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[ =] BH: FifN-mye P EER 1 (NDRGL) L #IRPivEnT s It (CRPC) B4 &
fie (ENZA) Wt 25i5zm, Jf B AR FALH . k. KA FR A CRPC C4-2 41 il Fl ENZA Tif 2 b
C4-2/ENZA 40, RS2l 2856 &t PCR (RT-qPCR) ¥ C4-2/ENZA 41 i Ko o35 A C4-2 40 jfd
1 NDRG1 mRNA £k /K-, Western blotting i 45 I C4-2/ENZA 40 il Jz H kA C4-2 41 jfd h NDRG1 .
e R Z R (AR) FIRTH IR A F PR (PSA) HEH LA KE, UKIEMBEHEREE. ¥
C4-2/ENZA 15y M2 A4 QER B FRAIEATAEL) . BPEXT R & (Lv-NC) 4l (% Lv-NC) .
Lv-NDRG1 #H (% J¢ Lv-NDRG1). Lv-NC+ENZA 4 (% Y Lv-NC J5 in A ENZA 4b ¥ ) |
Lv-NDRG1+ENZA 4 (Y Lv-NDRG1J5 A ENZA AL ) | Lv-NDRG1+ % =K KT (EGF) 4
(%9 Lv-NDRG1 G M A EGF A 3) #1Lv-NDRG1+EGF+ENZA 4 (34 Lv-NDRG1/J5in A EGF I
ENZAAbEE) o RAHBEMEEE (MTT) K00 45 4140 i 2 Bom sl vk B (1C,,) . 254840 (RD A4 i
WG E, WA ARG I 4% AR I T2, RT-qPCRIEA A 4L 400 v NDRG1 mRNA 2 ik /K -,
Western blotting ¥ &l 45 41 41 i b NDRG1., AR, 5 213 13 22 % R 0 1R Ak i 38 2% 2 1K (p-ARSer™™) |
55 81 0 22 44 R Wl R Ak I i R 2 K (p-ARSer® ) FIPSAHEHTIAKF. ZR: 5 C4-240 10 42,
C4-2/ENZA 4 NDRG1 mRNA I (1 £ A KB R B (P<<0.01), ARFIPSAEAEIEK
SEMH B TR (P<K0.01), #2785 ENZA it 25k C4-2/ENZA h NDRG1IME %35 5 Lv-NC 4 b4, Lv-
NDRG1 41 41 g ' NDRG1 mRNA I (1R 5K FH I BT & (P<<0.01), ##7) M2 #4 # NDRG1 %
[H it 635 C4-2/ENZATH 25 4 ig bk . MTT i, 5 C4-240MI L %:, C4-2/ENZA 40 1C., W BT+ (P<<
0.01), RIF17.78; 5 Lv-NC 4 It # , Lv-NDRG1 %4 C4-2/ENZA 4 g 1C., W] B &k (P<<0.01) .
EGF A #E 24 h, 5 Lv-NC 4 b4, Lv-NC+EGF 4 C4-2/ENZA 4 1C., Ml B F+ 5 (P<<0.01); 5
Lv-NDRG1#H [t%, Lv-NDRG1+EGF % C4-2/ENZA 48 IC., B B FhE (P<<0.01). 5 ENZA &b ¥ i
s, A ENZAATE 24 h, C4-2F1C4-2/ENZA 40 M 5 % Ve B A (F=223.80, P<<0.01;
F=81.46, P<C0.01), ENZA#4t#¥i24h, 5Lv-NCAIL#, Lv-NDRG14] C4-2/ENZA 21 il 34 58 1%
B R (P<<0.01). EGF 4P 24 h, 5 Lv-NCA %, Lv-NCHEGF 4 C4-2/ENZA 41l g 3% 5
WA W TR (P<<0.01), Lv-NDRGI1+EGF 41 C4-2/ENZA 40 i 38 58 3% 1 B W B AL (P<<0.01).
##£ 10. 000 pmol-L~" ENZA FIF il 24 h/E N J& S A6 0 v B R Bt ] o5 . R4 e R, ENZA 4bFE 24 h,
HLv-NC 4l lb %, Lv-NDRG1 41 40 ig 9 12 % B & F+ & (P<<0.01); 5 Lv-NCH+ENZA 41 It % ,
Lv-NDRGI1+ENZA H M H - LW B F+ & (P<<0.01), EGF 43 24 h, 5 Lv-NDRG1 4 L%,
Lv-NDRG1+EGF 4140 it 8 T2 % 8] B 5 ik (P<<0.01), Lv-NDRGI1+ENZA 41400 )8 T 8] 8 I+ 5
(P<<0.01); 5 Lv-NDRG1+ENZA@H [L#, Lv-NDRG1+EGF+ENZA 2H 40 Jifd 94 7= 5 B | [ AL (P<<
0.01)., Western blotting %, ENZA4H 24 h, 5 Lv-NCH %, Lv-NDRG1 4040 i+ AR I PSA &
1 2 38 7K F & p-ARSer”/AR Fl p-ARSer” /AR HAE ¥ W W B A% (P<C0.05 8% P<<0.01). EGF 4b 7
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24h, 5 Lv-NC 4l lb#, Lv-NC+EGF 4140 ffg th AR Hl PSA & [ 3% ik K F & p-ARSer””/AR
p-ARSer" /AR WAEI I 845 (P<<0.058 P<<0.01); 45 Lv-NDRG1 41 It 4%, Lv-NDRG1+EGF 41
0 i h AR Al PSA & 11 % 35 K F & p-ARSer”/AR 1 p-ARSer® /AR HAH A BT+ 5 (P<C0.01).
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Effect of over-expression of NDRG1 on resistance of castration-
resistant prostate cancer resistant cell line C4-2/ENZA and
its mechanism
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(1. Department of Critical Medicine, Affiliated Second Hospital, Hengyang Medical School, University of
South China, Hengyang 421001, China;2. Department of Emergency, Affiliated Second Hospital,
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ABSTRACT Objective: To discuss the effect of N-myc downstream-regulated gene 1 (NDRG1) on the
enzalutamide (ENZA) resistance in the castration-resistant prostate cancer (CRPC), and to clarify its
mechanism. Methods: The human CRPC C4-2 cells and ENZA-resistant strain C4-2/ENZA cells were
cultured in vitro. The expression levels of NDRG1 mRNA in the C4-2/ENZA cells and their parental C4-2
cells were detected by real-time fluorescence quantitative PCR (RT-qPCR) method. The expression
levels of NDRG1, androgen receptor (AR), and prostate-specific antigen (PSA) proteins in the cells
were detected by Western blotting method to verify the transfection efficiency of the cells. The C4-2/ENZA
cells were divided into blank group (normally cultured without treatment) , negative control lentivirus
(Lv-NC) group (transfected with Lv-NC), Lv-NDRG1 group (transfected with Lv-NDRG1), Lv-NC—+
ENZA group (transfected with Lv-NC followed by ENZA treatment), Lv-NDRGI-+ENZA group
(transfected with Lv-NDRG1 followed by ENZA treatment), Lv-NDRGI1+epidermal growth factor
(EGF) group (transfected with Lv-NDRG1 followed by EGF treatment), and Lv-NDRG1+EGF+
ENZA group (transfected with Lv-NDRG1 followed by EGF and ENZA treatment). The half-maximal
inhibitory concentration (IC;,), resistance index (RI), and proliferation activity of the cells were detected
by MTT assay; the apoptotic rates of the cells in various groups were detected by flow cytometry; RT-
qPCR method was used to detect the expression levels of NDRG1 mRNA in the cells in various groups;
Western blotting method was used to detect the expression levels of NDRG1, AR, phosphorylated AR at
serine’ (p-ARSer””) , phosphorylated AR at serine®" (p-AR*™') , and PSA proteins in the cells in
various groups. Results: Compared with C4-2 cells, the expression levels of NDRG1 mRNA and protein
in the C4-2/ENZA cells were significantly decreased (P<C0.01) and the expression levels of AR and PSA
proteins were increased (P<C0.01), indicating low expression of NDRG1 in the ENZA-resistant C4-2/
ENZA strain. Compared with Lv-NC group, the expression levels of NDRG1 mRNA and protein in the
cells in Lv-NDRG1 group were significantly increased (P<Z0.01), indicating the successful construction
of an NDRG1 gene over-expression strain of C4-2/ENZA resistant cells. The MTT assay results showed
that compared with the C4-2 cells, the 1Cg, of the C4-2/ENZA cells was increased (P<C0.01) and the RI
was 17.78; compared with Lv-NC group, the IC;, of the C4-2/ENZA cells in Lv-NDRG1 group was
decreased (P<C0.01). After 24 h of EGF treatment, compared with Lv-NC group, the ICy, of the C4-2/
ENZA cells in Lv-NC+EGF group was significantly increased (P<C0.01) ; compared with Lv-NDRG1
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group, the ICy of the C4-2/ENZA cells in Lv-NDRGI1+EGF group was increased (P<C0.01).
Compared with before ENZA treatment, after 24 h of ENZA treatment, the proliferation activities of C4-2
and C4-2/ENZA cells were gradually decreased (F=223.80, P<(0.01; F=81.46, P<C0.01).
Compared with Lv-NC group, the proliferation activity in the C4-2/ENZA cells in Lv-NDRG1 group after
24 h of ENZA treatment was significantly decreased (P<C0.01). After 24 h of EGF treatment, compared
with Lv-NC group, the proliferation activity of the C4-2/ENZA cells in Lv-NCH+EGF group was
significantly increased (P<C0.01), while the the proliferation activity of the C4-2/ENZA cells in
Lv-NDRG1+EGF group was significantly decreased (P<C0.01). The chosen concentration and treatment
duration for further testing were 10 000 pmol:L. ' ENZA and the intervention time was 24 h. The flow
cytometry results showed that after 24 h of ENZA treatment, compared with Lv-NC group, the apoptotic
rate of the cells in Lv-NDRG1 group was significantly increased (P<C0.01) ; compared with Lv-NC+
ENZA group, the apoptotic rate of the cells in Lv-NDRG1+ENZA group was significantly increased (P<<
0.01). After 24 h of EGF treatment, compared with Lv-NDRG1 group, the apoptotic rate of the cells in
Lv-NDRG1+EGF group was significantly decreased (P<C0.01), while the apoptotic rate of the cells in
Lv-NDRG1+ENZA group was significantly increased (P<Z0.01) ; compared with Lv-NDRG1+ENZA
group, the apoptotic rate of the cells in Lv-NDRG1+EGF+ENZA group was significantly decreased (P<C
0.01). The Western blotting results showed that after 24 h of ENZA treatment, compared with Lv-NC
group, the expression levels of AR and PSA proteins and the ratio of p-ARSer”*/AR and p-ARSer* /AR in
the cells in Lv-NDRG1 group were significantly decreased (P<C0.05 or P<C0.01). After 24 h of EGF
treatment, compared with Lv-NC group, the expression levels of AR and PSA proteins and the ratio of
p-ARSer®/AR and p-ARSer® /AR in the cells in Lv-NC-+EGF group were significantly increased (P<<
0.05 or P<C0.01) ; compared with Lv-NDRG1 group, the expression levels of AR and PSA proteins and
the ratio of p-ARSer”?/AR and p-ARSer® /AR in the cells in Lv-NDRG1-+EGF group were significantly
increased (P<Z0.01). Conclusion: Over-expression of NDRG1 can reduce the resistance of CRPC to
ENZA, and its mechanism may be related to the inhibition of AR signaling.
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Hi 5 B J  (prostate cancer, PCa) J& 4= BR{E [
WERH UL BB 2 —, WS R E
ST EERE Y, B Y Bk 2020 4F PCafk
55 VE g R h e AR S 26, o5 B & R IE 1Y
14.1% . HEBCER RIZFI7 02 H AT IR KB T PCa i
M7, BT R LB, RS A MR 2k
PR B Z4 & i (enzalumide, ENZA) FEAGIA N
HEFRF KT, DT A0 g & R L AR, R
SrEBEH S A, R Z K (androgen
receptor, AR) FEEiGEPEWKE B EH5k, F3 PCa
K& N R HOHK Bt M PCa
prostate cancer, CRPC), Ml xf fL47 25 4% ENZA
AU, X EFE MR ROR B E . W, 3w
CRPC i} 25 % A= 1Y 43§ ALl I 3 390 5 ik 245 1) 3
BAEENES, A8 TIFER MG Ikt KR
&AW . Nemye © UF 9895 &£ B 1 (N-myc
downstream regulatory gene 1, NDRG1) Jf& NDRG

(castration-resistant

TR 22—, IR 43 I g v e #2400 98 ik TR 1 1
L VAR R A0 i g g . T R AR
LIM % &3 . NDRG1 B M & PCa 4 g AR
17 5 38 [ T DA O 9 E R . SR ek A N B
5% &% M : NDRGI1 £ PCa 40 g PC-3 1 ik % 15,
NDRG1 # ik 8 1 3% 5 PCa 41 g £ VG fh € i 2 .
{H NDRG1 /2 7 7] i # AR % 5 i f% 2 5 CRPC if
25 HA R WARGE . B, ABFSR R NDRG1 X
CRPC i 25 /iy 5z, JF [ BT AR - PLE, 34k
CRPC i ¥R T7 4 A5 B2 AL B A4l .
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1.1 @i mEdE . 22XMNAME A CRPC C4-2
gif (HER R B PCaii il R2) W A 3£ H
ATCCZAH], NDRG1id %A% HWE (Lv-NDRG1)
K H A X B 8 (Lv-NC) W {1 b 30 2k
YRR A RS A . ENZA I [ 2 [H Selleck 23 7,



kg, %
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RPMI-1640 5 #= ZE M4 7S (fetal bovine serum,
FBS) W H3E Gibco 2], WM [3- (4, 5-
dimethyl-2-thiazolyl) -2,  5-diphenyl tetrazolium
bromide, MTT] 2t il 3% 58 K 40 {25 P 4 I 12k 54
& . Annexin V-FITC 40 g 98 -4 057 & . BCA
P R I R L 0 A SRR B R S I O
i PCR (real-time florescence quantitative PCR,
RT-qPCR) KAl & H FilFE = REYHARH
FRAHE, %t ANDRGLFUE . ARPUIAR . 55 21311
22 5 TR W 2 Ak 1 ¥ R 2 K (phosphorylated AR at
serine 213, p-ARSer’™) Uik . 55 8117 22 & IR B iR
1k i 3% & 2 /& (phosphorylated AR at serine 81,
p-ARSer™) Huik . #F IR R 5 M P (prostate
specific antigen, PSA) Hi{& fl GAPDH #1159 A
B [ Abcam A A, HAR T HALYWEF (horse radish
peroxidase, HRP) #5ic iy L 5T S b ikl 7 5% =
Affinity 24 7] o 4Lk 3R 48 (B 5 . MCO-
18AC) M H HAMTAA, w40 (A5,
Accuri C6) 1 H 22 E BD AW, Bits 2 HrA (5
5. AMR-100) 1 A buH B AR A R A\, 1k
HREWG R G (5. Tanon-5200) W H 1K
RERHABR A

1.2 e fAathmphld RAHENZAK
JE BB I VL A1 AR M 2 bk C4-2/ENZA 4L, %
SEAR CA-240 L T 0. 0.500, 1.000, 3.125, 6.250,
12.500, 25.000, 50.000 #1 100.000 pmol-L™"
ENZA W58 &5 3R W h & 015 R ik, A EF
SLWFI 20 74N H o C4-2 4 L S it 25 Bk C4-2/ENZA
40 4 5 10% FBS 19 RPMI-1640 85 7% 3t & T
37°C. 5% COSEFAA IR . WA B A KW C4-2
N C4-2/ENZA 40, LAEESL 2 500 /> 41 g 14 %25 B
Fiv 2z 96 fL 48 M By SR b, s, g A 0,
0.500, 1.000, 3.125. 6.250, 12.500, 25.000,
50. 000 F11100. 000 pmol- L~ ENZA 4k4E 15 3% 24 h.,
1.3 @ps#ifsiea BOTEHAEKD C4-2/
ENZA 400, $5 5 £L 5 10° 4 40 g 1Y 26 15 1 fb =
LA R P B Rk . IKH , IR BRI
B (multiplicity of infection, MOI) =100 fil A Lv-
NDRG1 (125 # & K 5. 21X 10° TU-mL™") Al
Lv-NC (12 &% 4 3. 15X 10°TU-mL™"), 24h
Ji B 48 37 I 1 B RPMIT-1640 58 4 15 37 HE 2k 2 15 3%
YL 72 h 5 oK H RT-qPCR % il Western blotting %
o0 24 A A e kR, WO A M R AT IS 2 S

R4 52 56 ab B 7 AN, K C4-2/ENZA 41 il

SR A EEEFRAIETLAE) . Lv-NCH
(F e Lv-NC), Lv-NDRG14] (¥4 Lv-NDRG1) .
Lv-NC+ENZA 41 (% 4 Lv-NC J5 it A ENZA 4k
). Lv-NDRG1+ENZA 4 (%4 Lv-NDRG1 7
A ENZA 4b 3 ) . Lv-NDRG1+ % & £ K H 7
(epidermal growth factor, EGF) # ( % ¢ Lv-
NDRG1JG A EGF &b #) 1 Lv-NDRG1+EGF +
ENZA #H (%4 Lv-NDRG1 J5 il A EGF #il ENZA
AbEE) . Lv-NCHENZA 4 M Lv-NDRG1+ENZA 44
Y Hfl NDRG1 & [H o % 3k 5 B & ENZA A 3,
ENZA F #3210 pmol- L=, Wil ] 24 h,
Lv-NDRG1+EGF4HMILv-NDRG1+EGF+ENZAZ]
4 f2 NDRG1 & [ i £ ik 5 B & ENZA K&
100 mg-L~" Hf ¥ &R HE 4K #6121 3 3h F EGF
b B
1.4 MTT sk # @ & 48 29 B0 3 & 47 #) R B (50%
ICy) « # % 3 #
(resistance index, RI) A= j 3% 6 #& M BT £ 4
K C4-2/ENZA 40, LAAEFL 2 500441 g () 2% )
FE 0 2 96 L A0 MBS IR AR b 55 SR 0, 12 i i SRk
JE A MM AR HE (0, 3.125, 6.250, 12.500,
25.000, 50.000 F1100. 000 umol-L~") ENZA &% Bk
A A 10 pmol-L~" ENZA 8 100 mg:L'EGF, %
WAL (IR . Ki 9% 24 h)5 #2807 4 hBUH
B3eb, HALMA 10l 0.5% MTT AW, & T
BRMTh s R Ah, FERWE, BALMA
100 pL WA, & T# K LG RE % 15 min,
K FH AR 20 B ASORS: T30 4 490 nm AR B B (A) {H,
T ENZA X C4-2F1C4-2/ENZA 4181 1C,,. RIFN
KA A S M. RI=C4-2/ENZA 40 1C,,/C4-2
A IC,; MMM EE= [ (LRALAE-—=H
fFLAME) / CFEFLAME -2 HILAME) .
1.5 AX@meAxASmmpR=F BUEER
Yuf5 19 C4-2/ENZA AL, DhAg AL 5 10° 4 41 i 4
WD 6 LA M SR AR R B R R, A AL kb B
24 h, WAL, Jn A 500 pl @5 R #h 28 mh il
(phosphate buffered saline, PBS) &, % 41/
BEREE 1<X10° mL™", A 5 pL. Annexin V -FITC
BERIRA, JEA 10 pL B 79 e e i i IR AT
2 % 20 min J5, R A U =X 4 A A A% 4l
gt 905 s S 0 5 e S 05 1 (S
< 100% .

inhibitory concentration,
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1.6 RT-qPCR &£ & %2 %48 #6 F NDRG1 mRNA
FFEARF AT HUSWCES LA, AR
PBS & MG UE 23K, A TRIzol ¥ T vk I 42 5t
BLCRNA, SR 36 5300 &K B RNA 30 5% 5% o8
¢cDNA, i F§ RT-qPCR it 1] £ 6 48 il h NDRG1
mRNA £iEKF. 51975 . GAPDH L5149,
5" AATGGGCAGCCGTTAGGAAA-3, FiE514),
5-GCCCAATACGACCAAATCAGAG-3'; NDRG1
WS, 5-AGGGTCCCATTCATCTCCCC-3,
TSI, 5-GCTGTCACCTGCCTAGTCC-3,
KR S& A 95°C WAEPE 5 min, 95°C. 10s,
60°C. 25s, HLA0MEFF. LEGAPDH N Z, Xk
27229831 NDRG1 mRNA k7K,
1.7 Western blotting 3 # M & 42 48 #6 F NDRG1.
AR, PSA. p-ARSer™ #= p-ARSer" & & % ik K F
Syl AL S WCAE A LA, in A TS PBS 22
WIHVE 20, AR g T ok E 2Rt B BN,
R I BCA i 113 7 80l 2 1 vk B B 2R 1R A
BTEEB EZW 10 min, SFLE40 pgEH LA,
Rk EE, RANBHEEEOREZ RN R
M, EIREM 1 h, A —4$i NDRG1 ik
(1:1000), ARFifR (1:1000). p-ARSer *Hi{k
(1:1000). p-ARSer"Hif& (1:1000). PSA#L
f& (1:1000) MGAPDH¥LIA (1:5000), 4 °CHF
Fid®, TBSTHWIE T 3K, A HRP ARy —
i (1:5000), =EEMWE 1h, TBST HFWRIE Uk
3W, WA, BEG, SR Image J A5 BT R
H 4 IKIEM, YLGAPDHE AR AINS:, (1B H
MR ARKKT. HMEARBKEF=HHENASK
K AR /GAPDH 8¢ AR & 1 4571 KA
1.8 %it¥4# K SPSS 26. 048 i &k k47
Geit2F o3 M. 45 4140 M B FE 6 e A M gR TR, 4%
2040 e s NDRG1 mRNA 33k /K P K 45 41 40 g
NDRG1. PSA I AR FH &£k K- Lh S p-ARSer’”/
ARFlp-ARSer" /AR A G IESM i, Phats#
N, ZURFEARB BRI E R T 200, A
V) AP A 25 507 T L R T LSD-2 A 56 . L P<<0. 05
hERA G
2 7 B
2.1 BampsfaE RT-qPCRIEMINZHR
;5 C4-2400 (1.000.03) H#, C4-2/ENZA

41 NDRG1 mRNA #iA/KF (0.11+0.03) B
MR (P<<0.01) ., Western blotting 32 6 i &%

WoR: 5 C4-240 M b B, C4-2/ENZA 40 g
NDRG1# IR BAKFH B (P<<0.01), ARF
PSA | H £LKFH BT E (P<L0.01). #mx
ENZA iif 25 #k C4-2/ENZA ¥ NDRGI1 & % ik,
N

1 2 Mr
NDRG1 /W S 13 000
AR M- A 90 000

PSA W - 20 000

GAPDH 4D S 36 000

A

== C4-2/ENZA

.
%
0.3
0. -
%
0
PSA
Lane 1: C4-2 cells; Lane 2: C4-2/ENZA cells. "'P<<0.01

NDRG1 AR
B
compared with C4-2 cells.
B 1 2F4EfiH NDRG1EHREBKE (A)EE
B (B)
Fig. 1 Electrophoregram (A) and histogram (B) of

041 mm C4-2

—_

Expression level of
relative protein
(=]

Do

expression of NDRG1 protein in two type of cells

oA, Lv-NC 4 C4-2/ENZA 40 g rh
NDRG1 mRNA fl#E Rk KFERB TSI EE
X (P>0.05), 5 Lv-NC#4t# , Lv-NDRG1 4
A NDRG1 mRNA 8 1235 K F- 2 8 & T+ &
(P<<0.01) o #2785 M2 #4 # NDRG1 & B i & 3k
C4-2/ENZA Tt 25 4tk . ULIET 2 F1 3,
2.2 Z2aAmRIC, RiFmpigadit 5C4-2
40 (2. 16 pmol-L™'+0. 37 pmol-L7") H4E, C4-2/
ENZA 4 i IC;, (38.40 pmol-L™"'46. 31 pymol-L™)
s (P<0.01), RI=17.78, 55 H 4
(39.73 pmol+L~'4+5.70 pmol-L™") %, Lv-NC
20 C4-2/ENZA 41 e 1C,, (36.14 pmol-L™" +
6.04 pmol-L™") Z R T & it & L (P>0.05);
5 Lv-NC4 I #, Lv-NDRG14H C4-2/ENZA 4 Jfl
IC,, (11.13 pmol+L™'40.42 pmol-L~") ] i F& A%
(P<<0.01). EGF 4 # 24h, 5 Lv-NC 4
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Expression level of NDRG1 mRNA

0

Blank Lv-NC Lv-NDRG1

Lane 1: Blank group; Lane 2: Lv-NC group; Lane 3: Lv-
NDRG1 group. 'P<<0.01 compared with Lv-NC group.

B2 &44105 NDRGI mRNA #3kKF
Fig. 2 Expression levels of NDRG1 mRNA of cells in

various groups

1 2 3 Mr

NDRGI % s s 13 000

GAPDH D GD W :; ()

A
£ 04r
‘5 *
: T
o 03F
[
[a)
Z
S 02fF
)
>
5
5 o1p
2
o
0
m
Blank Lv-NC Lv-NDRG1
B

Lane 1: Blank group; Lane 2: L.v-NC group; Lane 3: Lv-NDRG1
group. "P<<0.01 compared with Lv-NC group.

B3 FAA4M+H NDRGIEBAREBBIKE(A)MEK
B (B)

Fig. 3 Electrophoregram (A) and histogram (B) of

expressions of NDRG1 protein in cells in various groups

(37.76 pmol-1.7'#+3. 66 pmol-1.7") F#, Lv-NC+
EGF 41 C4-2/ENZA 4 s 1C,, (49.81 pmol-L™'£
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