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(BE] BH HEIHEIRIIIR G & (GDM) I #8541 2 Hh [R5 &2 5% 5 R F 3 (DLX3 ) il Syneytin-1
mRNA (B K L, Fik 2015 459 [ % 2018 4 9 J7E) 7otk B A K AR ERBE - FHGA ) GDM
SR 30 GRS WAL, Ty e PR R SRR 2 ™ 1) 30 2415 SRk B o EL ST 20 19— I PR A B i 2 5 T 2 21
Ht DLX3 FiI Syncytin-1 mRNA [ 5255 7K - (R FH 52 I 9 ot e f5 5 e QS i Ae I ), 445 GDML & A= 1) 5% 1l
WK, &R WSAPIRTERINE (1115 £4.03) ke, XFHRZ1 (1323 £2.98) ke, P4 L 2E A G2
B (1=2.069,P=0.044) . WELH B IEKIL 3 $(10.00% ) , % IR 1 5] (3.33% ) , FHLH LA 22 S R Se it
28 () =0.268,P =0.605) , MFL4] DLX3 mRNA %3k /K i % 5 5% 4L (P <0.05) ,{H# 41 Syncytin-1
mRNA Fh KT LA 22 5 RGeS (P >0.05) ;. ZFE logistic A5 45 5 BR , 85 1) DLX3 mRNA 3£
PRI RAEHE GDM ZAE MG R 2 (OR =8.142,P =0.004) . #5i  DLX3 2{2i#F GDM KA ffaka B Z , Hal
fiE2 57T GDM KRS &k .
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Expressions of DLX3 and Syncytin-1 mRNA in placental calcified tissues of patients with gestational diabetes
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[ Abstract] Objective To explore the expressions of distal-less homeobox 3 ( DLX3) and Syncytin-1 mRNA
in placental calcified tissues of patients with gestational diabetes mellitus( GDM) and their significances. Methods
Thirty GDM patients admitted to Department of Obstetrics, the People’s Hospital of Guangxi Zhuang Autonomous Region
from September 2015 to September 2018 were selected as the observation group, and 30 healthy pregnant women were
selected as the control group during the same period. The general clinical data and the expression levels of DLX3 and
Syncytin-1 mRNA (detected by real-time quantitative polymerase chain reaction) in placental calcified tissues were com-
pared between the two groups, and the influencing factors of the occurrence of GDM were explored. Results  The weight
gain during pregnancy in the observation group was (11.15 +4.03)kg, and that in the control group was (13.23 +
2.98)kg, and the difference between the two groups was statistically significant(z =2. 069, P =0.044). There were
3 cases of macrosomia in the observation group(10.00% ) and 1 case in the control group(3.33% ), and there was
no significant difference between the two groups(y* =0.268, P =0.605). The expression level of DLX3 mRNA in the
observation group was significantly higher than that in the control group(P <0.05), but there was no significant differ-
ence in the expression level of Syncytin-1 mRNA between the two groups( P >0.05). Multivariate logistic regression
analysis showed that higher DLX3 mRNA expression level was a risk factor for the occurrence of GDM(OR =8.142, P =
0.004 ). Conclusion DLX3 is a risk factor for promoting the occurrence of GDM, and it may be involved in the occur-
rence of GDM and placental calcification.
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IEYRHANER 7 ( gestational diabetes mellitus, GDM)
SRR , D S YR 7 UK AR Bl B b
AN o g5 Y P = i o7 O 1 B 2
LU R AT B A= 16 T AU O i iR
L B EGE FE I L AT BT, GDM ) A %
Rz 3N, R, FKIE GDM &N 17.5% 7,
GDM B35 7 5 i 2 B b 1) KU 186 i, GDML /&
G 9 A H U5 A H 5. 2 AR 2 BB Y
TSN 3. 7% 4. 9% \13.15% ' JLIREIF
W BRI A B L e, B EEMS L MR
B IR Tl 90% Sy GDM, H 50 AT HIRES J5)
AEEVRER . AFEVNNAHG GDM QA7
LEAAE" 5RO IRERRRL B L TR A
R RILE R R H S8 Seih A LR b B
A UM BB 25 G AR SR B DDA DG, 3R 1 iR S AE B

AR AR 7 o TR A s R T 3 (distal-less
homeobox 3, DLX3 ) J&— e S il 45 A 5, W] 9 428 12
FEAM M35 el AP T . Syneytin-1 &
PN T P 30 5% S B 9 B (human endogenous retro-
viruses, HERVs) i 53 H HERV-W £ (b0 85 1 .
AW R, Syneytin-1 BA NS YU 515 45
TRES G PR AR I H IR 8 B T RE Jy T A 4%
HENE, FERBN A SR AR EE 5 o AR &
FEUERFIE MR T o Choi 2 % B DLX3
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SHEAE AR A TR, KA 5 1 DLX
FEHEAS HRERBIESEL, REB AR
M EEL SN . AR EELK GDM BiE 5
IEF EIRAZ G EAS 012 DLX3 Fil Syncytin-1 55
BT B HAE GDM R L] i /E I 5
FEEIE AR G, RS A0 .

1 x&5H%

1.1 @FgExi4 %2015 4£ 9 J £ 2018 49 A
TE) PO AR XN R EE Be PR K I F4E e i GDM
B 30 BIVE WA . IANRIE: (1) £F5 GDM 1y
FASEIBWARAE " 5 (2) Bl L H 20005 (3) IR
(4) A Fal= B R P EE - &R R. HEER bR
fE: (1) G IFHMAE RS IFIE; (2) &R (3) R
IVRE 4 o Jiik BRI fd B 242 77 10 30 44 7 St
WEZH . A9 AARUE: (1) JC GDM Kz HiAt 4F % 45 -4 5
(2) ToUERIFAAE 5 (3) PRl =Bk R 2 B o
LIRS IR ARG B AR R A 2R HEBR AR
HE: (D) BIFEGY; () IRIILERE 78 WAL
KTXIRA, 2R A G5 L (P <0.05) , lATE
ZEHTIATE | RO R AR FL A LR TRy T LU 22
TGt E (P >0.05), W3R 1, ABRZH
AR BIA XN P Befe 342 T stk (45 . KY-KJT-
2015-1 5) | WFFEXT G 34 28 B NG R 1.

k1 AAELEFHUER[(32s),n]
i L AERY 2R TE : Eﬁﬁ% : 2P () TR () S0
€D (kg) Wik ORI Hie 1 2 3 >3 1 2 >2 )
WEE4 30  33.80+£2.48 57.59:8.56 19 10 6 9 10 5 10 19 1 38.68 0. 58
XA 30 31.57+4.30 54.93+7.62 15 13 2 7 8 10 5 14 14 2 38.50+1.89
L - 2. 460 1.270 1.200 0.108 0. 800 -0.500
P - 0.017 0.209 0.573 0.914 0.424 0. 620

1.2 GDM fyizWibrdE (1) GDM e iR & vk
A BRI A AR RN AR A 24 ~ 28 JRAT
AR 25 b Fe 338 (oral glucose tolerance test, OGTT) ,
RSO R ZESE 3 d IEHIRE (B H oK a YA
BF150 g) K AL BRI, OGTT ik &2/
8 h,5 min NITARE 75 ¢ #iZMEIIIIA 300 ml, 53514
PN R SIS 1 h 2 he Bk, DU i AR 7k
o, 2SR IMAE(fasting blood glucose, FBG)<5. 1 mmol/L.
1 h [#E <10.0 mmol/L.2 h ¥ <8.5 mmol/L, |
{54 (= EH ) B2 Wil 6DM . (2) #
HIX OGTT Z5 3 EH 2210 A GDM &faHE., O
PR R AR =35 % SRR I OB
S 2RO RIS, QOB KIE L, O
BRAMI5 L ANEJELR  SE iR (BB i s BRI JL

SR G JLRE FIE K 2 52 (GDM 8t @A IR 4T
RPH R SRR R R LR T4 8] FKad 25 i =4
FABIE R 22 B RE D & o 4R8Ik 30 ~32 il H 4 OGTT,
WA AR — U5 4 (= IEH ) B2 GDM'

L3 FRARmlcsE  TORREERENE AR iR g
J& 15 min PIRCBRAS, T30 i AR P I A3k Bk 1A T A AR
A DAL L) 1 em® 41401 B, DIAEER K oh T
i, B2 02 F AL R R —. Tk ( diethylpyro-carbonate
DEPC) /KA B A 2 ml RAFAE, -80 CLRAFA .

1.4 SENHOEE it IR HFE SOV (real-time quan-
titative polymerase chain reaction, RT-qPCR) il 752
K H] TRIzol VEFRIUIRALZHZFRAS 5L RNA, )i 1] DNase 1
(Cat: M0O303S,NEB) 2% DNA J5{di F 150 %% 55377
&5 (Cat;K1622, Thermo ) % RNA ¥i%% >k ¢cDNA, Jij A
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QuantiNova SYBR Green PCR Kit {7l #&; ( Cat ;208054 ,
QTAGEN) #£47 RT-qPCR 1l , it Fi{X %% 7 ABI 7500
YEGE f PCRAY, SO A R A 20l , #2 B & 13
Wl AEAT RO #84E . RT-qPCR §7 324 (1)95 C
AR 2 min; (2)95 CAEPES 5,60 CIE Kk IE{H 30 s,
40 AMEER, IV 2, R THE e Wk YR
HAMAFA . L GAPDH 2N Z, L2725
PAtEAXT Rk, X T Ct{H =30 MFEARZS

PL Cufl =30 STt mmagit,

®2 5l4F7
GIEEA S JF51
Forward ; AATCAAGTGGGGCGATGCTG
hsa-GAPDH
Reverse ; GCAAATGAGCCCCAGCCTTC
Forward ; CTTACTCGCCCAAGTCGGAAT
hsa-DLX3

Reverse; CTCCTTCACCGACACTGGGT
Forward ; GTTAACTTTGTCTCTTCCAGAATCGA

hsa-Syncytin-1
Reverse; CATCAGATCGTGGGCTAGCA

L5 mARMESE R (1) Z AT RN &« 224004
A GDM 5 LI A 30 (A4 5 A8 1, A3 06 iy 2
IR I 2R A TR 2 A i (2)
ERHR LS g A L AR AR, 1R >4 000 g
HHNERMIL.

L6 Ziitwirik N SPSS22. 0 GEit st ik 474k
ot o ARG RS TR VORI AR + PR 22
(x =5) FR, ZHIA] L AR FH LA ¢ K36 A3 TEZS
pagii:oian-aig SRV IEE QN L ES e e S SR N Lt VA
H0) [M(Pys ,Prs) 1507 2H ] LU BCR FHRR ARG 3 11
BRI (n) FR AL FUBCR T Y K36, SR
Z R logistic [[J4534r GDM KM KR, P <0.05
hESAGFE

2 FR

2.1 MBI ER IR K EIIURER R W
LR TR NS (11,15 +4.03) ke, X HEZH Oy
(13.23 £2.98) kg, A LA ZE SR A Gt # L (1 =
2.069,P =0.044) ., WEAH L ILERIL 3 #i(10.00% ) ,
XFHELL 1 i (3.33% ) , AL HLEZE S o ge it 0 X
(x’ =0.268,P =0.605) ,

2.2 P2 DLX3 F Syncytin-1 mRNA PR
M5 DLX3 mRNA 3k 7K 35 5 TRHIRZH (P <
0.05), P4 Syncytin-1 mRNA FIA/K- & F T
Gl E (P >0.05), W33,

%3 P4 DLX3 #¢ Syncytin-1 mRNA % &
K 3R [ M( Py, Ps ),2 7AAC[]
M5 1%k DLX3

Syncytin-1

WAL 30 0.61(0.00,1.26) 0.69(0.07,1.57)
XF R ZH 30 0.00(0.00,0.00) 0.61(0.00,1.30)
Z - 138. 500 3.925
P - 0. 000 0.399

2.3 52m GDM KA ZIHE logistic [HIIH4 445 %
DAAF S 2P 30 R 3 2 A DLX3 mRNA fE 2y B 28
i, UL GDM By B AR (=1, 7% =0) i
172 R logistic [H1H 73047, 25 R B, B 19 DLX3
mRNA FKik/KFEfE#E GDM kAR falH & (P <
0.05), W34,

%4 % GDM X 4 th % [ & logistic [ )3 4 4 &

B % OR(95% CI') p
AR 1.095(0.913 ~1.312) 0.530
TP A T B 0 i 0.867(0.728 ~1.034) 0.114
DLX3 mRNA 8. 142(1.901 ~34. 870) 0. 004
3 it

3.1 Hii, GDM iy &AL 1 A 58 4 B B, A3 BF 5
R 50 8 BT A N A T R
E AR A X GDM AT R S B R 2k
THRE S H A 2% iR B AS BT RE , DT 3 A L
ISR R A Az . DLX3 J&[a) 5w Bl & DLX &
FIEP I — 0, & — e s R R W IR AR KR
B R — B, w] PR 6 2 12% 5 40 0 0 1S 5
SAELARET o 534 AT, DLX3 st &k n]
5G4 K KT (placenta growth factor, PGF) 132
i, DLX3 5 i J 40 g i 2k [ 1 1 (glial cell missing 1,
GCM-1) I Bpl) 42 Ak R an s A= 4 b PGF
K, ZH A AT S8 PGF H540 1, 2=
AITFE o , 22 R IR AL IR 7 o (tumor necrosis
factor o, TNF-o.) 1 8- FRjFIIRZE F2a (8-isoprostaglandins
F2a,8-is0-PG F2a) 5 GDM ) & A= HA S AN
AP ZAE ] 7RI S GDM 3K i 8 1M 48
WA T3, SO RERE RS . GDM J& i ik
DA FEAE , MR 0 R REAF AR M I 152 450,
Z SRR S A AILAAORT IR B 2R Y UM — 2D
I, ABORRBYERR 1K Ao ARBF5E45 R i,
SIEWITIRE M, GDM %19 DLX3 mRNA #ik
KR & R, Z2 3R logistic (81504 45 2R A /s
i GDM A kA7 fE i R 2, 475 DLX3 5 GDM 1y
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SRR EA G, A I T H GDM & AR 1 v
TENGIR B E. 5340, DLX3 2 5B, 28
AR B IR ES RN T . AR IBOMAEA Ny
G ELESALERAL , AN HERR DLX3 XF GDM fif #4516 1Y
KA —E RS2, H DLX3 & A5 1 52 GDM 1
KA R ARSI I S5 A & A A Rt — B IR .
3.2 HERVs K&y NI 8% , £ 18 i
W SR B A AR DR v 2840, B — AN TR R B 2 A, Herp
6 MRIXT AL, 73902 HERV-K HERV-R(b) |
HERV-T .ERV3 (HERV-R) HERV-W #1 HERV-FRD,
i 3 MENGIAR RS )5 3 MER AL b 2
ekt Syneytin-1 J&ff HERVs % 51 4 HERV-W
G M AR IR B, AL T Y 6k 7q21, i & im
B3 ( surface subunits, SU) A & V. B4 437 ( trans-
membran subunits, TM) 20 %, fi & HEG N SR . 5
15 FEAMLZ RSG5 G e, 5 3 B {2 20 i g ml
GUIRE, FERIA TR RGN, TE e E
JIG & B MIIRE DT T & 5 B EZAEH], AN S
FEANIIETE SRl S AR E R AT K
Z% GDM (.35 1 i 5 B AT BL B 2 427 3R B,
S N EEA R e R = 37 W ANS St 1= w7 11 K=
H7AE o Soygur 4L ST GDM R ALARA
Syncytin-1 Syncytin-2 F HAZ KA FE K, X I7E GDM
NGB Syneytin2 J HAZ AL 1T K
J7% 2 (major facilitator superfamily domaining 2, MFSD2)
ZRIB KA T BU%, 5 I H G AR LL AL, Syneytin-2
JILAZAR MFSD2 75 135 T B, #2755 Syneytin-2 A
fEZ 5 GDM (i il . Murphy %5 B 58 %
Syncytin-1 (R 335 FIR T2 R FF 355, i E 24
A2 6 (interleukin-6,1L-6) 25, HHFFEIA N, G
F=H: 5 1 42 (reactive oxygen species, ROS) KP4 At
BRI DIIBE PR 2K 15 1T i 230 GDM MG AL Y
Yu 452 4 Syneytin SR AR T a(glial cell
missing a,GCMa) F#I R T, GCMa W] [E1#45 Syncytin,,
B2 45 ST Al DLX3 AI RS2 Syncytin 19 L5
PPN T D Syneytin-1 A] g8 1 12 R S0 | 5
SUMISET: RIS S GDM I & A F kg, B
PRPLE M RE i — B9, EABEFESS R R, GDM
B 5k GDM B & (W ir #4121 Syneytin-1 ik K
PTG 25 e, XN HERR R THEAS RO NMSE I R R
ERAN T RAEA T — 2P IR E
3.3 GDM 2 hnE KNG LY & AR AR , 2% P& LA Ay
) LA A~ B 4% s AR P 5P s Je 5 3R IMLAE PR 5%
SN i gn ey Y sp R IR E S NS E 2 €L Sl
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FERT S o A BTN GDM S m A
Finl FAIG RS PGF (236K i i 4G 77
AR T SRR R K i, eI E R LAY &
AU . AT RS B XL 3 441 (10.00% ),
SRR e S G (P =0.605) , iX A1
A RE S AW TR A 5 (A HEBR AT
IR W HLERZ GDM J5 43T LIk
B asdiiE T . ZHER logistic [mJ973HrE R
BRI EIG IES GDM % A JC B 3 G Hk, X n]
REA A T2 DA S A B 2 A5 T LR R A9 TR
£i ik ,DLX3 a[fEZ 5 1 GDM [ A& tLil,
WAHERR DLX3 {23 T GDM ka5 Ab iy &2k, H A
PRIy KL A Ff iE— 2P BESE . Syneytin-1 £ GDM
B R AL b AR 5 IR W AR R 22 5
AN XANHERR 2 1 TR AS R N 8 4 R A
fay , A FpJe Stk — Y RAEAS R L RAIE
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