FRES 2016 F 12 A% 45 5% 34 4805

E - AR5
VEGF i iREERFE XILBREEFTHRHEULREX

Eaey' g #HL.EAN'S
(FxRFPER: L. 2~#.2. m2A  40001D)

doi:10. 3969/j. issn. 1671-8348. 2016. 34. 017

[(BZE] BM KiTod® A KRAERKRET(VEGE) £k J 8 &% E XU 30 bk fo & # Bk o 9 K P B £ 6 & O e
W ERENAZTNL, Fik R 2014 55 A £ 2015 5F 5 A % feda /= FHE G 2 69 5 A A Je 3k B0 48 k% 5F 2% B KL 69 41 = a
HE KL (n=30), F # 5 % 04 EF KRB H A I)UA F 4 A 3 BA(n=30). A4 2E 54 &5 M 2 E KU R st R 4a
bk o B3 bk fe  VEGE KB, 8 %05 284k & 5l & VEGFE £ E K JU 4 B x+ B8 20 05 & & B 30 kB #5 Bk 69 R i 0L,
ZEH B K IUAR IR fo A B 3 Bk e i F VEGE K -F 4 %) 24 (30, 74£4. 82) pg/ml #(22. 67+5. 65)pg/mL, ¥ & & T xR 4
(P<<0.01), VEGF £ E XU A5 & - 3h Ak R B bk R ik A 14 F) 4 0.45440.024.,0. 38140. 023.,0. 367 40. 049, 4% *f B8 28 9
2 FHP<0.01), i Jedk ¥ fmE XKL f VEGE K-F3 & . VEGE f£ladk 314 Jm E XL 3 B b M 5 F £ ik
¥ 3%,

[kBR] AR IR BEE b E RN EERE T EXL

[hE4SZES] R714.256 [XmkdRiIZE] A 1671-8348(2016)34-4805-03

[XEHS]
Differential expression of vascular endothelial growth factor in placenta and corn in macrosomia of gestational diabete mellitus
Li Jinyan',Zeng Ming* .Wang Qinchuan'®
(1. Department o f Obstetrics and Gynecology ;2. Department of Pathology , The Hospital of
Traditional Chinese Medicine of Chongqging city ,Chongqing 400011, China)

[ Abstract |

blood and the changes of VEGF in placenta and corn of macrosomia delivered by gestational diabetes mellitus mothers so that we

Objective To investigate the value of vascular endothelial growth factor(VEGF)in umbilical venous and arterial

can explore the role of vascular endothelial growth factor in the development of macrosomia. Methods We studied 60 cases between
May 2014 and May 2015, including 30 cases of macrosomias who's mothers were gestational diabetes mellitus patients as observa-
tion group and 30 cases of normal weight newborns who's mothers were healthy as control group. The umbilical venous and arterial
blood from all cases were collected for detecting the level of VEGF by the radioimmunoassay method; The method of immunohisto-
chemstry was used to explore the expression of VEGF in which were placenta,umbilical venous and umbilical arterial in all cases.
Results The levels of VEGF in umbilical vein and umbilical arterial in observation group were (30. 7444, 82) pg/mL and (22, 67+
5.65) pg/mL,respectively. Those were significantly higher than that in the control group(P<C0. 01); The expressing of VEGF in
placenta,umbilical vein and umbilical artery in observation group were (0. 454 0. 024), (0. 381 +0. 023),and (0. 367 = 0. 049) ,
Which were significantly higher than the control group(P<C0. 01). Conclusion The change of VEGF has strong relationship with
the development of macrosomia in gestation diabete mellitus. The increased VEGF in umbilical vein blood and umbilical arterial
blood can lead to the induction of macrosomia;the VEGF over expression in placenta and cord vessel are important factor to acceler-
ate fetal overgrowth.
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