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[ E] HEM #3554 Hoxad AR WLEH 3 AR50k W 98 L (HUVEC) 89 35 3 0 & BF R 3 5 JiL 32 45
Fodn B H A 69 ok, FIR T Hoxa3 12t e 37 A R HLH, ik AR B SR EM R A B4 X R LKA
Hoxa3 A B, B b1 /s NI R0 R BAK , A Z R BT A4 3 293T 29 M 3K 1312 9% 3 Hoxa3 HAK 534778 A0l 2,
4 HUVEC, KBUR K& 308 % HUVEC & 9 AF AL F=1% 9% & Hoxa3 #5 4240, 3447 HUVEC i£4 £ B A
A% 52 B LR Hoxa3 % HUVEC i A5 Fe /N % % %, 89 % h1 . Western blot #4125 & Hoxa3 2.4k 45 3 HUVEC /& k&
AR R R EN TR (WPAR) R R & B R G 14(MMP-14) B Ak ey T/, R AR M) u.%&
Hoxa3 B4k, 9% 36978 B4 8x10" TU/L;30 MOI 12 9% & & Ak 5 HUVEC 84 % $2 2k 14 élJ 99% VA £, Western blot %

R 2% KA Hoxa3 H A4 4 HUVEC /& Hoxa3 #6454 5L HUVEC ¥ A&k, 53t 2LILE 12 9% & Hoxa3 ikﬁifri%
# HUVEC J5 2 %3 7% HUVEC #9if % Fe N8B K, B 25 uPAR A MMP-14 & & 64 &% (P<0.05) , &8 R
#3261 % A Hoxa3 HAR TR HUVEC #9345 Am N Tk, 248 AUk 7T 4 % £ 38 HUVEC 49 uPAR #= MMP-14
F o kA
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[ ABSTRACT | Aim To construct lentiviral Hoxa3 vector, observe its transfection efficiency to human umbilical vein
endothelial cells (HUVEC) , study its effect on cell migration and angiogenesis, and explore the mechanism of Hoxa3 pro-
moting angiogenesis. Methods Human Hoxa3 gene was obtained from the polymerase chain reaction library by gene
synthesis, after being inserted into the bone plasmid, the lentiviral Hoxa3 vector was obtained by transfecting three
plasmids into 293T cells, and the titer of lentiviral Hoxa3 vector was determined. Transfection of lentiviral Hoxa3 vector to
HUVEC was performed to obtain the maximum transfective efficiency. HUVECs were divided into the control group and
lentiviral Hoxa3 transfection group. HUVECs migration and tubule formation experiments were carried out to observe the
effects of Hoxa3 on HUVEC migration and tubule formation. Western blot was used to detect the changes of urokinase-type
plasminogen activator receptor (uPAR) and matrix metalloproteinase-14 ( MMP-14) protein expression in HUVECs trans-
fected with lentiviral Hoxa3 vector. Results The lentiviral Hoxa3 vector was successfully constructed, and the titer of
the virus was 8x10"" TU/L. The transfection efficiency of 30 MOI lentiviral vector to HUVEC was over 99%. Western
blot results showed that Hoxa3 could be effectively expressed in HUVEC after transfection of lentiviral Hoxa3 vector into
HUVEC. Compared with the control group, transfection of HUVEC with lentiviral Hoxa3 vector significantly enhanced the
migration and tubule formation of HUVEC, and significantly increased the expressions of uPAR and MMP-14 proteins ( P<
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0.05). Conclusion

Successfully constructed lentiviral Hoxa3 vector can promote migration and tubule formation of

HUVEC, and its mechanism may be related to its up-regulation of uPAR and MMP-14 proteins in HUVEC.
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Figure 1. The construction of lenti-Hoxa3 vector
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Figure 2. The expression detection of Hoxa3 after transfected
by lenti-Hoxa3 vector in HUVEC
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Figure 3. The effect of lenti-Hoxa3 vector on HUVEC mi-
gration
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Figure 4. The effect of lenti-Hoxa3 vector on the formation
of HUVEC tubules(200x)
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Figure 5. The effect of lenti-Hoxa3 vector transfection on
the expressions of uPAR and MMP-14 protein in HUVEC
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