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WE B FTEIREI RN ( GDM) BRI I £ 4
WAV IMLAE A B 2 P S 9 1R T RS B A RE T B R o
ik WA RIS U B A R B vk R U
FEONUAR: B ST B ( TEM) 38 C EUSH( DLS) K Western
blot Rl HEATHERE s (RSN JH #8 K A B2 46 g ( HUVEC) |
BPEDE UGG W 9 3 5 A S AU AGH I PN g 4 o 471
WA YRR FIH] CCK-8 SEH AN EdU B (3% R IR S 46 Tr-
answell {22590 FI/INVETE 180 S 98 70 S A 00 AN ] o B2 119 71
AT P Bz A0 B 58 S 7% AR SR AL A I BE T IR . 28
R RN B EARTEHE 40 ~ 130 nm {4 i B /MBS 23 B 4l
PR iR A M I PR BE RS B P B A0 L P B, - BE A8 LAk 2 A0
PEAEE P9 e 40 M Y384 58 ST 1R 2% RO RE D BV VR FEE 1
NGRS P9 B A L F) b 3k T i B 42 BEAE P B o 2538
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I U5 1 4% FR 775 ( gestational diabetes mellitus,
GDM) $5 &t 9 & AE BE YR IR B W T & 5, 40
i — AR e AT ORHT O A R RS (H A2 30 B IR B2
(Y, S UL UE IR I e 2 — " . GDM L4
BEhniG I &AE , G E L AR LA o & AR 2T
B MUAE S A2 38, 3B 23 3G 28 30 F 80 1ML 4 2
12 UM PR 10 R 7 T T R g . 4R
1M1 ,124 4 1k GDM 1 A s ALl 6 AN B A o i B4
H R S IG LA RS, Hol o AR SS e
FRAtes K ACEE Y HE A5 D BER I IR ) 24 4550
BEAEAT o BRAERFZCUESS GDM B 34 IR S8 IE 46 iR
I A O, MG 4B A0 i A5 R TR ARG I, 6 A0 i E
GEREND & ) UNOE i R o b A S ¢

BT H b Ay BE 2R E DI I R E TR (465 20181481)
Ve Tl AR BB R, AIRIE 050051
2L ERF RS 2B A K 050017
FEF TR SRR, 2, B AT BRI,
2 W, 2, B EAEBEI, 5 AE ¥, E-mail: siyihuanh @
163. com

I XUZ Wi 73 7 (0 28 B B R /MAS, EAR O 30 ~
150 nm, HLAEAEE S 459 70 54540 L Z PP RE
AT {7 B A o T 20 B I B 07 4 e
A U A5 T A0 M IE 3 DI RE R S R T
L, AMNBATTES 5 T GDM ()95 2 A B 22 B -

taken from the angular vein at 7 days,1 month,3 months,and 6 months, respectively, and the contents of transferase
( AST) ,alanine transferase ( ALT) ,alkaline phosphatase ( ALP) , eosinophils( EOS) and leukocytes ( WBC) , red
blood cells ( RBC) ,platelets ( PLT) were tested. Results

infection from different regions were successfully established. There were no differences in blood routine and liver

In this study, three mouse models of abdominal cavity

function index of BALB/c mice from 3 different regions. Among them, EM=2 ( Xinjiang strain) group had the most
protoscolex. EM-3 ( Sichuan strain) had the least number of protoscolex. The EM2 group had the highest infection
rate( 77.8%) , and the EM3 infection rate was the lowest( 62.5%) .

groups of mice, vesicles of varying sizes could be seen in the liver tissues of the experimental groups under low pow—

After HE staining for the liver tissues of 3

er microscope. The Xinjiang strain infected mice could be observed serious liver cell necrosis, and the area of liver
necrosis was large. Conclusion The animal models of infection in abdominal cavity of different regions have been
successfully established. Pathogenicity of Echinococcosis multicocularis in different regions of mice are different. The
Xinjiang strain has the most serious infectivity and the Sichuan strain has the least infectivity.
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SRR X S R AN UAAKT A B 40 D RE A AT i AT
il ZHESE B AETRTT GDM B i 24 s A X 1f.
A BB IR A RE ST RIS o

1 #MR5ERZE

1.1 IGFKRAEH EH2018 4£5 H—2019 5 A

WA A R B B 7~ BHE BE ) GDM 227 1 f8 3% 30
fil. GDM K12 Wi ¥ BUES 9 JR <l 7™ B 22 ) 1 A
HES BITE ST IR 955 24 ~ 28 FZS R IR 75 ¢ H 40
BEEATHE T & 5236 ( oral glucose tolerance test, 0G—
TT) , Horp 2422 G g% =5. 1 mmol /L, Sk IRAE)S 1 h
1A = 10.0 mmol/L, i IR BE 5 2 h Ik = 8.5
mmol /L FPAT: 55— i NUBH B K ) L 3R 45 o BV AT 2 Wy
) GDM.o T A5 3210 287 I 1 R B I IR A , HERR 4
R IO B I A7 8 JHE B S0 , AR AR 5 I H AR R
ZE NG I KA Bk T R W A BRI - ASBIESRE
2t NRE BRI ZE D1 23 ik, A AR 4
B2 B A R 2 AT

1.2 @RS EERF  ABFEIK AN K 40 i &
( HUVEC) Il 5 E R e E i 42 RPMI640.

DMEM/HG-0. 25 % i35 FF( 35 E Hyclone /A #]) ;

Trizol {37 ( 3¢ E Invitrogen 2\ &) ; i 4- I 15 ( fetal
bovine serum, FBS) . FH4 & R IR S ( K 100 U/
ml, ST DU 2= A=) 22 w]) 5 9 R AR M A I (36
Sciencecell /A 7]) ; PCR X7 & ( H 4~ TaKaRa) ;

CD63 £ 7 [ P44 ( 2£ [E Bioworld 2\ %) ; CD81+
PLAP }z GAPDH BA 77 B Hi 44 ( 3¢ & SantaCruz 2%
F]) ; Transwell /N2 (5 wm, 3&[F Millpore 23 A]) ; 3K
MR F AL REFR IC( HRP) (9 Z40( )M 5% 5 HoAtiak
B o Bl

1.3 7k

1.3.1 AFARERRBIEHIN LR SHMAK
BT ¥ R A BA AL 0 RAR UG B0 sk 1 ik
WIR: B 06 s 5 ~r B 35 UG LT 29 10 ¢ 4B 4
41, BT I B JC A FRER K I A ] S .
5 % FHER R IO AR ERK R B VB A4
J& TR AN BKG BT R 229 10 mg 24 E T4
BROMNIBA Y 5 5% BSA 5 1% 7 5 % & 1) RPMI-
1640 F552 W, T 37 C5% CO, [HIR I FRAH # AT
Hige,24 h R WCAR H AU SR B WO AT A I AR 4R
Wo A O o B IR B U 3R VR WD
AN IS o 2T B FF KR HEAT 5 0 4 000 1/min
B0 30 min, 17 000 r/min B.0> 25 min, FHFR L
0.2 mm P ML 385 , Hd JE 22110 000 r/min ¥

02 he BURZUIE, A& IMBARR) PBS A, 4
N3 S THE B 5 BE R B (20% 5 40%) AT 4k,
100 000 r/min #.0> 4 h J5BCRRZERONMA 174 &
U 40% PEG6000, 7830141 J5 &1 37 CH4Eh
HEFFIE 7, Yk H 10 000 r/min B0 1 h, VLTEY)
RIVA B I B A AR

1.3.2 shabtheg e BL20 pl ANEAMBARE) PBS
FikE 10 wg iR B S MR EANIA 3. 5% ) £
5 VP I 461 52 Je i I 2 4 9 1L 2% B R SR G £ i
+J5 v 5 G F 7 S 42048 ( transmission electron mi-
croscopy , TEM) WEZ AMIMATE 75 275 Malvern 301
PSSR AL 00 A3 ) el R 56 B 3 e 3l A IO ( dy-
namic light scattering, DLS) | &g #M M AR B9 748 /)
K3Aio N Western blot S 5646 I 41 b 1A A 7 1k
1 CD81.CD63 K fifs 4 4M Wb R 45 iF % 2 11 43 T
PLAP )33k

1.3.3 @mpii FHMEIR HUVEC 5 &
10% FBS.1% %5 £ 5 10 ng/ml P Rz 44 K
7 DMEM/HG 535 F 37 °C 5% CO, fa iRk
FFEVEAT R 3% 8 HUVEC Wi BEAE K AlA = 80%
i} ,0. 25 % (1 R IEA T A AE AR o

1.3.4 PKH67/DAPI 32 % st #F sk 4R 3 47 A7 18 B ik
52 AR B Al SR AR HE KPHOT 8751 156 B
FAATARIC AN A, TR B AR H5 DAPL Gl iid B 43K
HUVEC #A7944% , Fits KPHOT f5ic i S 4R Jim A
|2 DAPI Y4 ) HUVEC 1, F 37 C.5% CO, |8
TR FFA AT HE 57 12 h, 5O R AR ) S F 47 00
1.3.5 EdU % &5 % CCK-8 5 34 s1 ik Ak 2t g
K o RAg S AL A e U TXEUE K HU-
VEC, 410 %05 LL 4 x 10 A /FLE 50 T 24 fLik
oL FE L 33 VIR A A TG SR AR A M A K Rl G
 60% B, Fi2 N A G 55 AU A VR BE () A TR F: HU-
VEC 434 4 4 155 B F- %) BZH ( negative control,
NC4) ,A 8% 10 pg/ml lGEEANBIA, B 41055
20 pg/ml JEELANBA; C 4107 40 wg/ml Jifi AN
o @ EdU Zetagk: 3 EAU 2750 W] 1 317484,
F DMEM/HG #% 1 : 1 000558 EdU %9, I % &
50 wmol/L EdU ) DMEM/HG #5353 . R4 4140
LT 37 C5% CO, fHiREFA P IR 48 h 5, 3¢
BRE5 IR, PBS SRR YRR AN LS  rl AR LM A 4% 11
ZRHEETE T YT 30 min, 5 5REE R,
FLIMA 200 pl 7 2 mg/ml B H 2 RRE W 7 50R5 5
min, FERH S R WG PBS PR A0 ME, AL A
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200 pl Apollo Gy 8 iz jj g 2547 &E G E 30 min, JiN
A Hoechst3342 &2 L 40 i #% 30 min, & T 2¢ 6 1%
Biffi ] 550 nm IR OEMLEE AppoloS67 Huta,, fifi ]
350 nm 178 % YW 2L Hoechst3342 L {0, i 53 1R
THAA0 L% ( Hoechst) 5 54 58 411 g ( Appolo) 4 {411
49 %%, Appolo/Hoechst Lt EL HI) Ay 44 Jifd 34 5 %
HE S ANEF, LRPMERL 3 K. @ CCK8 5L
55 BUAEROIRZS R4 () HUVEC, & B0 6 5 5 5 41
a5 E 2 2 x 10° AN/ FLEERR T 96 FLAF, 4% bik
T37 C 5% COfEIRIEFAF P HATI LN G 1%
R Ty ) B LM AN [R1R B A S AR T 05 4t e 7
4 4, B NC 20, A (10 pg/ml) B £H(20 pg/
ml) ,C 4(40 pg/ml) & 10 pl CCK-8 &, 4> 5 F
0.12.36.48 h J5 & THFHRIL 570 nm K A0 A5 I &5
LI CHEAE ( ODgyg) , BN [R] SR B 5 DM
AL, Il A L A AR R T 4R

1.3.6 M EZmmxRER  WEE 6 FL 1L
FEETR M IC 524 2 5B 5 mm BREL, FRG
Ab T RPECE KB HUVEC D) 4 x 10° A4S/ fLEEF T 6
FUMR AT, JF4 “1 3.5 7T i At o3 NC 2. A
B 20} C 4, 4% LR it A r s A A AR Kl
B2 80% I 20 Wl B S A4G Sk 7E 20 0 1% % 1 2
HTIC 5L, PBS ph gt 3 Y DL LBRFIBRFLAY
YA PR REFLIIAS AR BE AN IMARE SR, T
RIS FRAR Th AR SR AR 24 h 5, 1R DA T 4R,
fii FH Tmage J A4 52 448 i [ B 28 6 700 A

1.3.7 At % Martrigel FF K 4 C
VRIS , IR & FBS fi) RPMIH640 ¥555 2500 1 ¢ 8
HEATHE RE, IFHL 40 Wl F B S5 1 25 BT S A2 8 Tran—
swell 1%, TR FRA HEE 4 h, RIS 5 2%
o BT AR HUVEC 20 B 47 5 #LIH
I , A RS P R % 2 5 x 107 4> /ml, B 200
wl A AR M B Pl 22 24 fLAR Y Transwell [,
Hf Transwell 247 “1. 3. 5701 7 EEAE 600 wl fH;
TR OIS [R] e B ) i 25 A0 A A4, RICHS: 200 Jf 4 A
NC 241 A 41.B 4 & C 4. BB 3 NEAL, T40
JUEFRA RS 24 he B 1%, PBS #pyk 2 kLI H
AR R R UNE L2 R 2 A M, TC/K RS [
FE 15 min, T BET,0. 1% 925 8 TR T 4
8,30 min, PBS w2 K5 T8 B 1 R T WS 2
A AR S, B BEALIE L S D LEF A TIHE
1.3.8 WA @miesE %% #HER“L3THTE
DT IRV - T B L T, B 40wl B35 4l T 12
fLi e B T XA 10 HUVEC 135 240 il

A 2 x 10* AN/ FLEERP 2 12 FLAF, 7E 600 wl
BRSO AN TR e B2 1 A IR, I 4 “1. 3.5 730
TS NC 4 A 4B 4H K% C H. A
W 3 NEAL, TN FRA IR 24 h )5, T Wi
B R WEL/INETE BB, R A A RE T B
1.3.9 Western blot 523 43 5| i F MK RNA/
RO A RIPA 40 i 4 8 15 26 1 i 61
FUTEAT 5 B 5 40 06 1R A1 P9 Bz 40 B rh ) B R
BCA i H e &, 3 1 - 4 [ B3P ImA S
X PREGE R, T T K PO AE M 10 mine 1 30
ng M AR IR T R B e 58 e ( SDSPAGE) Hi K i
TR 50 85, R WAL 1008 0 25 (1 B (1 % 2 PVDF
5% WIEAR 4- 05 T2 F BT 2 h J5 L 43
A CD81(1 :500) .CD63( 1 : 500) .PLAP(1 : 800)
GAPDH (1 : 1 000) —#i,4 CHIRMFE L% - TBST
WO UE 3 KL 5 min/ ¥R, DLBUR i AR g 9 4T
(1:5000) =JFE 1 h, DL TBST ¥ WG TE 3 1K,5
min/ K. 5 ¥I51 N ECL &G G T5E R g
A TR AR . Tmage J BRI 5E 2575 IR BEAEL, LA
HirE 52 GAPDH [ b8 VE S HAR X & & .
Ph_b S sl L AT 3 IR

1.4 Zit=4b38 R SPSS 19.0 G i1
Bl Hr, TR R x5 FROR R
I ZT7 227017 ( one-way ANOVA) ) LSD~+ )5 K 5
PEAF O30T B EPER B K HE a0 =0.05,P <0.05 Ky
PSRBT E X

2 HR

2.1 BREIMHEMEFRIEE  TEM M55 R0
ARG B AP U A S AR 1Y (BRSO BT e v 254, A
#7040 ~ 130 nm( [ 1A) , DLS Kifg 7347 .78 73 5
I RSN Z B I3 AT TE 49 ~ 131 nm Z i), F 224
HFi7E 80 nm ( [& 1B) , Western blot 45 5 i 7~ i 3.4
WM 12 F IR AN IMAFENEPE 2R 1 CD81.CD63 K fify £k
HMIMAFFIEYE 2 43 F ik PLAP( & 1C) . PKH67
(& a50) pRic B IG SN IBA S DAPI( 3 (580)
YRR HUVEC $E85 5% 12 h J5, SRR B AR
D B, PKHOT %56 HR 10 1Y I & 1 W A4 i A HU-
VEC 4iffd 5N ( & 1D) o

2.2 PBRESMMMEIT A R EAEIGEERIEME  EdU 4t
ik K CCK-8 Rl 25 2R KW GDM i &AM g %
FH 15 DAY 2 L% T S LA/ A e A g %
DAL I 200 B 1 B R0 i . Horp CCK8 S2 e 45
7R: 5 NC 4136 h 2 48 h ({6 Heds (0. 41
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Hat(%)

o — | ...].0

Kv(d.nm)

: D
G HUVEC Exo

D63 P

CDEl ==

PLAP Nl

10000 ;ppy | - |

1000

1 SMBERETE R ARE
A: TEM W% TR iR SN AR SRR EORMERIE 2 B: DSL 452 7R 73 B 20 AL B IR B SN PRTE 80 nm ALJE BRI C: Western blot 7R Jifi
Sh b #ik CD63CD81PLAP #RiC 4 11; D: LI AR B iHE /R DAPI( i (228) Y%7 i HUVEC REAS I PKHOT (4% (980 FRichy iR 4%

HMNUMA( BBEFOLY x 100)

+0.09) ,(0.48 £0.07) 1,B 411 C 4 Ab 2 Py Kz 4H
M236 h [(0.63 £0.02),(0.71 £0.04) ] 5 48 h
[(0.77 £0.10) , (0. 84 +0.03) 15 4 Jia iy 33 52 375 P
T, 2R A G EE X (F =14.66,P <0.05) ,
A G X R 20 1 3 A TG PR AR R [(0.44 £0.05) ,
(0.52+0.03) |, 225 LG4 L(F=2.76,P >
0.05) ; EdU 528045 5 W oR: 5 NC 20 4 i3 58 % 1t
B(12.14 £7.03) % , B ZHF C 2H 09 40 fd 1 5 %
[(31.27 £3.22) % ,(33.56 £9.10) % 1 ¥/ ( F =
11.02, P<0.05) , 1 A £H 40 Jfd i 38 58 2R ( 16. 39 +
4.55) % A2 F G E X (F =4.05, P>
0.05) , W& 2.3

10 —@= NC(PBS)
—8- A(10 pg/ml)
0.8 == B(20 pg/ml)
=W C(40 pg/ml)

60 Oh 12h 24h 36h 48h

B2 CCK-8 SIS iBa & 5M M 3T W &2
o B 14 5 T M RO BN
5 NC i He#e: " P<0.05

2.3 RREMMEIHNEARIBRERZEINE
Mo ARSI R AR 28 S g 2 R R T, B A A A ik
BRI A 24 h 5, REAS AL HE N K 40 B ¥ 1 4% M=
ZERE T, HAMWMAR VR BE 8 e X P R 20 B 1 1 7% B
122206 T 1 A2 HE AR s . JH o) R S e 45 2R B
5 NC AR E (0.14 £0.08) em
55, B A RRE B K(0.36 £0. 11) em.C 41 K( 0. 57
+0.20) em, Z S A G E X (F=13.09,P <

DAPT Merge

EdU
| S
I
I
.

50
- %
S40r y T
330- L
2
&
= 10F

0

NC A B &)

B3 EdU SLIEH#TIBE 250 M 3T 7 R B s 5 RO 250 x 40
5 NC#Ib#: " P<0.05

0.05) ,A HITFRIEE(0. 16 £0. 03) cm, 2% F LG5 H
HEN(F=2.17, P >0.05) ; Transwell {&785C 4525
RiR: 5 NC 41272 4 ia £ ( 68.20 = 6.23) /> L
BLA AR AN (122.00 £9.47) B 414
(189.50 8. 65) >+ C 2H H( 189. 60 = 10. 49) 4>, X
PR AN UMATRIE N B AL 24 b 5, dRME R 1R 22 HE T
R, ZE R AR L (F =33.72, P<0.05),
LK 4.5,
2.4 Ba#EINMBEERT A R 40 B /NE TS X BE T BO B2
B S IR 2 F s B AR A IR A B PN R 24 g 24
h 5, BERE IR IE PN B A M 0 RS R T, HL AN A A vk B
e H S e T B A AR R . o 5 NC 248
W A R(12. 17 £5. 87) AN, B 4H 4 (155. 90



° 218 -

ZHEAKFFIR  Acta Universitatis Medicinalis Anhui 2021 Feb; 56(2)

Oh

24h

= T : \.
NC(PBS)  A(10umol/L) B(20umol/L)  C(40 umol/L)
B0
#
—~ 0.6} T
: 6
E
R i *
En 0.4 i I
B
® 02F ==
s
0.0
NC A B C

B4 Rafsh bR ) B 4R E R ThRE A R4
5 NC 4 ™ P <0.05

N(‘{PBS) A(m gmom)

NC A B C

B 5 BassMRERT R R AR Z s R
5NC 4 E: " P<0.05,**P<0.01

+12.55) N\ C 41H( 81. 41 £15. 03) 4™, 4 iy i/
REIHG R, 2 R A G FE X (F =44.36, P <
0.05) ,A ZH 40 fu I Bl 5k (14,24 £3.16) 4>, %
BhHe I 5 NC i = R g it 5 L (F =5.04,
P>0.05) , UL 6.

NC(PBS)

A(10 pmol/L)

140

)
=
T
*
*

I
g
._|

oo
=

=2
=

PERHEE)

I
S o
T

= ]
NC A

B 6 Bafshib Rt i R 4 B R B Ak 1 O RSN
5 NC4lkE: " P<0.05,**P<0.01

=

B ¢!

3 itig

GDM 2 A U S0 0 2 WL T I i, Lo
faEE A S ohRer S o KBRS R GDM i
NG BEAOE IR 35 4 25 B O R OIR A, i
5 GDM Zg 7 19 1 i A= L AR it & 3% %% U0 A
Sl AR P B 20 AR S PR S 4 i R R
U AL Z B i, HoxE GDM 1 &k Ak % Je i
HEME -

W52 A A S i 25 4 20 3 A 2 A e, T
Sy BTG SR 4R M ( villous cytotrophoblasts, VCT) 5
2% B I A1 5 3% |2 40 M9 ( extravillous cytotrophoblasts ,
EVT) , Hrp EVT J2 I 848 E T BRI 2H 2L ¢
FHELST TR At R A A B 1 e i %) i S5 A0 S, T
DL H i BN R I SE R 7 T34 e VT
SN AAE A 240 M 5 4 2 R) A A R A, RS
R REACRFIE VA W5 S5 (AN 1 DNAmRNA/
miRNA /IncRNAJE2K26) 168 4S040 Mk 72 15
B HEUIRE . CAMFEUE ST IR I 0 iR 2L 2 21 RE RS
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I R M T B G AT G P Y TR
YR NE Bl ik 1Y EE PR BG4 R BE O L 45 S R
PO HAE FIRAEL( 1% F9 S 6 55 ) 4540 T 00
( pre-eclampsia, PE) 3455 T, % 7= 40 it &2 HTR-8/SV-
neo 3 WA I A1 A U R A% 410 1) il 787 P R A R A AE AR
IFI75 T R o Wk BE B IR SR SE A o, TGS 35 S
FEAII T 4% % 0 PR 165 B e i L R A PR T 0T 4L N
B 0 MO R 4544 , BEL R W5 50 Kk 1) H 8% , AT 75 & PE
(A" o Pillay et al"® JE—EHF58 & B PE 3%
TEIA IR BN IR B S i T 2 (5 B A T3 4%
IEF AR 2 AR AL X B 7R iR AL A IR T BB A
PE B 8 B ()5 B A B2 VR A SR Al =y
PE (2 W7 P 00 LR AR iC ) TR LT ORI S 5 Tid 52
FIFRSCHIFFE & B, B 2 A0 WA AR 32 38 19 6 A NK 41
i Z 4 NKG2D iy 55 — e, Bl ULd6 45 & & M
( UL 6 Binding proteins, ULBP) W] i@ i T J& NK 41
JL ST 2 Jfl R 1HT 1) NKG2D 37 44 3R 3k MM B AIG | A
GRUIE A L ) A L L E TS S R AT G L G S i
2 MERRIE E I IR AR o A, R SN R
A UIBEVERY Fas BLAA AN TRAIL 230, BE A8 DL 4K
SR 7 20AE S T 40 A 8 PRAZ A0 M A AR R T
MR AR S ek s o T7E GDM o SR 1Y
WFFE & I GDM SEF AR N IR £ AN A 7 W K 7 5 1E
BV TR, A2 U 2.2 A, 22 R D
L5 A%, 222938 0 1. 8 %, i 4R /b ilbiA 5 GDM
(9 B A 2 AR ML R DR OGP e A,
Salomon et al " TF5 % BH 25 4 1% 45 PR T AR A1 3ok
IJEFEGTE R 40 i BEWO XF4M A B B il A
SR Jeah G i S S P 5 RO R Ok o B Al
FERR RSN UMA , 22355 ) FL BT, DLS Rife 73 A & West—
ern blot #1752 , 25 5L /R iR 2 AN MAMA 4% i [l 7E
40 ~130 nm,80 nm Kb JE Bl ME— FLidE . iR 5 1 s A
R IR M IMAFEEPE 2 1 CD81.CD63 % fify £k A1 ik
IRFFETE S [ PLAP, J5 3 /2 EVT 43 09 4 554 8
F1 L A TR A 2 vh . KHET /DAPT XL (6,52
55 R UG AN LA BE U2 DL 9 K A0 B BT He . B 3%
1Ak SEARIT NG 2SN IMART I8 P9 iz 4 s o 12 4%
1278 KOS RE S 52, 45 B 7R IR 3 AN I IR RE %
Vv A 8 P R 4 X PN Bz 40 b 3R ) e 4 A1 AR
FH L BV B 5 L B 25 A I AR ) P B2 440 e P 384 5 3
228 MOBUE e ) PR kA s . X 5 BEATE X
GDM F&3 th JIG B /M MA B T REAH 78— 3o

Zi LA, GDM (835 I S/ MM RE RS i 3 (1 1#F
VA B2 A g 38 A AR AR 28 e BUAE BE 7 L ML ARE 2
GDM [ & J& . SR AN WA A 1 20 i [ 38 3k JFC oy 4 2%
(A8 1 53 i 5T - mRNA L miRNA %5 % 48 4E H L 78
Shen et al ™" B} 5¢ % BL PE M 2 I 4 41 s 7 i i
miR-55 $fi] A Kz 4 f 22 58 HAT &F 5K 48 VE G
P B4 AL R A Tl ( eNOS) |, DT B 3 W 4 , 1
JEFtiE . £ GDM b5y & 8, GDM H 35 fifs 2 A1 ik
K 4E 5 P CI9MC miRNA, £ $5-518a-5p.518b.—
518c SR IR W E RN, HonT BEXT GDM (1 & A4 &
WYL o AR 27 5 ST 58 P IR AR
5% GDM A1 A EL A8 35 ] b 2 & # 6F IN) Bz 440 i
(1 LR RE R, LA — 248 7% GDM 1) & 1k &
JEHLE A1 R B e b 33 B & 3697 GDM 4 (1L B i
FAth o

o

o ik
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Effects of placental exosomes from gestational diabetes

mellitus on vascular function of endothelial cells
Zhang Yanshang, Li Li,Huo Yan, et al
( Dept of Obstetrics, Hebei Provincial People’s Hospital, Shijiazhuang 050051)

Abstract Objective To investigate the effects of placenta derived exosomes on the proliferation, invasion, migra—
tion and tube formation capacity of vascular endothelial cells in gestational diabetes mellitus ( GDM) . Methods
Placental exosomes were obtained by using the method of in vitro culture of placental mass and hypervelocity centrif-—
ugation. Transmission electron microscopy ( TEM) , dynamic light scattering ( DLS) and Western blot were used to
identify those exosomes; Human umbilical vein endothelial cells ( HUVEC) were cultured in vitro. The uptake of
exosomes by HUVEC was detected by fluorescence confocal microscopy after double staining; CCK-8 and EdU,
scratch and Transwell invasion and tube formation assay were used to detect the effects of different concentrations of
exosomes on the proliferation, migration, invasion and angiogenesis of endothelial cells. Results The placental ex—
osomes with diameters ranging from 40 to 130 nm were successfully isolated. The isolated and purified placenta exo—
somes could be absorbed by endothelial cells and could promote the proliferation, migration, invasion and tube
forming ability of endothelial cells in a concentration dependent manner. Conclusion The exosomes from placental
tissue of gestational diabetes mellitus can promote the proliferation, migration, invasion and tube forming ability of
endothelial cells.
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