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(# ZE] B8 HEEHEE T4 (ADSCs) S kAt T BE4T (SCLCs) i 1k i 4
ARKET (NGF) X RBERMLT (DRG) AR EAKMMRIEER, JEMBLERG . gk A
SD K BUB 52 55 g i P 42 BUADSCs, @ BUE 15 S . BURIE S FSACE 5 5 48 8 ADSCs 19 £ 1) 411k fig
1o B ADSCs #5406y SCLCs,  Jf il o 409 9 56 25 Fll Western blotting #: 45l ADSCs Al SCLCs Hr
R HRMEEH (GFAP) K S1008545 5 EH B (S1008) Fik/KW¥E. /B # KR DRGAME, R
FARBE VLRI DRG 4 b M 24 3 & - (BIM -tubulin) A% DRG 41l . K SCLCs 5 DRG 4
MR R (ILH53R41), DRG 4S8 85 320 2 DRG 41 . FIF P 2R Jig 0 G €0 7 )6 W Bl e 1 28 51
AL R A M DRG A MY 288 KB . RA/NTHERNA (siIRNA) S 0B AR @K NGE,  FRL: Je 4
Rt ik NGF, LT 2662 & PCR (RT-qPCR) 34K I 4% 40 40 e 7 NGF mRNA F ik /K, B4
PEWHHAE (ELISA) 3L L4 L7 b NGF 8 (1125 K F . ¥ Y5 #) SCLCs 5 DRG 4 ig 3t
Kegi, X Ral . sINC/vector . NGF @i fiiZl (si-NGF41) #INGF i ik (oe-NGF 41), W
FEAHADRGAUMEREMKIE . G5 FIVADSCs R 24 hJ5 SA N BE I B A /DR IRH, B3 3dE
M Z HERIE . SRR EMIE, BieRRAER, MKRE, EREHAREEY—, 2K%E,
FORHES] . ADSCs &R A S R B 35 14 d e, AUMTE A R R IEAE Ry Jm B, o fa) il L 38 5 (1 [
TERR T IE B, 28 4L O Yo (5 m] UL 20 B 5 v ) B s B e AT 8 . ADSCs &l 15 S i 77 S 92 28 d Ja
AL AN RV RIRE, TS, BB EE T, KR a5 T WSS T e g, TR 40 i Ak
F . ADSCs 2 BUHCE 5 5 15 95 3 57 M85 35 28 d 5 AT WL /N AORE R /N B 0B BR AR G, i Bkt AT vk
WYL R, B W e 5 S AOER T RT UL AL AU IR T B R e B . AR DO B U T SR
aifbJ5 55 348 ADSCs, Al W R AR5t E (FITC) Aric ME@UEER CD29 & M &AM . #
Cy3tid WLt CDA4 B Rk M . PEDOLEL, AT GFAP# FITCHRid A& o, S1008
B Cy3hric ML 75t . Western blotting %, 5 ADSCs b4, SCLCs 5 # ik S1008 fl GFAP % 1.
JEACHE Y DRG 40 i % #5556 h 5 TR BE , 55 5% 3 d IR Al i i & 52 S IR, A & Hh 7 AR 2tk 58
o PO WA N LS, A o 2T S AR S Bl -tubulin B PHME RIS, W4 B EE IO 40 i
DRG 4l . 5 ADSCs [b#, SCLCs™ NGF 1 #&iA/KFThE (P<<0.05). 5 DRGALHE, DRG 4
M5 SCLCs LA L2 Lu il Ahnt, LG 3%20 DRG 4l 58 2K e (P<<0.05). RT-qPCRIL, 5Hsi-NC4
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FL#, si-NGF-1, si-NGF-2flsi-NGF-3 21400 NGF mRNA Fh K P AL (P<<0.05), HsiNGF-1
AR R, SRS R si-NGF-1 #4752 . ELISA:, 5 si-NCAHE, si-NGF-1. si-NGF-2fl
si-NGF-3 #H 40 i | 3 v NGF K F B BEE (P<<0.05) . 5 vector A L8, 0e-NGF 4 4i jg ' NGF
mRNA 5K FETHE (P<<0.05), 40 35 NGFKFEFFE (P<<0.05), 5% & ZH 1 sINC/vector 20
tbd, sINGF4IDRG Uit K 4 (P<<0.05), o0e-NGF 4l DRG 4l 28 2 K EE i (P<<0.01),
2518 : ADSCs 1] LU [ 504k 4 SCLCs, H. {65 19 40 j 55 % 38 NGF;  #i ik 5 36 35 NGF Al 52 i
DRG 4l g 28 2 19 4= K
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ABSTRACT Objective: To discuss the promotive effect of nerve growth factor (NGF), which is highly
expressed in the adipose-derived stem cell (ADSC) -induced Schwann-like cells (SCL.Cs), on the growth
of dorsal root ganglion (DRG) cell processes in the rats, and to clarify its mechanism. Methods: The
ADSCs were extracted from the epididymal adipose tissue of the SD rats, and their multidirectional
differentiation potential was identified through osteogenic, adipogenic, and chondrogenic induction. The
ADSCs were induced to differentiate into the SCL.Cs, and the expression levels of glial fibrillary acidic
protein (GFAP) and S100 calcium-binding protein B (S1008) protein in the ADSCs and SCLCs were
detected by immunofluorescence staining and Western blotting methods. The DRG cells were isolated and
cultured, and immunofluorescence staining was used to detect the Bl -tubulin expression in the DRG cells
for identification. The SCLCs were co-cultured with the DRG cells (co-culture group) , the single-culture
DRG cells were regared as DRG group and toluidine blue staining was used to observe and measure the
length of DRG cell processes under the optical microscope in co-culture group and DRG group. Small
interfering RNA (siRNA) transfection was used to knock down NGF, and plasmid transfection was used to
over-express NGF. Real-time fluorescence quantitative PCR (RT-qPCR) method was used to detect the
NGF mRNA expression levels in the cells in various groups; enzyme-linked immunosorbent assay
(ELISA) method was used to detect the NGF protein levels in the cell supernatants. The transfected
SCLCs were co-cultured with DRG cells and divided into control group, siNC/vector group, NGF
knockdown group (si-NGF group) , and NGF over-expression group (0e-NGF group). The lengths of
DRG cell processes in various groups were observed. Results: The primary ADSCs adhered within 24 h
after seeding, with a small number of lipid droplets remaining. After 3 d of culture, the cells were mostly
short spindle-shaped, fusiform, or polygonal, growing rapidly in a vortex pattern. After passaging, the

cells exhibited a uniform morphology, appearing as long spindles arranged in a fish-school pattern. After
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14 d of adipogenic induction, the cell morphology changed from spindle-shaped to flat-round, with
translucent lipid droplets forming in the cytoplasm, which were stained red by Oil Red O. After 28 d of
osteogenic induction, the cells appeared sand-like with blurred morphology, and calcified nodules were
observed, which were stained red by Alizarin Red and deposited in the extracellular matrix. After 28 d of
chondrogenic induction in a 3D culture system, millet-sized chondrogenic spheres formed. Frozen sections
of the spheres were stained with Alcian Blue, and acidic mucopolysaccharides in the cartilage tissue were
stained blue under the microscope. Under the fluorescence microscope, the third-passage purified ADSCs
showed positive expression of CD29 [ fluorescein isothiocy anate (FITC) -labeled green fluorescence ] and
CD44 (Cy3-labeled red fluorescence). The immunofluorescence staining results showed that GFAP was
labeled with FITC (green fluorescence), and S1008 was labeled with Cy3 (red fluorescence). The Western
blotting results showed that compared with ADSCs, the expression levels of S1008 and GFAP proteins in
the SCLCs were increased (P<C0.05). The primary DRG cells began to adhere 6 h after conventional
culture, and after 3 d, the cell bodies appeared round and bright, with two linear processes extending
from them. Under fluorescence microscope, the cells positively expressed the neuron-specific marker
B IIl -tubulin, confirming that the isolated cells were DRG cells. Compared with the ADSCs, the NGF
protein expression level in the SCL.Cs was increased (P<C0.05). Compared with DRG group, the length
of DRG cell processes in co-culture group was the highest when DRG cells and SCLCs were co-cultured
at a 1:2 ratio (P<C0.05). The RT-qPCR results showed that compared with si-NC group, the expression
levels of NGF mRNA in the cell supernatant in si-NGF-1, si-NGF-2, and si-NGF-3 groups were
significantly decreased (P<C0.05), with si-NGF-1 showing the highest knockdown efficiency, which was
selected for subsequent experiments. The ELISA results showed that compared with si-NC group, the
NGF levels in the cell supernatant of si-NGF-1, si-NGF-2, and si-NGF-3 groups were decreased (P<C
0.05). Compared with Vector group, the expression level of NGF mRNA and NGF protein level in the
supernatant in oe-NGF group were increased (P<C0.05). Compared with control group and siNC/vector
group, the length of DRG cell processes in si-NGF group was decreased (P<C0.05), while the length of
DRG cell processes in 0oe-NGF group was increased (P<C0.05). Conclusion: ADSCs can be directionally
differentiated into SCLCs, and the differentiated cells highly express NGF. Knockdown or overexpression
of NGF can affect the growth of DRG cell processes.
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RIWET . RAAEE, FEAFEBIHEERR
T RNAH B PR . A R R AR B A3 2 i A 3 LA
SCREA -0 M s A - s i fE S e S . A
SCs RSN 85 . 555 MG FE RME, 5 Bl P s 3 5E 1Y
BT 4 0 LTS G, Jo ¥ 7R A I [R] N 2R A5 K 2l Ak 1Y
SCs ™™ . i B8 W7 U8 M T 40 ML (adipose-derived
stem cells, ADSCs) &S RICE: S M/ B 5 17 . 4
g . RARaE, HEAGZmeigee . A
PR RE ST T R . ADSCs AT LLE S5 4 1k
A T FEA Y (Schwan-like cells, SCLCs), iX#F
— R AR T SCs RSN 53 B 55 3% R 5 Rk 55
(], A G F SCLCs 1 3 32 5 J& [l #f 28 1) 7 A= 4
BHLENA it — P8R0 o ASHIF 58 2R I 15 LK R
B 52 52 i 7 v 32 B ADSCs I 4% H & 135 5 40 1k
SCLCs, # SCLCs 5 #F # # £ 95 (dorsal root
ganglia, DRG) 4033557, R MW R % 5 s 4
ZEWEE SCLCs X DRG 4 g € 2 VAT, A/
& RNA (small interfering RNA, siRNA) FI i fi
B e HOR m AR B ik KA M & A K HF (nerve
growth factor, NGF), W %% 4t j5 ) SCLCs Xf
DRG 41 g 238 Y52 m, S SCLCs J T J& [l 22
A8 5 SR AR .

1 MBR57FE

L1 £8zH#H EZXMNRNE 10 L 45k SPF
90 A HRESAF SD HEPE R B, MR 130~150 g, H
T oy Bt g8 ADSCs; 2k 3~5d i B2 SDFLI,
T E R DRG UM, LW aie AL 7 K4E
EWE AR ARAE, WA 7= kS .
SCXK (i) 2020-0001. [ %45 J5 g g A 2 [
Invitrogen 2~ #] , # /K I Bl 2k B Eagle 5 % %t
(Dulbecco’s modified eagle medium, DMEM) /
F-12 % R &% (nutrien mixture F-12, F12) 4
M K% 37 K A 3E B Gibeo 24 A, M4 1iLiE  (fletal
bovine serum, FBS) Mg H & IEimE A A, B-Fi
3 2, B¢ (B-mercaptoethanol, B-ME) Fil4xJz X 4k
H f%  (all-trans-retinoic acid, ATRA) W H 3% [
Sigma/Zya], FEAIM (forskolin, FSK) Wy [ 3 [F
Alexis A F], BT AL H A Bl (recombinant
human neuregulin beta-1, thNRG-B1) . &k ol £F 4
40 g 4 K B F  (basic fibroblast growth factor,
bEGF) Hl L /s A 98 P A= K B F AA (platelet-
derived growth factor-AA, PDGF-AA) g B 2% [#
PeproTech 24 #l, & ¥t 4+ 1k # 44 (cluster of

differentiation 44, CD44) HBREHLIAR . btk
% 29 (cluster of differentiation 29, CD29) 5§
B Pi i . BT T A dE R PE SR 1 (glial fibrillary
acidic, GFAP) iy BEHi A& F bt S1008 ik A
2% 18 Abclonal 23 &, K BRUIE 17 8] 58 53 T+ 240 M B g
B R BLER B A AR Sl S8 PR A
Lipofectamine™iMAX F1 Lipofectamine 3000 I H
X FEBR CHE R BHE AR AR, KENGF BBk 2
2 W B iR % (enzyme linked immunosorbent assay,
ELISA) A &l At i R ER B AR A .
BX43 W B M E MEBRRERZRE WA A A
Olympus A H, CO, 4 il 5 5% 47 W H 52 E Thermo
Fisher Scientific A &, %€ 622 & 3 & B 4% 52 0 W
40 A BN H B Ry AR A\l , Tanon 4 H
SR A i R ReE B BRA .
1.2 ADSCsa B F KX A S Aok en
ZWSCHk (18], #EUADSCs. #4310 ADSCs
il B3 7020 . 100% F190 %6 B 43 5 #E 4T BUA
B B E S RS 4R R AT R A
o, WIEAES 14 dRITMa O, MAHIESE
JE 1. 5~2. 0 mm (955 BR G A7 KA B R 0 e 1) 5
Wy, WEE ADSCs BRI £ 10 1L RE 1 .
1.3 ADSCs 2 @1 # ¥4 4% SCLCs & [ Uik
(18], HU% 34% ADSCs 7E &% 4 1 mmol-L ' 3B-ME
) DMEM/F12 5 R Ferh {538 24 h, AR5 B4y &
10%FBS 135 ug-L. ' ATRA f§ DMEM/F12 ¥ 3
Bl T2h, ZEERNFESERE (F
10%FBS, 5pmol-L 'FSK., 5pg-L 'PDGF-AA
10 pg L ' bFGF #1200 pg-L.~ ' thNRG-R1 % DMEM/
Fl12¥555L) ¥R 14d.
1.4 DRG@fty 4 B3RHFALEE Mok [18]
Bt 3~5d i SD F B DRG 3141k 4 DRG 40 i, %
T 22 JOM A PR L o i K5 AR Ly, )R B R
AL AR,
1.5 %EERERMNIFAMBEPHLES LXK
R B RCRAS R A LR L 1K 10T 1 2%
A TR SRR B 24 FLA ML B SR bR b, BR R 2 d
JaoR M A% Z RO E E . B R %R
(phosphated buffer saline, PBS) &¥EJFHMIA 0.1%
) Triton-X100 i & 20 min, 10% 1l 2 1L 375 & 0 )%
B2 h, A X B B — Bt CD29 (1:300) |
CD44 (1:300) . I 26 B # & & A (B Il -tubulin)
(1:500) . GFAP (1:200) 1 S1008 (1:200) 4 °C
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F i ;Y H & IR 30 min, PBS 28 WOR BE % 31K, 43 3
A R S5 UIR 2% ' 2 (Fluorescein 5-isothiocyanate,
FITC) (1:500) F1%# 4k 3 (cyanine 3, CY3)
(1:500) #Ric st —HMF & 1 h, DAPI )R
PRV KN E o, & T2 B s T~ WA IE
SRl
1.6 WEREKZEEHEN®EZFfpEBEIZHRDRGE
Bey AKX E ot DRG 40005 554 8 DRG 41,
K DRG H5SCLCsHIfLAT =1, 1:2, 1:4, 2: 1F0
4+ 10y oAl T 6 FL 20 3% 3R AR AR AR ] E A9
g FRdl, WS DRG 4 i 58 2 1 B 19 25 4k DL
AR B EE YL i SCLCs 5 DRG 28 g LA 5 1
Fo o) e 455 3% 3 ik R R e 0 G 6 7E O 2 0 R BE R U
5545 20 DRG 40 M 28 6 1 A8 Ak . A 4 Bl AL 36 B 3 4>
PUET A 0T o R AL B S S DRG 40 i ) & 5
REMKE.
1.7 @M% % % 4 NGF F # fe it % 5 SCLCs
BSCLCs AL G 458 T B 32 b, AT WUt
14 B % B 5 2 Al Ll B D 6090 ~90% B, R
HORg Bk % 4e ik 7 Lipofectamine ™iMAX Al
Lipofectamine™3000 43 5] % 4% NGF ) siRNA & &
K, I S AR N B B X R AL
1.8 SCLCs5DRG#3#HR4 2 oBR AL
B 5 U NGF J5 SCLCs 5 DRG#£ /8 2+ 119 Lb 6]
dar g FRIR R . Lk oA XA (SCLCs+
DRG 4 ) . si-NC/vector 4 (%% 44 23 ) siRNA/
J5T kL ) SCLCs+DRG 40 i ) . siNGF 41 (¥ 4
si-NGF [ SCLCs+DRG 4 ffl) 1l oe-NGF 41 (%%
Yt NGF i ki iy SCLCs+DRG 418 ), #3548 hJi
WA A A, TR K,
1.9 ELISA#%#m&ammie bEd NGEFRFE ¥
WA B 9 20 B AR AR M S 4 IR B AL 100 pl i
AAMIR L, 37 ‘CHEE 90 min J5 ¥et . i AZEW)
FALPIR AR SE MR F 60 min. VEHUS A B A
A 30 min, AR AWEFEE 15 min 5 M ALK LR,
TR A3 J5 7 B R FH B b AT 450 nm i K W I8 Ik 4 R
630 nm S5 P K ALK I A OB (A) fH, 22
PR £, THE A F O NGF KSF, K25 41
AfH, ZetilbrdEdhZe, THEAE g NGF KF
1.10 Western blotting # # @ & 48 %8 . ## GFAP.
S1008 #= NGF %& & & A K K 15 4b B A9 40 i R
JHPBS G2 s R 20, A A 25 1 40 41 55 1
SR W T VK 2% 50 min, SR FH 20 0 Ui 42 20 i -

PL4°C, 12000 remin "8 20 min, W H 3 w@&om
A 5Xloading buffer 2 # I3 ff 7 T —20 °C, W TJ5
RSy NEESL T 12% SDS-PAGE #E17 Hi Uk & 5%
B, B PVDFE B S 4] 10 mine IIA—$HT GFAP
(1:1000), S1008 (1:1000) FINGE (1:1000)
4CHERE SR, WH T#EIK SR 30 mn, &
Tween 20 %) Tris 2% " L ¥ Wk (Tris-buffered saline
with Tween 20) ¥R EYE 3K, K 10 min, JIA
Bt IgG-HRP (1 :10000), #K ¥ 7 50 min,
TBST HWRIEVE 3K, 41K 5 min, RH ECL &t
W TR B S . R Tmage 523 B & 11 &40
KA, TR HMEARSBEKTE. HWEAREK
V= H 8K 5k K/ N S8 Ak K E .
1.11 & % & & & PCR (real-time fluorescence
quantitative PCR,RT-qPCR) 3 # ) &8 SCLCs ¥
NGF mRNA &k K-F Gl ad RNA $2 B0 5 & 48
BE UL IS A 0B RNA, 24888 B 40 ) BE 16
RNA B B A4l B I, DL RNA by MR 8 ik 336 5 5%
KA A LL50°C. 15 min, 80°C. 5sfE#E PCRAY
o % ok O cDNA, ¥ cDNA #1797 38, D
GAPDH NN Z X HR, SR 27 gt & B iyt
M mRNA FikKF. 51955 GAPDH L5149,
5-ACAGCAACAGGGTGGTGGAC-3, GAPDH
T4, 5-TTTGAGGGTGCAGCGAACTT-3';
NGF 514, 5-CGCTCTCCTTCACAGAGT-
TTT-3', NGF FiE514¥, 5-CTGCCTGTACGC-
CGATCAAA-3',

1.12 %#% 4% KM GraphPad Prism 8. 04t i}
BAF AT G AT 22 0 W o AN EL B AR 3% 55 4 4 DRG
MR EKE, %41 SCLCs i NGF K F, %
AN h GFAP, S1008 M NGF & [ &k K, %
21 SCLCs ' NGF mRNA &k KF, ¥ Y5 4541 3t
B 7% DRG 4 M 588 K E A IES A, Mlats
Fon, Z A RIREA BB 3R S R O 225007
ZH (AR AS S5 50 W LE ok H SNK-g R 5 ADSCs #ll
SCLCs #H H NGF 28 1 3 35 7K - Lo 38 % 1Tk 57+
ARk ge . U P<<0.05NERAHGIT#E L,

2 % R

2.1 ADSCs#BE(2AM 2 @oktth JFL
ADSCs #2524 h J5 AN B I BB A > & g, B
F3dEdME hERIE . gimRks M, 2k
PRAK, WRKRE, EREHREEY—, 2K
BRI, mBRRAES] . WK1, ADSCs & s 555
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FRE R 1Ad)E, WRESHRIEENRBETE, |
[ AT UL 3% 5 0 1R BR W TE 1L, 28 21 O e 45 ] Uil Jifg
Jo I I T U AT B . ADSCs & 808 5 B R R
FERE R 28 d v WA ML R VDR R, AR, H
PASALEE T, S Ra Yt n] WS 1k 451 k4
Yo, DLRTEANBEAN LT . ADSCs & iR H 15 5 85
Fi Fe ST AR R 3R 28 d 5 AT UL /N OKORE RN B R BR AR
B, XTECEERIEAT KR DD B, BRI i G )
BE T AT UL KR A2 ) R M R 2 e Y £ B £
UL 2,

2.2 ADSCs ¥ CD29# CD44 Z @ A&k WA 7
90 B UBE T W SR Al Ak )5 55 348 ADSCs, A DL B
FITCHrid 7R CD29 8 A BHIYE . # Cy3
FRIE AL AT CDA4 H (R IR M. WA 3.

2.3 SCLCs % GFAP# SI1008 & & k& KFE

A': Primary ADSCs after cultured for 24 h; B: Primary ADSCs

after cultured for 3 rd passages.

B 1 HFARFEME ADSCs BRI
Fig. 1 Morphology of ADSCs after cultured for

different time

PED OB YT W GFAP 8 H # FITC #ric &k oo
Jt, S1008 & F ¥ Cy3 bric MLl 5% )t . Western
blotting A M 45 R B 7R : 5 ADSCs e, SCLCs
B #k GFAP FIS1008 & H . WK 4 15,

100 pm

A': Oilred O staining; B: Alizarin red staining; C: Alisin blue staining.
B2 ADSCsZmaip SRR
Fig. 2 Morphology of multidirectional differentiation of ADSCs
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A—C: CD29; D—F: CD44; B,E: DAPI; C,F: Merge.
B3 AEFLERN ADSCs 1 CD29F1 CD44 FE H R
Fig. 3 Expressions of CD29 and CD44 proteins in ADSCs detected by immunofluorescence assay

2.4 DRG &M &k AFsmie P B1I-tubulin &
REHAL FEACEIA DRG 405 B 5% 6 h 5 JF
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A—C: GFAP; D—F: S1008; B,E: DAPI; C,F: Merge.
B4 By SCLCs B S1008 f GFAPE A RE

Fig.4 Expressions of S1008 and GFAP proteins in SCLCs detected by immunofluorescence staining

1 2 Mr
GFAP - 50000
S100B - 14000

B-actin ~ we— w— 1D )00

Lane 1: ADSCs: Lane 2: SCLCs.
El5 Western blotting &l SCLCs H GFAP #1 S1008
BEOREBEBIKE
Fig. 5 Electrophoregram of expressions of GFAP and
S100B proteins in SCLCs detected by Western blotting
method

100 pm

D

2 f PP 2% 35 p 2 T RE S AR A BT -tubulin, 3
By B AR O 4 i DRG 4l i . WLIEl 6.

2.5 ADSCs#SCLCs P NGFE&GXR#EAKF 5
ADSCs %, SCLCs "' NGF 2 [1 & ik K F 7 =
(P<<0.05), WL 7.

2.6 DRG 5 SCLCs %8 i, 3 3% # 4k 2 ¥ DRG @
MEARKE 5 DRGHIWE, DRG 41 5
SCLCs DA 1 : 2/ el #:F B, DRG 5 SCLCs 4fl
Jo 3 55 5 R 2 b DRG il & lE K fe i (P<
0.05). W& 8,

100 um ! 100 pm

E F

A': Primary DRG cells after culture for 24 h; B: Primary DRG cells after culture for 48 h; C: Primary DRG cells after culture for 8 d;

D: Bl -tubulin; E: DAPI; F: Merge.
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Fig. 6 Morphology of DRG cells and expression of $ Il -tubulin protein in DRG cells



TG, A BRI T AN I S A A 1 T R A el 25 A K R e A BT AR R T A 991

1 2 Mr

NGF  —— e 32 000

B-actin sy w— 12 000

A

— —
() wl
T 1

o
3
T

Expression level of NGF protein

ADSCs SCLCs

B

Lane 1: ADSCs; Lane 2: SCLCs. "P<C0.05 compared with ADSCs.
Bl 7 Western blotting 35l SCLCs " NGF E A # A Bk E (A MELKE (B)
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Fig. 8 Toluidine blue staining of DRG cell processes and length of DRG cell processes in various groups
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