ERES 2011 F 10 A% 40 5% 29 4 2913

&
BDNF EEITEE S THMBEMNESEROGNEEER

%‘?JEil vg{‘ﬁ]’lal ’/7‘6 ‘E‘l 93]3}3;‘\111'1 ’/g-'ik)”l 9‘#]’7%5'7%2 aiﬁﬁg‘z ’$§-7‘:\E’§42
(1. % = Z ERFXIFER/FERINMFLI &F KA s, R 4000425
2.HZRERFLEEICGMABARGG BGEAGHBELFREL SN 4 E. R 400038)

A E:BH WERRAYZERE T (BDNF) & B4 469 & & % 48 T a0 e (AMSCs) 4 4G T 45 A4 a9 15 ZAER .
B OB T2 AXRAERRAKRE Allen T4 55 & A MMH AR F LMY 54 A 4[4 % BDNF B % & & 8 &4k (Adv-BD-
NF) & # 49 dMSCs # # ].B 21 (3 % & & % Adv-BDNF ¢ dMSCs # #) .C 28 (# % Adv-BDNF iz 45 % D L (E s A8 B4 ) .
SR B RS F A ) A B 445 By #5 BDNF a9 & ik, i X 49 B U4 ) 48 45 A 46 A 21 49 #2 8 = H L. BBB(Basso, Beattie and
Bresnahan locomotor rating scale) #2457 4 45 % 2N X H KA L2 H A E N, &R A4F CAX KRG A AN
BDNF 24 & T B#aAA D4;5 B.C.DAWK A BLFMBMGFRL BN T ERIK.AML2F KL RKIF. &it BDNF 5 dM-
SCs # AL T W B AT 2 45 A 4 o A o9 AL,
KB AMBG:BEERRAZERA T FapsH; XL
doi:10. 3969/j. issn. 1671-8348. 2011. 29. 001 X HEEFRIRAG : A NEHKS:1671-8348(2011)29-2913-02
Role of transplantation of BDNF gene-modified dermal multipotent stem cells in repairment of spinal cord injury”
Zong Zhaowen' ,Zhang Lianyang' ,Shen Yue' ,Guo Qingshan' ,Ren Yongchuan' ,Ran Xinze® ,Shi Chunmeng® ,Chen Tianming”
(1. Department of Traumatology , Trauma Center , Institute o f Surgery Research , Daping Hospital ,the Third Military
Medical University ,Chongqing 400042 ,China;2. Combined Injury Branch ,State Key Laboratory of Trauma ,Burns and
Combined Injury , Institute o f Combined Injury of PLA ,the Third Military Medical University ,Chongqing 400038 ,China)
Abstract: Objective  To observe the repair effects of transplantation of dermal multipotent stem cells (dMSCs) modified by
brain-derived neurotrophic factor(BDNF)gene on spinal cord injury. Methods 72 rats was used to establish spinal cord injury mod-
els with improved Allen’s falling strike method,and then they were randomly divided into 4 groups:group Al accepted transplanta-
tion of dMSCs infected by adenovirus vector of BDNF(Adv-BDNF) ], group B(accepted transplantation of dMSCs not infected by
Adv-BDNF) , group C(injection with only Adv-BDNF) and group D(only spinal cord injury). Immunofluorescence histochemistry
and flow cytometry were employed to detect the expression of BDNF and apoptosis of cells in the site of spinal cord injury, respec-
tively. BBB neurological behavior score method was used to assess neurofunctional recovery of injuried rats. Results Expression of
BDNF in the site of spinal cord injury in group A and C were higher than those in group B and D;Compared with group B,C,D

group,group A showed the lowest percentage of apoptotic cells in the site of spinal cord injury and the best neurofunctional recover-

y. Conclusion BDNF and dMSCs transplantation can synergistically promote the functional recovery of injuried spinal cord.
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