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Supplementary Fig. 1 the expression levels of miR-1275 in breast cancer cells were verified after
transfection. A. The expression levels of miR-1275 in MCF-7/ADR, MDA-MB-231 and
SUM-1315 transfected with mimics lentivirus were tested by RT-qPCR. B. The design of
CRISPR/Cas9 sgRNA to construct miR-1275 knock-out MCF-7 cells. C. The sequence character
of miR-1275 was confirmed with Sanger sequencing in MCF-7 cells. D. The expression level of

miR-1275 in gene-edited MCF-7 cells was tested by RT-qPCR. *p < 0.05, **p<0.01, ***p < 0.001.
The data expressed as the mean + SD.




A g MDA-MB-231 g SUM-1315 Cc MDA-ME-231 SUM-1315
=15 1.
H H = = mRHC = == mIRNC
] ] 210 = miRmimics 210 & miRmimics
g & 3 - miRmimicssMDK & - mIR-mimics+MOK
g1o 5
] 3 é = miRmimicss10Y-P E R
ﬁ E L—-z.'U.S . 3 - gb.s
Zos =0 3 3
= & > E
3 E 3 H
2 o0 € 0.0 ° 0.6 T T T T T T 8 . T T T T T T
é‘ 0 1 2 4 8 16 0 1 H 4 8 16
& Epirubicin Conceniration{ug/mi) Epirubicin Conceniration(ug/mi)
&
*db @_‘ﬁ MDA-MB-231 SUM-1315
& ‘g" 6}@‘ T inmimtens o N E
*OQ-'@\&Q-'{;\\ e:{@ & "] = mikmimcss a6
&
B F&Fed ¢ Q N control
T =y [ [ —— [ y
1.00 0.68 1.20 1.08 1.00 0.69 1.12 0.76
CD44 | ==  wwww || = e - EpivmiR-NG [
7.00 053 145 009 _1.00 0.67 1.08 0.03

CD133 | s e — | | o~ = O] W W oot W
700 055 096 061 100025 102 1.3 MDAMB.231 SUM-1315
NANOG | @ . — = e \
1.00 0.52 0.78 0.87 1.00 0.44 2.22 2.07 4
OCT4 |w —— | | — — 3 y
25000 Epi+
7.00 0.26 065 082 1.00 0.26 0.78 142 o I R
15000
} Epi+
miR-mimics+740Y-P

Epi+miR-mimics

1) ¢ [ — [ O ——

1.00 0.37 0.76 0.89 1.00 0.72 1.33 1.35

BMIT | e o e | [ =

1.00 0.43 0,63 0.94 1.00 0.63 0.93 1.21

Mean of Log Fluorescence Intensity
8588
+8888
Mean of Log Fluorescence Intensity
2838
g£8¢8

PBK| — e — —| | = e = == & & o8 o
100 1.57 0.77 182 10013521151 &L ’ﬁ@ F & &
.00 1.57 0.77 1. .00 1.86 1.31 1. & & & & ‘53’ 8
= & & & F SUM-1315
PPBK [= ——==|[—=— — — & & & & & woamean
1.00 0.60 1,04 087 1.00 0.63 0.82 0.71 & & - —_—
P\ [P [ [ ——— 51 ™
700 088 055 068 1.00 0.02 1.01 0.67 H E
PAKT [ == o o | [ === e 2 o0 2 100
1.00 0.28 062 0.7 _1.00 0.43 0.70_1.00 % H
BACTIN [ — — — | | — — o= = 5 s )
700 1.28 1,14 093 1.00 1.28 1.27 1.33 H £
MDA-MB-231 SUM-1315 5, £,
=z z
& F &t F
F miR-NC miR-mimics miR-mimics+MDK  miR-mimics+740Y-P S ES \(,’“ A
s - . o efe o . o & @g‘f‘é’
- LA & £
' & *5'“&
* 4 &
ié 1 = ‘ MDA-MB-231
3 ‘ N -
=" ut
< < ek Fag Ty =
a s 2
o e g é 80:
- J ?E‘n g 60-
) . 5 g®
x | a2
!g g L 2
o e § o é o
1 g
! T 7 g-"‘b &5
T
Coma-aRe-A Como-sCh | — & j
& &£
&
G miR-NC miR-mimics miR-mimics+MDK miR-mimics+740Y-P
p L]
g. . x . L . -
E =2 &> . e LY > g g
- '] . z -4
= . P A 4 2 § ’ g ’
= » @ L3 8 §
miR-NC miR-mimics miR-mimics+MDK miR-mimics+740Y-P % £
3 : g
Y S amee.. BN i
@* . . .

Supplementary Fig. 2 The reduction of miR-1275 promotes BC cells chemoresistance via
MDK/AKT axis. A. The mRNA expression of MDK was measured by RT-gPCR in
MDA-MB-231 and SUM-1315. B. MDK, CD44, CD133, NANOG, OCT4, SOX2, BMII, PI3K,
P-PI3K, AKT and P-AKT expression was measured by western blot in MDA-MB-231 and
SUM-1315 treated with miR-NC, miR-mimics, miR-mimics and MDK plasmid or miR-mimics
and 740Y-P. C-E. Drug resistance of MDA-MB-231 and SUM-1315 transfected with miR-NC,
miR-mimics, miR-mimics and MDK plasmid or miR-mimics and 740Y-P were determined by
CCK-8 assays (C.), flow cytometry analysis (D.), and colony formation experiments (E.). F-G.
CSC properties of MDA-MB-231 and SUM-1315 transfected with miR-NC, miR-mimics,
miR-mimics and MDK plasmid or miR-mimics and 740Y-P were determined by flow cytometry
analysis (F.) and mammosphere formation assay (G). *P < 0.05, **P<0.01, ***P < 0.001. The



data expressed as the mean + SD. Scale bar, 200 um.
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Supplementary Fig. 3 Different dose of agomiR-1275 reduced chemoresistance in vivo. A. In vivo
experimental design. B. Representative images of mice and tumors at the end point after
subcutaneous transplantation when mice were euthanized. C. Tumor volume of the respective
groups. D. Tumor weight of the respective groups. *P < 0.05, **P<0.01, ***P < 0.001. The data

expressed as the mean + SD.



