ak, K
SR FTs 0] DAIE G Rt & 21 52 A4 i) - 1/898 s I JUL I 3
W /R T BAS 5 B A pAE M R S R A
SHT, 5 S PN N 5T I S BAT A T, A4S
JiR & 28 43 WA b P @ H TR G o A A
FFA. IL-6 &% TNF-o~54) )5 73 W i, 3 SR EAL
LB,

P ERTIR, FUIR IR ) REIRGR A0 HIR BR D e Uk
o] i o S AL IR A RLOK P 5] 12 GDMK
ARG RPN A 2 e,
s2 R A A IRMG 38, TSHIKV- 57 T i BT BUA AR
W WO A FER R 9 I IR KG9, THs7K-F- 5 % T
T EEA R . P 5 GDMIE R LT L2,
2.3 BEREMHRRERERSGDM

H 5 %95 1t FFOIR 7297 (autoimmune thyroid dis-
ease, AITD)Je 5 # WL H & SV < —. AITD
bR &7 FR RIS A (TPOAD) EL R IR ER
H $i/4 (anti-thyroglobulin antibodies, TGAb)FH 4. 7
SEGRIAME], MG = BiAd B Bk = . il = S
EILR /KT RE LT SEAITDR KA - iG> 2
T ECFIR BR TR S 8 I AR TRoRE I, S BUE
CIMINITEARES I ERTTuR=¢ P! VIIESS ISR N 34
it 4 e 1) 285 B 43 - 1B 3R, sk 4 s i A
JiE R A Bk = RN = B 5 T BOM LA 28 IR P
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&2 FRRINEERUR AT S GDMALEI LR
Table 2 Comparison of mechanisms of hypothyroidism and hyperthyroidism with GDM

RN

Pathological mechanism

FUR IR DD e g iR
Hypothyroidism

FUIR R Th g T ik
Hyperthyroidism

Insulin resistance, IRT

porters type 4, GLUT4|—insulin sensi-

tivity |

Oxidative stress?

IR of peripheral tissues: glucose trans-

TSH{—TNF-a, IL-61

Hepatic IR: endogenous glucose produc-
tiont; degradation of insulint;

B cell apoptosist

THs?—TNF-o, IL-61

MEET T IR TR

1 means increase; | means decrease.

TPOADbH 14 & GDMF AL Tl K -, TPOAbPRH 1
T H GDMF XU 16 1111 65%, TGAbRH P HE & GDMIY)
AR G 88% ™. Iy AN W FL KR s, SCHAR i
B GDM X2 1EH AR 1.784%, 11 SCHA 3+ TPOAb
BH 14 772 4 1 £ GDM XU 3 K 28 185 N1 3.22 4%,
I, AITDZ2 1A 1 5 GDM R i 35 = 1R 4200 2,
it BRI , AITD B H 52 K 41 K1 TL-
1B+ IL-6VL R fit R bRl 1~ b e FRAR3 2 3 1
o AR, TL-1B 38 v] 4k S8 R F i iE 115 58
PR, SRR B PANRIIRESZ L, TR By 2 A b I
I e g% i ORAS SR A IRPY, G IR B, AITDIE
WA FAh B By e B A, 2D LA
RRESL, A IREY, th4h, BF9T &I, TPOAb
H A 2 4 G 30 R sl A R U B B S PG TR 2R, iR AT
()2 i FH sl A /i R TG N GDMIR R A2 PY. R,
AITD = ZEHG B G35 5 RE 2 S48 75 GDM AL 1
hm.
2.4 SEYREATNSI MR BIA AR R IMAE S GDM
ST AR BRI 25 IAE (isolated maternal hypothy-
roxinaemia, IMH)$& TSH/KF-7E 1E % JE N (<2.5 mU/L),
TPOAbII M, FT /KK T ZHEH M) 10% 8K T3 5
H A EUE (BPAEAEGR T T 1.01 ng/dL)P. IMH
AT GDM A9 KU, e 2 GDMIP) RS A2 1
ZAA 145659, B AT, IMHFR A AR B 6, nTRes
175752 1oVt S VWl = e A P R MW K =& B 4PN
TFEuf i o, Horp s = 2 E ERN Y, AR
W, FT /KPS AR ECR ARG, FToKFREAG R B
MU BE S\ I F6 N4 BT H8 20 b, AT 3 i1 GDM
KA S, Fhh—Dia Fi R B, B FT KT
A3 20N B Dh e RIS 1T 55 25 48 i GDMUR I AU 1
— I FE F Eh Y S I R W], IMH AT [ S Ak P g 1
S FEAD S S ARy 3 ) N TR R SR (R B A
HIWE SR AR, 145 76 ) 0 4 18 RE T PR L

BEAL , IMBRZS T B AR I UL 3- 150 / 2R 1 e B/
AV E N RLE OIS TIEEETE TR, R R
IR U, IR B R BURE A, TRt 2B i GDM

3 TD;aTr5GDM

AR TD A B /e /1, Bl TR B A &%k
W, WIS BIPRS00 H & %t AR 2
52 BONELEAMEFAZ P, KL, 20174536 [ R
Ji& ¥4 (American Thyroid Association, ATA)¥& i H
ZAHRIT TD A 42 S AL R B D) 2, BRAIRIR ™ 22, i 1%
IR 7= R BRI 2 P GDMUR I RUSE , I 4 UTE AR 24
TRFE HCR IR Th B8 1E 5 1) L A 2 )5 TD B TR S 4R
() 350 2 S Ip B P 245 77 &, ORUE TSHIK BE AL T 1R %
YA P2, (H2 55 TDIAS [FEVR YT 77 24 GDMI
SMAAIANE R . W IR R, 22 RIHL-THRYT SRIGIT
Az BYE 97 A b 2 PR GDMUR ZE RS, L-T4R 97
= S e AR 28 AR SR TROR 5 LA it 55 2R
AP, ZhSLER R I, AMIETE THAE 7 AT B
RERFIZE A 10, a2, MABBE A 2. JIERA
HTHE 15 mRNARIRIA, 380 J5R & 27 WA Uk
P, DT 5035 6 2 B i 52 AN R ATIR B, {E6 T A
L-TJR 9T & 522 2 3% P I GDMUE B A2 E 51
ZHANGZEP R B, 7£2.5 mIU/L<TSH<4.08 mIU/LH,
L-T697 289 i GDM A AR , X Al ge 5 id B VR TT
A K. M MARAKASE PV BRI /£ TSH>4 mIU/L
I L-T 3 TI697 , GDMUA I KU 2 38 T
I, A7 Z 3 — 5T LA € TDIR YT A GDM
iaf- AR

4 BURARINGEMEXERESGDM
SERAST R, SHRBEEZE . HR
M 3 A PN 3 26 PR e R VA % 1 2
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R4 GLIS3. NCORI. TTR. SLCOIBI. DIO2.
DIO30S. FGF7. PDESB. DETI. ITPKI. VEG-
FA. GLIS3. NFIA. MBIPF GLIS3TPO% ; H4h,
FOXEI. VAV3. PDEI0AFI AADATH: R it 46 45 7
L5 FOPR R T 8 Dk AR AH 26 BS 5 n, DIO 2% 65 i fit
filf, DIO2FpA% TR B i1 Hh 95 SRR R AL N TN 2 BRI
DIO 2% i 1 it R Lt SR AR | PRI 1 20% )41 B 1 Ak
R BOMHUARIRKCEEY, 340, W58 RILSLCI16A42
I SCLI6A10%y 7 4t R IR BR 1 12 B 1 R IR
g B 8(MCT8) MR IR #5128 B 1 10(MCT10),
MCT8HR 2k 11 AL A4k HH B = FTS FIRF TR, 261w
T F R S A B ORI R S A T R B D GDMUR T A
B0, gk Ah, JHCAth 5 R JU) mT a2 e AL AR B 2 IR
NERTALZR 98 ik« g i 25 70 WA S5 SR s M LA Hfi B A,
R EARNLH A fr itk — w70,

5 GitSRE

ER LRI, ST YRR BRI EK BB HUR
i Ty i B 5 AR FECER B O B PR 3 A% A2 52 14 5 GDM
(0998 RGBS AR O, B AT 3 B A TR 48 B 35 55 9
B R EGDMR A K i o TR, BATIHE 2 i A 22
Hh 85 T AU DR IR AR DG B B TR, X 183 e
I7 I PRI L R BRAR S B KT AT %
JETT R HURBRAE SRR . HRIR D RERR AT 22 TR
TIREAH 2L K] 5 GDMAH AL BT Fe 32 B %,
ANFITDZE R AR L6 T7 T3 S € J 3 GDMIIE
TSR DAL L DR B Zh BEAH G B A B 4L [ VR T
HUIR IR D BEAR 5 FIGDM I £5 & Bl $ kB A 3
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