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WE BN W T 2208 MU RNA -378¢(miR - 378¢) /S /R B IE T
1A ZE [ (GOLTLA ) Rl FLE AN PR T e A Qi S m & A i s, ik %
Qb TF XA 5 MDA — MB - 231 41 i 43 > 5% FEZH CARABUE AT 4b 348 ) (NC inhibitor
20 (B miR —378c¢ 157 BAPEXS BE) .miR - 378¢ inhibitor ZH (¥ J¢miR - 378
) si— NC 20 (4% si — NC JFokr) si — GOLTIA 40 (554 si — GOLTIA Jikr) .
T-AMERA(20 pmol - L™ T4 ) T4 H K AmiR - 378c inhibitor 41 (T
STEZE SR 155 Y miR - 378¢ #13]]) FlmiR —378¢ inhibitor It 4 si — GOLTIA
21 (T4 SLhl L5 L miR - 378¢ I FI N si - GOLTIA Fkr) . FHSZAT
P B A BAE N K miR - 378¢ GOLT1A | i % P9 J¢ A K B 7 A (VEG-
FA) /M R B - 1 (THBST) (1 mRNA A% 3234 K7, F 0 & 46 fig
ACEHERS Bk VEGFA [ THBS1ZE [ HHX kKT, R XR
T L HEZ AL miR - 378¢ AHXTF BRI 51241, 00 £0. 1451 3. 26 £0. 48,
GOLT1A mRNA #HXf 357K 435124 1.00 0. 15 F10.43 +0.07, X ME4H . T4
BEZ T 4 Z B4 miR — 378c inhibitor 41 F1 miR —378¢ inhibitor Ef 4
si—GOLTIA 21 1) 4% % Bk M vk JBF 4% 3 h (22.033.14) . (8.27 = 1.94),
(17.25 2.86) 1 (13.11 +2.28) nmol - 1077 cells, Z BEAHE A #& BE 451 A
(11.32£2.06) .(5.71 £1.19) (9.62 +1.85) F1(6.67 1.63) nmol - 107° cells, BEH]
TRk B 49 ) R (53.67 £6.92) (21.24 +£3.87) ,(39.82 +4.39) 1(30.36 £4.21)
nmol + mg™" - Pr™' B Z WL A R AN W (2.32 £0.42),(0.96+0.12) .
(1.91 £0.33) F(1. 16 £0.26) mmol + mg™" « Pr™', VEGFA mRNA #i%F 3% ik 7K F45
B2 1.00 0. 14 0. 56 £0. 10 .0. 84 +0. 13 F1 0. 69 +0. 10, THBS1 mRNA A%} %
SEACOEAY B 1,00 £0. 12 3. 43 £0. 57 2. 04 £0. 36 F13. 10 £0. 52, VEGFA %}
BENGHREE A B 1,00 £0. 11.,0. 37 £0. 05.0. 76 £0. 09 F1 0. 48 +0. 06, THBS1 #H
B SEHREE 4R 1.00 £0.09 3. 71 0. 62 1. 88 +0. 311 2. 55 + 0. 37 ; X f& 4
W ERIER S TE&BERALK, TE&BEANW LRGN S TEBERKS
miR —378c inhibitorf] V45, T-4: e Z B4 miR — 378c¢ inhibitor 2l ) FiRT5 55
miR —378c inhibitor B¢ si — GOLTIA 4] [V, fE G it F 2Z R E G2 X
(P<0.05,P<0.01,P<0.001), &5t T 4 bR AEUe €7 2L IR 4N i v/ -
R R A B il AR A, AT B S FLR R miR - 378¢/GOLTI1 A Hlif 56,
KB TR U RNA - 378¢; ZLIRIE ; S /R SE RS 1A BB Qa5
Ret AR M AR A
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Abstract; Objective

apoptosis, energy metabolism and angiogenesis of breast cancer cells by

To investigate the effects of Cepharanthine on

regulating the microRNA (miR) — 378¢/Golgi transport 1A protein
(GOLT1A) axis. Methods MDA - MB - 231 cells in the logarithmic
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growth phase were divided into the following groups: Control group (no treatment), NC inhibitor group ( transfected
with miR —378¢ inhibitor negative control) , miR —378c¢ inhibitor group (transfected with miR —378c¢ inhibitor) , si —
NC group ( transfected with si — NC plasmid ), si — GOLT1A group ( transfected with si — GOLT1A plasmid ),
Cepharanthine group (20 pmol - L~' Cepharanthine ), Cepharanthine combined with miR — 378¢ inhibitor group
( Cepharanthine group with miR —378c inhibitor transfection) and miR —378c inhibitor combined with si — GOLTIA
group ( Cepharanthine group with co — transfection of miR —378c¢ inhibitor and si — GOLTIA plasmid). Real — time
fluorescence quantitative polymerase chain reaction was used to detect the relative expression levels of miR —378¢,
GOLT1A, vascular endothelial growth factor A ( VEGFA) and thrombospondin — 1 ( THBS1) ; kits were used to detect
energy metabolism indicators; immunofluorescence was used to detect VEGFA and THBS1 expression levels.
Results The relative expression levels of miR —378¢ in the control group and Cepharanthine group were 1. 00 £0. 14
and 3.26 +0. 48, respectively; the relative expression levels of GOLT1IA mRNA were 1. 00 +0. 15 and 0.43 +0. 07,
respectively. The glutamine concentrations in the control group, Cepharanthine group, Cepharanthine combined with
miR —378c inhibitor group and miR — 378c inhibitor combined with si — GOLTIA group were (22.03 +3.14),
(8.27+1.94), (17.25 +2.86) and (13.11 £2.28) nmol - 1077 cells, respectively; the acetyl coenzyme A
concentrations were (11.32 £2.06), (5.71+1.19), (9.62 +1.85) and (6.67 +1.63) nmol - 107° cells,
respectively; the succinate concentrations were (53.67 + 6.92), (21.24 = 3.87), (39.82 = 4.39) and
(30.36 £4.21) nmol - mg~' - Pr™", respectively; the ATP production values were (2.32 +0.42), (0.96 +0.12),
(1.91 £0.33) and (1.16 £0.26) mmol - mg™" « Pr™" | respectively; the relative expression levels of VEGFA mRNA
were 1.00 £0. 14, 0.56 £0. 10, 0. 84 £0. 13 and 0. 69 +0. 10, respectively; the relative expression levels of THBSI
mRNA were 1.00 + 0.12, 3.43 +0.57, 2.04 £0.36 and 3.10 + 0.52, respectively; the relative fluorescence
intensities of VEGFA were 1.00 0. 11, 0.37 £0.05, 0.76 £0.09 and 0.48 £0. 06, respectively; and the relative
fluorescence intensities of THBS1 were 1. 00 £0.09, 3.71 £0.62, 1.88 £0.31 and 2. 55 £0. 37, respectively. All
the above indicators showed significant differences between the control group and the Cepharanthine group, the
Cepharanthine group and the Cepharanthine combined with miR —378¢ inhibitor group, the Cepharanthine combined
with miR - 378c¢ inhibitor group and the miR — 378c inhibitor combined with si — GOLT1A group (P < 0.05,
P<0.01, P <0.001). Conclusion Cepharanthine can promote apoptosis and inhibit energy metabolism and
angiogenesis in breast cancer cells, which may be related to its regulation of the miR —378¢/GOLT1A axis.

Key words: Cepharanthine; microRNA — 378c; breast cancer; Golgi transport protein 1A; apoptosis; energy

metabolism; angiogenesis
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RNA (microRNA, miRNA) 2 — /M B3 455 RNA, & BRSHA TR, MU 5 20 me, 40
FELIR 22 DA ER KN, W 2 5 45 2 it g At 1) 98.0% (HPLC) , 4t 5. 20240422 , i #3252 My RL 4
WU (28 SRR PEAT N o miR =378 BN s A RAF RS, St A B MKELANIR -2 (B -
@ﬁﬁ%kﬁik%4 AR LR Y B R 9T R cell lymphoma -2, Bel -2) f#i A Bel -2 #Hk X &
AHHG ., R KB Hi 1A 2 1 ( Golgi transportl A | I ( Bel —2associated X protein, Bax) | a3t A\ fFakE 40 i
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F LG — 1 (myeloid cell leukemia —1,Mcl —1) ffi A
SRR e iR 35 1 ( cleaved cysteine — asparticacid
protease , cleaved — caspase) —3 SR AIMLE N K A K
A+ A(vascular endothelial growth factor A, VEGFA) |
S Pt AL /N B s i 2 [ - 1 ( thrombospondin — 1,
THBS1) B 1k AL Y AR 10 1 1 =40 SR f e Bk AR
[1 G Alexa Fluor® 488 % JehRic i) LU T S e Bk 2K
1 G Alexa Fluor® 594 Sl HRICH LT G S g bR IR
M G, ¥ K3 E Abcam 2 8 4 77 it A cleaved —
caspase — 9, 3£ [H Cell Signaling 2\ 7] 4 77 ; miR —378¢
M (miR - 378¢ inhibitor) K $ B P %] B ( NC
inhibitor) .GOLTIA T4t Jki (si — GOLTIA) K FL R 1
%I (si = NC) . miR - 378¢ £ #l 4 ( miR - 378¢
mimic ) X HFIPEXS B (NC mimic) (5191751, 2y i
FYHEIR 2w S 44 5 20 1 31 a0 & — 8 (cell counting
kit =8 ,CCK -8) \FEIAMR L .0 i 1ol &, ¥y b ifg
ZRME AR PR B A 77 5 /i S RNA 32 B
& A EOR (A at) A PR w) 4 75 cDNA 55—
A ORI &, R E R (i) A R R 2R
7= s EZMeta ™ XU 2R it 4 415 5 B RS 03700 6, iR
A B Ao A2 ) BORA BRA B A2 77 5 45 28 It g I s 351
&, RV A RO IR AR 7 SRR A D
FER &, BT IR AR YRR R A AR 7 IR =
%1% ( adenosine triphosphate, ATP) & £l 78 L7 &,
AR IR ERECA R W) Az 77 5 e bk R v 1R
&, RAVEARH (dEat) AR A R

{38 Infinite®M Nano FFFR{Y, i+ TECAN 24
A7 i s DYCZ = 248N HL KA, dE o8 — A W R
FRZA 7157 il ; QuantStudio 3 S % i 5 5 5 W S
B ( quantitative real — time polymerase chain reaction,
qRT - PCR) & %; .iBright™ CL1500 ({4 & %t , ¥ M 3%
IR R B 28 777 i s WYS = 37XBY 8] & 5k
B, RHAOG A A R R ™ o
2 KWHE
2.1 #paES

4 MDA - MB - 231 4 fi 2R 7E & 10% Ji 4= 1fi
i+ 1% R R L - 15 B 293 T 21 g 4%
FRTE & 10% JG 2 35 + 1% 5% %5 %5 £ 1 RPMI -
1640 i Frfkrh i 5 ¥ & T 37 C,5% CO, i1 8%
FRAP IR
2.2 {HREFES . HAEERETE

JH Lipofectamine 3000 %5 44 if5F|JE4T siRNA #54L |
BARERAE A B8 a0 ] M BB B 61T, si - NC
J#%1:5" — UUCUCCGAACGUGUCACGU - 3" fiI 5" -

ACGUGACACGUUCGGAGAA -3';si — GOLTIA 51
5" — GAUUCUUCAGCCUCUUUAAGG - 3’ i1 5" -
UUAAAGAGGCUGAAGAAUCCG - 3", kb F A= K %
00 MDA - MB - 231 41 fifd 43 >4 %F B4l \NC inhibitor
44 .miR - 378c inhibitor 2 . si - NC 2 .si - GOLTIA
H o THERA. T MRS miR - 378¢ inhibitor
2 .miR - 378¢ inhibitor B4 si — GOLT1A 4, XFHE4H
I ML AN i AT A7 4b B NC o inhibitor 20 4f g 5% 4
miR - 378 57 BAE X B ; miR — 378¢ inhibitor 2 4
e e miR - 378¢ HIHil 5 ;si — NC 4l a4t si — NC
JikL;si — GOLTIA 2 4% 44 si — GOLTIA Jitki; T
SRERAIH 20 pmol - L' T4 R AL HRAN M ; T 41
ZIEA miR - 378c¢ inhibitor 4175 T4 M Z 4 LAY b %%
Pt miR - 378c¢ # 7| ; miR — 378¢ inhibitor B & si —
GOLTIA 417E T 4 Jie 25 4l FE iy [ 5% J miR - 378¢
P33 F si — GOLT1A ik .
2.3 CCK -8 ERilm s

HU MDA - MB - 231 #iiJifd 5 4 % i N AL S x 10°
AR E 96 LMk b, 1 0.2.5.5.0,10.0,20.0,
40.0 pmol « L™ T4 AL # MDA - MB - 231 4 fiig
48 h, % 3Ek 0.2.5.5.0.10.0.20. 0 F140. 0 wmol -
L4, B LI CCK - 8 ¥ i 20 wL, & T 41 i 1%
FEAEHEE 2 b, G AR ORI K 450 nm &b i
HCEFEH .
2.4 qRT -PCR #ll miR -378¢ .GOLT1A ,VEGFA
#0 THBS1 i mRNA #8343 5& 7k ¢

i /I B RNA S 570 & i Y 45 4 B 41 40
L 2 RNA P43 B cDNA 85 —4% 4 st 70 £ 5L
Wik 5k ¢DNA, DL U6 #l B — actin F N2, Lk cDNA
SRR TP SO, IR Y R 95 °C TR 42 min,
94 CAME S 5,60 CiB Kk 30 s,72 °CZEAH 30 s, HifT
40 MBI, 2744 it miR - 378¢ . GOLTIA .
VEGFA F1 THBS1 ) mRNA A%} 35K .
2.5 WHXNEHERESEEKXREIE miR - 378¢ fn
GOLTIA %< &'

J# 17 Targetscan ( https://www. targetscan. org/ ) Tiil
W %P miR —378¢ il GOLTIA FEAELE A . R
BN AL A ) 25 5 6 5 5 11 B A AR
JEk ( GOLTIA WT) 5§ 2845 7 fi k7 ( GOLT1A MUT) ,
W hb T2 K % B0 293T 41 B 43 & NC mimic 41
(50 nmol - L' miR — NC &b F) Fl miR - 378¢ mimic
41(50 nmol + L™" miR -378c HI¥ 4L L) , & T 41 i
BEFRAA TP R R 48 b AR WU S 2 il 41 15 B PR A U 3k
AN 5 2R T P o
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2.6 EHFENE ( Western blot, WB) i% 4 Il JF =18
*EaExtRAEKE"

4520 MDA — MB — 231 20 0 o A28 e 42 T
A, M bR PP R 0 2 B R, R IRORE AR 30 g
ZBERE UK IR AT, A Bel =2(1:2 000) Bax
(1:1000) Mcl —=1(1:1 000) . cleaved — caspase — 3
(1:500) .cleaved — caspase —9(1: 1 000 ) H 14 Hi B Ik
4 CHFE 0, Uk Ja A BRAR o 481k ) i AR il
B ZHi(1:2000) iR H 2 h, PE& 3 WK, m
o KO e, 1] Image J #PF 0 #r 3 B 2%l
F K JEAH
2.7 AFEHRMEEERGHEIR

BT ECE K9 MDA - MB - 231 21 jitg DL 4 AL
1 x 10480 F 12 FLAR MR 4% “2. 17 o 43 4 Ak 3
J5  FERE TR, W IR R 2 vl v gk, AU AN LB, S
IR TER, 730 A 2 Tt e DN ) & L & T Al il
AT R & L B AR bE (50 5 150 & L ATP & B
TE TR GRS 2% 2H 40 e h A e L SR A FNBE
FARRUKE S ATP 1R 6 .

2.8 REFLAKRIN VEGFA #1 THBSI fjFiksk

I MDA - MB - 231 4ijfs ] 4% 2 2 H & [ 2
15 min 0. 1% Triton X — 100 %4k 15 min 5% 4= [ 15
HEHZERB M 1 h, JEEE A VEGFA (1:500)
THBSI(1: 1 000) HLiEF B 4 CHEH L&, Yk 3
UMD EFRIC AR, —HT (12 1 000 ) 2 ik kG5
H 1 h, VR 3K IMA 476 — kAL -2 — HEJLns| L i
Az e s min, FE A HU5OE G R B R )
HATE R, HPOE BB Mg
3 GitFAeE

JH SPSS 26. 0 #4748t 40 e IR R L
x + 53N A LU IS ST AEAS ¢ K

# R

1 AEREFEEZ MDA - MB -231 EiE
REFMm

CCK - 8 Z5 11 7%,0.2.5.5.0,10.0,20.0 #1
40.0 wmol - L7' 41 MY 40 M A7 3G K 4k
(100.00 £4.53)% . (95.71 +4.12)% . (89.14 +6.53)% .
(75.64 +7.59)% . (64.21 +8.94)% F1(33.49 +7.20)% .
Wil 2 T4 e VR B (350, 20 A7 R MR, S
0 wmol « L™ 4IAIHL, e Ky 5.0 ~40.0 pmol « L™
B, 20 B T 38 0 2 IR (P < 0. 01, P <0.001) ,3f
BB ) BE (50% inhibiting concentration , ICy, )
{5 26.33 pmol + L' JFLERE] 20 wmol + L™'4E Ry

T & RE R AL AL PR BE
2 F4&EE3 miR - 378¢ #1 GOLT1IA mRNA 7£
MDA - MB - 231 Bl 5 i% B 52 1

XF 2 N 4T AT 4 B 5 NC inhibitor 2 %% 44
miR = 3785 LR B ; miR — 378¢ inhibitor 2H %%
Yt miR —378¢ #1715 si — NC 4154 si — NC ks
si — GOLTIA41%6 YL si — GOLTIA ki ; T4 Z 41
20 pmol « L™ T4 Z AL HE; T4 i R A miR - 378¢
inhibitor 417F T4 e 2 41 H A 5% 44 miR - 378¢ #fi|
#|;miR —378c inhibitor Bt 4 si - GOLT1A 4175 T-4:
FAAL F IO miR - 378¢ | 77| Filsi - GOLTIA

X HEZH RN T 42 e R 4L ) miR — 378¢ A X k7K
AR 1,00 +0. 14 1 3. 26 £0. 48, GOLTIA mRNA
AHXT 2R K 435024 1.00 £0. 15 £10.43 +0.07, T
SRS AL, 4 miR - 378¢ AHX) 3Rk
IRV 25 T, GOLTIA mRNA FH 35K - 1825 %
(¥ P <0.001),
3 miR -378c 1 GOLT1A Y05 3% R IGE

il 3 Targetscan (https://www. targetscan. org/ ) il
WK IR, miR - 378¢ FI GOLTIA F715 45417 5 ( WL 1&
1), qRT - PCR 453 g 7/x, NC mimic 4] . miR - 378c
mimic 21 H' miR - 378¢ ) #H X} & 35 K F 43 0
1.00 0. 101 6.27 £0. 81 ,miR —378c mimic Z{5 NC
mimic 20 b, miR — 378¢ Y A0 X} e ik 7K F i 3 T
(P<0.001) . XL5% 't 2 Mg e 45 5k P 5 3 435 2R s
NC mimic £ .miR —378¢ mimic 2] WT - GOLT1A %k
43524 1.00 £0. 13 F10.53 +0. 07, Mut - GOLT1A 3
RAYHI4 1,00 £0. 12 F10.96 0. 11,5 NC mimic 41
HEE , miR —378¢ mimic 5 WT — GOLT1A L4y 5¢
6 IS PR W] R AR (P < 0.001), 1fif miR - 378¢
mimic 5 Mut — GOLTTA 4 Yy iy 5¢ Y 2 [ G PE 7E 42
HeE 2R G F# R L (P >0.05), qRT - PCR %%
BT 78, NC mimic 20 il miR - 378¢ mimic 2 [
GOLT1A mRNA 5t 3 15 7K E48 514 1.00 £ 0. 15 Al
0.68 +0. 10, miR —378c mimic 415 NC mimic 214 L,
GOLTIA mRNA XK B35 IR (P <0. 001 )

GOLTIA 3°UTR 5'...AUCCGGACCUCCCCAAGUCCAGA...3'

T

miR-378¢ 3'...GGUGAGAAGACUGAGGUUCAGGUCA...5'

1 {3/ RNA (miR) - 378¢ Fl & /R EER 2 i 1A B 0
(GOLT1A) &5 53 s Tt

Figure 1  Prediction of binding sites for microRNA (miR) —378¢
and Golgi transportl A ( GOLT1A)
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4 TFE&pEZEIE T miR -378¢/GOLT1A 3 MDA —
MB -231 48R T B2 0

NC inhibitor 2 1 miR - 378c¢ inhibitor ZH 119
miR —378¢ A X} 3 ik 7K ¥ 43 5] 2 1.00 = 0.12 I
0.24 +0. 03 ,miR — 378¢ inhibitor £Zf 55 NC inhibitor 2
FALG, 48 ) miR - 378¢ 1) 3% 35 /K OF I 2 AR
(P<0.001), si — NC 41 fl si — GOLT1A 4 41 Jiy
GOLT1A mRNA 1) 35K F 43 5 4 1.00 = 0. 14 F
0.32 +0.05,si - GOLTIA 415 si - NC 4040 kb, 40 iy
GOLTIA mRNA FfX} =ik /K 8 E R#AIK (P <0.001)
TEMERA ST IRAAH L, 40/ Bel -2 1 Mcl -1 &
FIAR XS 283k 7K -1 (g 25 A, Bax cleaved — caspase — 3
F1 cleaved — caspase — 9 £ [ AH X &1k /K F- 34 I8 3% T
E (1 P <0.001) ; T4 HEZ 4 miR —378¢ inhibitor
Y5 TEmERAMI, 400 Bel -2 F1 Mcl - 1 FH4H
XFFEIR K2 i E T, Bax  cleaved — caspase — 3 il
cleaved — caspase — 9 & [ FH X} 3 15 /K - 2 I 2 [ 11K
(¥ P < 0.001); miR — 378c inhibitor Bt 4 si —
GOLTIA 45 T & #EZR 4 miR -378c¢ inhibitor ZH A
FC, 408 Bel =2 0 Mel — 1 25 (AR X 7K P24 1 25 R AR

K1 AN THIOCE AR RO L (2 £ 5)

(P<0.01,P <0.05), Bax, cleaved — caspase — 3 #l
cleaved — caspase — 9 K33 i & J+ & (P <0.05,
P<0.001), Z5R-FE1,
5 F&#EEIET miR - 378¢/GOLT1A il X
MDA - MB - 23148 i1 & S X 15 B9 5 i

T A e 2 A1 5 0 BRLUAR LU, 40 B b 43 2 I e 1) vk
JEREREAL(P <0.001), T4 #k RIS miR - 378¢
inhibitor 2H 5 T4 Ji 2% 2H AH LU, 40 0 vp 25 22 Ik e 1) ok
FRETIE (P <0.001),mR - 378c inhibitor Bt &
si — GOLTIAZ] 5 F g B IK & miR - 378¢ inhibitor 4]
AHEC , A0 2 22 T fi 1 ik 32 W 35 BRI (P < 0.01)
TR R H 5 X AL, Q0D ST E A W
BRI MR W N OATP AR g i Y W OE FEAR (Y
P<0.001), T4 L4 miR - 378c inhibitor 2 5
TERERAAALL, A M h SRR G A VR EE  BEHIIR
JER ATP A jf & 1 8 #F JH & (8 P < 0.001),
miR -378¢ inhibitor ¢4 si — GOLTIA 4 5T 4%
B4 miR - 378¢ inhibitor 4140 H, 41 il £ Bk B A
TR 3R R R R ATP A Y W R IR
(P<0.01 .P<0.001),032,

Table 1 Comparison of relative expression levels of apoptosis — related proteins in each group (x +s)

Group n Bel -2 Mecl -1 cleaved — caspase —3 cleaved — caspase —9
Control 8 1.00 £0. 08 1.00 0. 10 1.00 £0. 09 1.00 0. 12 1.00 0. 14
Cepharanthine 8 0.67x0.06""" 2.55+0.327"" 0.70 £0.08 * * * 1.94 +0.31" %~ 3.87£0.56* " "

Cepharanthine combined with miR —378¢

8  0.91x0. 11444
inhibitor £0.11

miR —378c¢ inhibitor combined with

1.64 £0.29444

0.95 +0. 13442 1.24 +0. 19442 1.92 +(. 35444

8 0.75+0.0944  2.04+0.344 0.83 +0.084 1.49 £0.204 2.79 £0.43444

si — GOLTIA

Bel =2 B - cell lymphoma —2; Bax: Bel -2 associated X protein; Mecl — 1 Myeloid cell leukemia — 1 ; Cleaved — caspase: Cleaved cysteine — asparticacid
protease; Control group; MDA — MB —231 cells received no treatment; Cepharanthine group; MDA — MB —231 cells were treated with 20 wmol - L.~ Cepha-
ranthine ; Cepharanthine combined with miR —378¢ inhibitor group: miR —378¢ inhibitor was transfected into cells in addition to the Cepharanthine treatment
miR = 378¢ inhibitor combined with si — GOLT1A group: miR —378¢ inhibitor and si — GOLT1A plasmid were co — transfected into cells in addition to the
Cepharanthine treatment; Compared with control group, * * * P <0. 001 ; Compared with Cepharanthine group, 2% P <0. 001 ; Compared with Cepharanthine

combined with miR —378¢ inhibitor group,4 P <0.05,44 P <0.01,444 P <0.001.

F2 AHAMMEH AR (Cln)  ZIHEG A(acetyl CoA) FIBEFARRUL L LA B IR =BERR (ATP) P A LA (v +5)
Table 2

Comparison of glutamine, acetyl coenzyme A (‘acetyl CoA ), succinate concentrations and adenosine triphosphate ( ATP)

production in cells of each group (x +s)

Gln Acetyl CoA Suceinic acid ATP production
Group (nmol - 1077 cell) (nmol + 10 7 cell) [nmol - (mg Pr) ~']  [mmol - (mg Pr) ~']
Control 22.03 £3. 14 11.32 £2.06 53.67 £6.92 2.32+0.42
Cepharanthine 8.27+1.94*** 5.7 +1.19*** 21.24 £3.87" " 0.96 £0.12***

1.91 £0.33424
1.16 £0. 26444

39.82 +4. 39444
30.36 +4.21444

9.62 £1.85444
6.67 £1.6344

17.25 £2. 86444
13.11 2. 2844

Cepharanthine combined with miR —378¢ inhibitor
miR -378¢ inhibitor combined with si - GOLTIA

Dose and n refer to tablet 1;Compared with control group, * * * P <0. 001 ; Compared with Cepharanthine group,® P <0.001; Compared with Cepharanthine
combined with miR —378¢ inhibitor group,44 P <0.01,444 P <0.001.
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Table 3  Comparison of relative mRNA levels and fluorescence intensity of vascular endothelial growth factor A ( VEGFA) and throm-

bospondin —1 (THBS1 ) in cells of each group (x )

VEGFA THBS1 VEGFA relative THBSI relative
Group mRNA mRNA fluorescence intensity  fluorescence intensity
Control 1.00 0. 14 1.00 £0. 12 1.00 £0. 11 1.00 £0. 09
Cepharanthine 0.56 £0.10* * * 3.43£0.57" " " 0.37£0.05" " " 3.71£0.62" * ~
Cepharanthine combined with miR —378¢ inhibitor 0.84 £0. 132424 2.04 £0.36224 0.76 £0.09442 1.88 £0.312444
miR -378c inhibitor combined with si - GOLT1A 0.69 +0. 104 3.10 £0. 52444 0.48 +0.06444 2.55+0.3744

Dose and n refer to tablet 1;Compared with control group, * * * P <0. 001 ; Compared with Cepharanthine group,® P <0. 001 ; Compared with Cepharanthine

combined with miR —378¢ inhibitor group, P <0.05,44 P <0.01,444 P <0.001.
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