J Med Res,Jun 2012 ,Vol.41 No.6

DI E R o i 2 S5 058 R B thBMP - 2 X8 2 K
A B A O e T BFSE R IR, rh-
BMP -2 fc 4 /) e B 5 sh ) b 9000 I A 56 5 R3&

posterior arthrodesis in the occipital cervical region: an analysis of
safety, efficacy, and dosing [ J]. J Craniovertebr Junction Spine,

2010,1(2):107 =112

3 Wurzler KK, DeWeese TL, Sebald W, et al. Radiation — induced im-
A7 L L L b S A7 AL \
F l:l)ﬁ H ﬂi/fi {iq TE g/J j‘j}\% T Flﬁ rl/2, Ha i ﬁ[ 2 Tﬁ pairment of bone healing can be overcome by recombinant human bone
Wi, ST WE ) R % R D, IR IEA DT & A, morphogenetic protein —2[ J]. J Craniofac Surg, 1998, 9(2) ;131 —
NARTT A PR A SR AR A2 2. Tem x 1. 2em; 137
%$§E9@E@§ﬁ%%ﬂﬂiﬂ‘ﬁﬁﬁf” Q/‘] ﬂ‘j 1.0cm % 0. 6cm 4 Li HW, Dai KR, Tang TT, et al. Bone regeneration by implantation
3 E NE . . ’
NN s 5 . of adipose — derived stromal cells expressing BMP —2[ J]. Biochern
AT 1/5. 40 DLHCRT UHE BT, S J5) & R 653 o ‘ .
o el 0 oy Biophy Res Comm ,2007,356(4) :836 — 842
3 _ = 7> S 2N
Uy thBMP =2 FEERE 2D TG 1100 RBEGEHR 5 g g mamm % JCBIRRE B 2 MR 5 IO
B AR TR B A 2 2mm, i H T AR AR S A 5¢0T7]. WP & PR 22 2 25,2006 ,21(7) :579 — 581
INANLBER N 2. 0mg 1Y thBMP -2 & &8, %5 6 P, AL B, 4. BMP -2 X KRB BE 1) 58 BT 40 M
. N . e 4 i < 26 —
YU B R 69 1/10, 1 EL A7 5 FEAE I 1], L3 R 2011, 20(4) 26 =31
g:_, 1. Smg E’:J hBMP -2 %éﬁ%ﬁ i&%ﬁ’%”ﬁ/;}& [ S| 7  Gerard KJ, Harvinder SS, James F. Bone morphogenic proteins; appli-
. _ o A cations in spinal surgery[ J]. HSS J,2005, 1(1):110 - 117
'[J:t ’ 7k EF' IEJ /ﬁ);q HA H H E/‘J © 8  Ghodadra N, Singh K. Recombinant human bone morphogenetic pro-
(3] 717 g 37 25 \ .
Wurzler é"% Eﬂ:%ﬁ kf%ﬁ{ﬁlﬁ: j( E{Jﬁ( ET‘I‘E ﬁﬁ% tein — 2 in the treatment of hone fractures[ J ]. Biologics,2008, 2(3) :
BRAR A S I, thBMP — 2 55 d ey S0OR B AR 3 4 345 -354
Ezlggﬁﬁﬁﬁ% ':F' , 4R E"] %ﬁﬁi’%"‘]ﬁﬁ Eya B E/‘J%%U R IEII:‘ 9  Lssa JP, do Nascinmnto C, Iyomasa MM, et al. Bone healing process
2. ()mg thBMP =2 K & ’f}%jﬂ:m%? Ey%‘% hBMP — in critical — sized defects by thBMP -2 using poloxamer gel and colla-
’ . g pe 'E‘»E U o gen sponge as carriers[ J]. Micron,2008, 39(1):17 -24
v 0 o Al p ?
ZF%’XTM(ETE H Lk%ﬁﬁz H ﬁﬂ:jﬁk/&ﬁﬁl—,ﬁzm : 10 Norine A, René St — A, Dominique L,et al. Are endogenous BMPs
ALy l?r:—‘: . . *
X ]‘éﬁ T JE ﬂ;‘ E(J Eﬂ:h ° necessary for bone healing during distraction osteogenesis? [J]. Clin
5 & Lk Orthop Relat Res,2009, 467 (12) :3190 — 3198
1 Simon Y, Zarana SP, James DK, et al. Dose effect of dual delivery of 11 WM FHE SAASEEEEEA2 ETHEED RE T

vascular endothelial growth factor and bone morphogenetic protein —2
on bone regeneration in a rat critical — size defect model[ J]. Tissue
Eng Part A,2009,15(9) :2347 —2362

2 Hamilton DK, Smith JS, Reames DL, et al. Use of recombinant hu-

man bone morphogenetic protein — 2 as an adjunct for instrumented

BPRERD]. TEAS T RN SIEKESR 2010, 14(15);
2670 - 2674
(W fg :2011 =09 -22)
(&M .2011 =10 -27)

REHEAEE L L =Y 5| & N K 48 connexind3 &K%k _Fiff

TR &, A H

=

BRY  WFoE i s L AL 2 P2 1) (advanced glycation end products, AGEs) XA b 3% 33 (19 5% &6 ik 79 Kz 40 i 5% B 3% 32

#H H (gap junction protein) connexind3 R RIKAYF MR . ik D — M4 WEBE & 45 MLV H 8 A 5508 S840 4 13 B 8 B A4F o e il

W HEALZE 1) o PRAIH HLE: % B9 AT T8 K N B2 AN A 2y 4 41, 2030 o X BR 4,100,200 F1 400me/ L AGEs + Hi4H, 7+ B 24h J7 i i
RT ~ PCR J5 i A il % 21 connexind3 KA mRNA 3% 15 A 6 25 51 ; 18 32 4 22 9¢ ' J5 ¥k A6 I X L4 1 200mg/ L AGEs + Bl 41 Z [A]
connexind3 M REKFPAETLEN. &R ANFEWEE (100.200.400mg/L) () AGEs 1 Hl 24h ¥TRET]E A I #% Ik 19 52 48 i con-
nexind3 FP mRNA #3835 LR (P <0.01) ;200mg/L /) AGEs T 1l 24h 5 A # Ik 9 B2 40 i connexind3 JE K Y 8 15 K35 FH
(P<0.01), 251 AGEs {RIME W T AT 5 G K N B2 20 connexind3 JE K B mRNA Fl 8 H 23K KF L

FeA T H WL 2 AR T I H (2008 B145)
YE# BAL:310006 B 55 — AR 2 B & 4F 5 2 )
WIRAE# =, T4 : gy9821 @ sina. com. cn

- 50 -



Bz 2012456 1 M54l % 456 - 1E s -

X Connexind3  HEIWIMEIEALLZ Yy AR DK N B A0HE 3 R 3Rk

Effect of Advanced Glycation End Products on The Expression of Connexin43 Gene in Cultured Human Umbilical Vein Endothelium Cells.
Zhang Shunrong, Gao Yue,Feng Fei, Hong Mingming. Department of Gerontology, Hangzhou First People's Hospital, Zhejiang 310006 ,
China

Abstract Objective To investigate the effect of advanced glycation end products( AGEs) on the expression of gap junction protein
Connexin43 gene in cultured human umbilical vein endothelium cells (HUVECs) in vitro. Methods Bovine serum albumin( BSA) was
incubated with D — glucose to produce AGE — BSA. Human umbilical vein endothelial cells cultured in normal condition in vitro were di-
vided into blank control group, 100, 200 and 400mg/L AGEs intervention groups respectively. 24 hours after AGEs was given, the mRNA
expression of connexin43 gene of cultured HUVECs was detected with RT — PCR method. While the protein expression level of connexin43
gene was detected and compared with immunofluorescence method between the control and 200mg/L. AGEs intervention groups. Results
Different concentrations( 100, 200,400mg/L) of AGEs all can up - regulate the mRNA expression level of connexin43 gene in cultured
HUVECs after 24 hours intervention( P <0.01). Similarly, the protein expression level of connexin43 gene of HUVECs in the group inter-
vened with 200mg/L AGEs for 24 hours was up — regulated as compared with the control group(P <0.01). Conclusion AGEs may up

— regulate the mRNA and protein expression level of connexind3 gene in cultured human vein endothelium cells within short time in vitro,

indicating that connexin43 may play an important role in the pro — atherosclerotic effect of AGEs.
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