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(5 E] 8 35T microRNA-150(miR-150) 5 NK/T 41 i i E 98 24 43R0 NK-92 21 a8 5 UME (52 . 7 o BN 2010 4F
1 A Z 2016 4F | A /LR 7 BEARLK 22 BRIT ZE Be YA 1 NKU/T 40 Btk B 555 36 B 700 R, USSR SR AL bR AR . irfe i 1)
B2 T R P IR B 98 [ B AR 20 COW GO VAN B8 2 1R 35 317 280, AR AR T 20003 DM 58 4 2% Al (CRO 4R A 58 4= 2% /i 41 (Non-
CR) . SN %l i 5 PCR A £ 2 i 2 23 % NKU/T 4H fied 4k E 988 400 il % 7 miR- 150 [ 308 &, [ bk 987 NK-92 201 il 4% % miR-
150 mimics, | ] MTT % F1 42 ¥4 T 1 S 56 43 BT i 2654 miR-150 %F NK-92 41 o 5 55 sk 1tk 1) 2 0, 70 2 40 B ARG 300 3 e ik 5%
miR-150 % NK-92 2 g 58 5 £50F T~ HI 520 , Western blotting SZE6 A8 I miR-150 X 2412 25 4 Caspase3 fl PARP Rk {52 . 4
R ARAE IWG brifk, 12 5] 5554 CR, 24 6] .3 9 Non-CR ; 5 CR 414 E , Non-CR 41 # miR-150 FiA 8353 1 (P<0.05). 51E
HOR R sCD3-CD56" NK ZH AR b , NK/T 40 itk E2985 20 23 (9.10+0.19 vs 4.0140.22,P<0.01) F1 5 Fft NK/T ZH Jfd bk (987 41 it 2 miR-
150 £ W BALEIE (P<0.05) . 13 iA miR-150 0] B 5 BERAR 5 5 NK-92 41 (38 4E E 77 (P<0.0 1) FIEE ¥ K R AE 71 (P<0.01) , B i
P& w5 NK-92 41 A i) 58 5 3 8 Lk (10 Gy B g 38 i b oy 5.375) , &6 35 (2 k48 5% 5 1 NK-92 40 i B9 8 T2 (37.3+£1.24)% vs (28.3+
2.34)%, P<0.05], i i BEB0E [ Caspase 3 Fl PARP 2R (1614 . €5 ¥ : miR-150 7 NK/T 40 S itk U088 20 43b5 7 M AR M B 95 40t & op
IR 2 ZEARIKT, miR-150 F0E SR I R 80T )5 B 241K 5 7% 44 miR- 150 mimics A8 9% 15 SRR 56 6T NK-92 4H it 34 58 1) 41 1)
VR RO HERE S5 SRR TR T, X NKU/T 20 B bk EL 980 5 S 3 Ve T
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Effect of microRNA-150 on the radiosensitivity of NK/T cell lymphoma tissues
and NK-92 cells

WU Shaojie', HUANG Yuxian®’, CHEN Jun®, GUO Kunyuan® (a. Department of Hematology, b. Department of On-
cology, Zhujiang Hospital Affiliated to Southern Medical University, Guangzhou 510282, Guangdong, China)

[Abstract] Objective: To investigate the expression of MicroRNA-150 (miR-150) in NK/T cell lymphoma tissues
and its effect on radio-sensitivity of NK-92 cells. Methods: Thirty-six patients with NK/T cell lynphoma that treat-
ed in Zhujiang Hospital Affiliated to Southern Medical University were included as study subjects, and their tissue
samples were collected. All the patients received similar radiotherapy, and the short-term efficacy was evaluated by
the standard of International Workgroup (IWG) of Lymphoma. The patients were further divided into CR (complete
remission) group and Non-CR (non-complete remission) group according the treatment efficacy. The miR-150 ex-
pression in lymphoma tissues and NK/T cell lymphoma cell lines were detected by qRT-PCR. The NK-92 cells were
then transfected with miR-150 mimics. The effect of miR-150 mimics on NK-92 cell radiosensitivity was analyzed
by MTT and colony formation assay; effect of miR-150 mimics on radiation induced apoptosis of NK-92 cells were
analyzed by Flow Cytometry; and the effect of miR-150 mimics on the expression of apoptosis-related proteins (Cas-
pase 3 and PARP) in NK-92 cells was determined by Western blotting. Results: According to IWG criteria, 12 pa-
tients had CR while the other 24 patients had Non-CR. Compared with CR group, the microRNA-150 level in Non-
CR group was significantly decreased(P<0.05). Compared with the normal sCD3'CD56" NK cells, miR-150 was sig-
nificantly lower in NK/T cell lymphoma tissues (9.10 £0.19 vs 4.01+ 0.22 P<0.01 ) and five NK/T cell lymphoma
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cell lines (P<0.05); over-expression of miR-150 significantly decreased the proliferation and colony formation of
NK-92 cells (all P<0.01), and increased the sensitivity enhancement ratio (SER) after radiation (the SER was 5.375
after 10 Gy exposure; in addition, over-expressions of miR-150 significantly promoted the radiation-induced apopto-
sis of NK-92 cells [(37.3+1.24)% vs (28.3£2.34)% , P<0.05], and promoted the protein expression of caspase 3 and
PARP in NK-92 cells. Conclusion: miR-150 expression significantly decreased in both NK/T cell lymphoms tissues

and cell lines. The patients of low miR-150 expression had low CR after radiotherapy. miR-150 mimics transfection

promoted radiation-induced apoptosis of NK-92 cells. miR-150 has an enhancement effect on radio-sensitivity of

NK/T cell lynphoma.

[Key words] microRNA-150 (miR-150); NK/T cell lymphoma; radiosensitivity; profiveration; apoptosis
[Chin J Cancer Biother, 2017, 24(8): 838-844. DOI:10.3872/j.issn.1007-385X.2017.08.004]

NK/T 41 f itk EL088 4 & 1 S0 R T 3& 9, £E v
] o 0 bR BB 1) 5%~ 10%! . NK/T 20 ifa bk B0 2L
ArEERZEN G2 EEEFEME. TR
) NKU/T 40 i bk B8 28 2, 80T T e 2 B IR 9T 7 v
FLACT CR BRI 2] 70% LA _E o NK/T 4H g bk B2 58 X6t
DL 2N E 147 29T, 47 RO B &R
TR EFHE KA IERIRED. 4 50%EH B2
I e LR R R 20 ) 0T B N 2 R AR L R
TR T 2 AR, A= =R T IR
KK bR A R 2 . B AT A0TSR 3 R
DAL iR 4 B BT 3R BT DRI, B b T AR R
P 3 7 LA T 20 8O SR . MicroRNA
(miRNA)JE —RH T L 5 B RSP IR 9w 5 RNA, B A
WM AERKMERE C/ERY. G0 RAYER,
miRNA 7E % S I8 b 7 i Rk . A UER IR,
miRNA A8 8 7 i 78 20 Jfa 4 S 50/ v, R L B 42
BT F BT BE o MicroRNA-150 (miR-150) 4% A
SRR A T AT 4 A R A 0 S T TR 7
B.T.NK il g J i Ifi 5 4t 1) e Ath 25 784 40 i o s 3R
KM, BT RE , miR- 150 X ¥ 43 i Re R ) $ e 1R
P 55— 365 g R BB E . A 0 ik
— B IF S, {1 3 1 miR-150 {2 3 NK/T 48 i 34k E2 98
) & A e % 5 /H miR-150 7E NK/T 41 g bk B2 58 v 7
R H R OR WK GE . A ST A I miR-150 £E
NK/T 40 B itk B8 4L VR4 L &R b Rk 1 oL, IR R I
S5F NKJ/T £ bk B 50 4 S RBURRPE PR 5

1 BE5E%

1.1 #FRAF %

HEHL 2010 45 1 H 22016 41 A 5 7 =R K Bk
T e WA 10 28 93 B IE 52 70 NKU/T 248 B itk 09 2 3
36 1 A HIE TN 5, Horp B 20 491, Lo P 16 4 5 A iR
23~65% , FHJER (46.0£7.0) % . 454 CT S PET/
CT &5, iR H5 Ann Arbor 73 ¥ bR 7" : T #3451, 11 11
7450, I3 18 45, IVHA 8 451 o N N Fmihl « BIHE R e AT 5

s i 47 J b B 8 3 A AR i 9 B IE SI2 0 NKUT 448 g itk
TR, BE S R AR 2T IT o HERRARE : TRk
KL HI<0.5% 10°/L B3, 4 U B33 Il FL A U0 22 s g2
it B 1k 2 T AR, 1 R B 2 0 o) 7R B I 7 R U
Az B, B O A iR R, BCOG
gy >2 57 W FLE HI W AR AN & S N ) R .
R AR A ) R H ) A 52 K A BOH 5K 8 1 A (R
R, I B T BB R AR B T o At
1.2 &M 5EH

N\ NK/T 48 Jifd bk B2 983 40 s &% (NK-92 . KHYG- 1.
HANK-1.SNK-1 fI SNK-6) 1 [ ATCC, % ] sCD3
CD56" 2 214 (1) NK 2 A 5 i A% PR 80 20 35 9% I %50
RPMI 1640 % 77 % . & 0.25% EDTA Ji# i I T- Gibco
o] R4 L W T BIOSUN A & , Annexin V-FITC/
PR TS I 571 & W T K% 95 B /A 7], TaqTM 1 5K
I ¢t e & PCR A il i 71 & W H TaKaRa 22 #], Li-
pofectamine™ 2000 % 44177 &% H 3 [ Invitorgen 2
F] , Caspase 3 ¥& PRI S0 T35 = KA F] , miR-
150 mimic A1 miR-150 NC ™~ 8¢ 18 2E P Bl B A R
A F A R 2 RNA PUE S BORGR & B b B R
EVHEARGIR A
1.3 FiigA=77 2R H

BH D NTRE R E N 45 Gy BT,
BT 5 4 R B CT 8% PET/CT 5 545 24 46 25 3 )
WryT R 1T HIT RO A SR FH Uk R [ B AR A VA
JT AR HEAWG)": CR N B sk 5 2 2k, &2
ERE 4 JH s PRONFEZR 3 I 5 K AR 2 FIs/b 50 % LA
b, ZDYERE A F 5 SD ONEEZ R M B K AR 2 R T
DEARIE PR, B 0, {2 AR IR AR 3, o kb
HEL, 582 4 FA DAL s PD A 2R3 1 d K A% 2 R i
50% LA EECH BLETRE AL ¥ PR.SDPD ¥ E AR
SEA AR (Non-CR 4H) o
1.4 9858 & % & PCR(qRT-PCR) 4 M) NK/T 48 it i#k
EJg 2 R A 4w it Z F miR-150 49 & &

fifi i TRIzol iR 742 HX NK/T 41 ff bk B8 4 40 A\
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NK/T 21 A 7k E2 988 41 A )R (NK-92.KHYG-1.HANK-
1. SNK-1 il SNK-6) & 1E & A IfiL i H Ui £ (1) sCD3
CD56" % B ) NK 41 il 21 RNA, % 4% 5% 4 cDNA , Hi
miR- 150 3% %% 5% 51 ¥) 7 51 5'-GTCGTATGCCT-
CAACTGGTGTCGTGGA-3', & & L iiF 51 W ¢ 51 K
5'- ACACTCCAGCTGGGTCTCCCAACCCTTGTAC-
CA-3', & & NiE5I W5 518 5'-CTCAACTGGTGTC-
GTGGA-3's U6 [ 14 ¥ 5t 51 W) ¥ 511 5 5'- CGCTT
CACGAACGCTTCACGAATTTGCGTGTCAT-3', U6
&8 L5 P 518 5'-CTCGCTTCGGCAGCACA-
3, N5 ¥ P 5N 5-AACGCTTCACGAATTTGC-
GT-3'. {# | ReverTra Ace qRT-PCR Kit /% #% 3 1 7]
PN B AT W A R, RN AR R N 16 °C L5
min; 37 ‘C, 30 min; 98 ‘C, 5 min; 4 CHEMRTF. E&
PCR 5 U2 5 24:50 °C 2 min; 95 ‘C 2 min; 95 C 15
s,60 'C 325,40 NMEI . NK/T 401 -F miR-150 [
o} 2% 15 B R 27 B s NKU/T 40 it vk B2 988 4 20
H1 miR-150 (A% R I & DL log2 M THE .
1.5 NK-92 %@ jtt. % 3% %= #= miR- 150 mimics 4% % £
NK-92 m it

N NK-92 41 il & (£ DL _E 52 26 ) 52 & PCR A&
T miR-150 Fik AR A4 R) M & 10% A2 1
75 S 100 U/ml IL-2 ] DMEM 5% 7% % , A% A i {E F
0.25%JEERE AL 41 M 2 min,}) & T 37 °C 5% CO, Al
MRIER M PR LRILEE —H R YRA
(Mock) « FH 4 X i #% 4t (NC mimics) 2H « ¥ %% miR-
150 mimics 4. FJ A Lipofectamine™ 2000 X7 , NK-
92 241 Jfd Ak T %o 50 A KA, DAL 1 10° >4 i 1) 2%
FEH R T 6 FLAR , 5% G4 /i 9 h i , ik %0, Fril B A
i J A 5 L) miR-150 mimics & miR-NC 5 fig i
& Lipofectamine™ 2000 43 7l F§ OPTI J¢ IfiL i 1% 77
P BE I 4% — 2 LR A, R AE A 15~30 min J5 0
NG, B 37 'C 5% COK537 6 ~8 h 5 il ,
DR 24 h JF AR YL 10,48 h s U&E4i . DLk
SIS E A 3 UK. qRT-PCR X E B YR .
1.6 MTT 4 M| 4 % miR-150 mimics * J& 44 )& i#k &
& a0 38 50 69 %) 6

KT 5 A2 K 3 NK-92 40 it , Y8 4k J5 30, 7R 6 5L
B 4 AL 4 b 4 000 4> NK-92 4 i), ¥ R %% 4L 4
(Mock) « [ P %] ]& 2H %% 4 (NC mimics) 41 - miR-150
mimics 4 , &AM 5 T 6 mV 1) X 2RI &
H, 571 B %8 300 cGy/min, 43 5l 4% 5% 0.2.4. 6. 8 Al
10 Gy F MG . BG4 00 5 DL SE A R FR A 55 9% 72
h, WRCH 8% 77 5, B FL N 100 pd 3% 77 5 A1 10 ul (1)
MTT BEE, B T 403 5746 4 h 5 35 72, 1L
o Z H L E AR 100 W, 52 3% 10 min, BB A5 0

570 nm i K Ab 6 B CDOME , 4 A2 (%) =(1-5%
B9 2H Dsoff / XTHRAH DsiofB)*x100%. SEIREE 3 K.
1.7 5389 nx 5% 3o A2 M) 4% ¢ miR-150 mimics x4 & 4t
J& M B I8 4m 8 52T TS AR RE ) 89 %

3 7 H Mock 2 \NC mimics 241 & miR-150 mim-
ics % GU2H 0T H A K S IR 40 L, F PBSS Y i5% Ji5 i il
HAE O o SR MBRTHEOR T S04 i . 4% — e 4
f B (RS 0 Gy 450 200 A~/AL , BEGT 2Gy #2 il
400 N/AL , FE ST 4 Gy 70 600 1>/9L , 185 6 Gy 44 Fb
1x10°4N/4L, FUF 8 Gy ZH 4% F4 1.5%10%/4L , B4 10 Gy
FEFR 2x 107/ LD M T 6 FLAR T, 73 3l 45252 0,246
810 Gy FIE MY . M5 HE 37 °C 5% CO.4H fa ks
FEREEE TR 12 d, B R WL ERAH B , 17 20 MO 26 V& T A B mT
Z b SREG . FF RTINS 7R, PBSIF BE )G, 18
FH 100% FH B[] 58 30 min, 35 W% Je 8 5 RAREE T iF
A P v BE A . 1T BT A B A7 72 B0 (survival frac-
tion, SF), SEAGH 5 3 K. T RE TR LA (%) =( e b B/
ot 48 /0 250) < 100% » SF=3% — 5] 8 [ 5k 4w o T Fl 2/
KIS A v B TR % . FI A 84 GraphPad Prism 6
FEAR $iE H s 2 SR 75 F2 y=1-1-exp(-D/Do)n L & 4fi
JELAF I 261, T S TSUR HE BEE (SERD , SER=X [ 41
SF/SER 4 SF. S A 3 IR,
1.8 A X 4m i R 4 ) 45 Z« miR-150 mimics *f 18 44 &
HEIB LB TR R

% Mock 2 . NC mimics 2 /2 miR-150 mimics 21
[ NK-92 41 4 N 6 FLAR , 3 AN $:5Z 6 Gy [E5T,
i 7% 48 h JG U S 4 A . 44 8 A48 it o) o ik )
PE Annexin V Apoptosis Detectin Kit 1 B #1F , B 1x
10°4™4H i FH T9174 PBS 4% 2 7, I\ 200 pl (45 & 4%
MR E RS, I 5 ul Annexin V A1 10 pl A4k P9 g 42
B, TR A 5 FE IR R G E 15 min, A SO
T, H FACS Diva ¥ it . SERHE 3 1.
1.9 Western blotting 42 7~ 5] 4% ¢ 483k €. 7 4m JI22 18 4
J& Caspase-3 Fl1 PARP &9 % i& /K -F

NC mimics 24 } miR-150 mimics 20 NK-92 41 ffg
26 Gy W5, 3 25 7R 5, H PBS M e 4t e, 28 5
B AL NS B 4 B SR 2 P, DK 2R 4 i 5 i
LEE . SR BCA AN & 40 M 2 i 85 B Ik
o BAFEARRERFSES, N EESR R Sx EAE
ZEIR, HEAT 10%SDS-PAGE , ¥4 £ [ % E[1 £ PVDF fi%
b R E A E ) — P B2 38, ECL & ke il .
Gene gnome K5 14 3 F1 ] Imaged T35 T K FEAH
I3 #7155 Caspase-3 Al PARP 25 (A X ik & . o2
W HEE 3K,
1.10 %itse ke

K H SPSS 18.0 Gttt A7, & A LA & +s
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F o, BHE SR FH C 6 BOAS iR 6 1 ¢k 5%, R A Graph-
Pad Prism 6 FG R AF3ET B AR EE , R A+~ 7 A 58 55
iE miR- 150 55 9k EJ83 I R BRAFAE I O &, BL P <
0.058¢ P<0.01 FinEZRAH G Lo

2 # R

2.1 miR-150 7 NK/T %m AL bk & 98 4842 % sm it & 1K
P33

>
w

1

._E%:.

[\
1

miR-150 relative expression
(log, transformed)
o

B
.

Ctrl NK cells Tumor

g\

qRT-PCR il 45 5 (B 1A) o, NK/T 2 ffa bk B 9%
H 2 miR-150 (]3R5 & W AR T 1E % sCD3-CD56
NK 402 4.01+ 0.22 vs9.10 £0.19, P< 0.01) ; }t 4}, 5
ANNK/T 4H bk B 987 240 it 28 45 45 1F 5 %o N 41 g 2
B AR A (P<0.058; P<0.01,K1B). Hr,NK-
92 il miR-150 ik B AAK, MU BUZ A R1E ARG
Y i S50 PRI BT FEXT B

miR-150 relative expression

AN A o N
\4‘59'1}5,‘16 Q&*@& ¥ B\

0
C&s\&

A: Expression of miR-150 in 36 tumor samples and Ctrl NK cells;

B: miR-150 expression levels varied in different NK/T lymphoma cell lines
"P<0.05,"P<0.01 vs Ctrl NK cell group
1 qRT-PCR #:30 miR-150 £ NK/T £RAtiHk B B4R 40 K SRR R R Y RIA
Fig.1 Expression levels of miR-150 in NK/T cell lymphoma tissues and cell lines examined by qRT-PCR

2.2 NK/T %0 J ik €98 28 22 F miR-150 & X K-F 5 s
RR A FERY K R

FE4E B 1A A miR-150 A X Rk &, B #2523
EEVERFAE #h 28 (ROC #HZ8) 43 HT miR-150 R IE K-k
1 7€ miR-150 F (1 i S BB 4.54 +1.12, K5 5 T
IAE & Ny Rk A, TR T I 2 WIRRIEH . 5
b, NK/T 2 bk B8 (1) K A ke 5 BBV ] LA
K, AR B EBV Wi s EE AR Ui Fa b, 145<50
copy/ml & NFHH: =50 copy/ml & NRHM . 7B R
(R D &R, miR-150 KA 4 2 F EBV ISE FH 14
R T 5 (P<0.05) , T 235 P01 S AR 0% I PR 43 3
IPI V43 %5 5 miR-150 3R 15 TC K (P>0.05). 1E i {17
BOBOT G 4 DV o, A B EH 124535 CR, 24
1] /%% Non-CR , Non-CR 2H 1 miR-150 & 7K *F-315 it
ik (P<0.01) , 2% B AIK miR- 150 2 K 7K 7 X 197 A 8
2.3 %2 )5 NK-92 28 I miR-150 mimics B £ iT %& i

HFIH qRT-PCR A5 M % % miR-150 mimics 2 %
Xof W 2 bk 298 4 i 2 (NK-92 . KHYG-1. HANK-1.
SNK-1 A1 SNK-6) F1 miR-150 fJFHXf Fik & . 45

(B 2) TR, 7 Y20 A0 i Y miR- 150 %14 & 5 35 T
B gL ) miR-150 32k &2 X 411 1 000~3000
R
2.4 if & & miR-150 B £ 3% 5% 42 41 2F NK-92 4m e 3%
78 69 dp ) 4 B
Mock #H. . NC mimics 2H. /% miR-150 mimics ZH 4]

P 52 AN R 77 2 R I O MITT S 36 25 S (B 3) o
[A] Mock #H. 32 NC mimics 21 #H £t , miR-150 mimics %%
Y 21 20 B 2R A9 2508 B S 38 i (P<0.01) 5 1 Mock 2H 5
NC mimics 1A LG iH 5 2 7 (P>0.05) . 45 R KW
miR-150 mimics 3 i1 7 NK-92 4 g %} %8 5 ) Bk
P,
2.5 if & A miR-150 B 2 38 5% NK-92 4m fe 3f $2 4t 6%
B

ERVE T BI04 A g s o 00 200 o 2 S5 B0 P ) 4
FrifE . K25 AN A4 552 002468 F1 10 Gy 71| 51
S5, ) FH B 9 T R S B A W FL AR VR T B, 1F 5 S,
k. 45 B4R, i F ik miR-150 fE
B A% NK-92 41 il HE 5 /5 1 SF, 10 Gy HE S, miR-150
mimics 2040 Jifd ¥) SF (0.0016) B 2 A% T NC mimics 2H
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(0.0086) , H: 45 5f 1 5 Lb SER 00y N 5.375,1% &5 5 15 W
miR-150 At % B 3 184 55 NK-92 2 ffd (148 5 Uk .
2.6 id & 3 miR-150 A% B 2 4% 3t %3 4% A 2 49 NK-92
e g AT

NK-92 41 it #% %% miR- 150 mimics A1 NC mimics
J& , 597 24 h, B2 AN E P IR (0.2.4.6.8 F1 10
Gy) »24 h 5 14T AnnexinV/PT XU t8 )% it =41 fo 4%
. 45 H (B SA) B IR, 6 Gy U ) miR-150 mim-
ics ZH 40 g 12 % 5 NC mimics 24 B & F+ = [(37.3+
1.24)% vs (28.3+2.34)%, P<0.05)]; Western blotting /7
V2K I G B Caspase3 il PARP KA & , 45 3 (]
5B) & 7N , miR- 150 mimics 21 4 ffd  Caspase3 Al
PARP 31k &3 81 2 = F NC mimics 21 (0.12+0.02 vs
0.06+0.01, 0.320.03 vs 0.05+0.01 ;%) P<0.01). ik
gE LR, miR-150 7] GE I 175 540 B8 Ui R IR SR
SIIEEER .

F1 NK/THREHEEELR H miR-150 FTAKTES
& PR IRFHIERI % B [1(%)]
Tab.1 Correlation between the expression of
miR-150 in NK/T cell lymphoma tissues and

clinicopathologic features(n[%)])

miR-150 level

Feature N P
Low High

Gender 0.278
Female 16 12(75.00  4(25.0)
Male 20 12(55.0) 8(40.0)

Age(ta) 0.637
=40 15 10(66.7) 5(33.3)
<40 21 14(77.8) 7(22.2)

Therapy response 0.000
CR 12 3(25.00 9(75.0)
Non-CR 24 21(87.5) 3(12.5)

Clinical stage 0.133
I 3 1(33.3) 2(66.7)
I 7 3(42.8) 4(57.2)
111 18 15(83.4) 3(16.6)
v 8 5(62.5) 3(37.5)

IPI stage 0.853
1 18 13(72.2) 5(27.7)
2 14 9(64.2) 5(35.7)
3 2 1(50.0) 1(50.0)
4 2 1(50.0) 1(50.0)

EBV 0.007
Negative 10 3(30.0) 7(70.0)
Positive 26 21(80.7) 5(19.2)

5000
[JNC mimics B Mock M miR-150 mimics

4000 .

3000F

miR-150/U6

2000

1000

0
9L N AN Y o
WO T e
"P<0.01 vs NC mimics group or Mock group
2 NK/T #RAf 255 2 f5 13 3=1% miR-150
Fig.2 miR-150 was over-expressed in NK/T

cells after transfection

iy 100 4. — —Mock
3 i~ U S NC mimics
< “Fa ——miR-150 mimics
o 80f W
8 RN
= \\
8 60r e e
2 e
=
< -
I
& Hk
M 20 F
Z
0

2 4 6 8 10
Dose (D/Gy)
"P<0.05,"P<0.01 vs Mock or NC mimics group
3 MTT XA MAEIES A EFI 2 a5 R R N
Fig. 3 Injury effect on cells of each groups after receiving
different doses of radiation detected by MTT

—*=Mock
== NC mimics
—— miR-150 mimics

3 o1
o
S
M
Z
S 0.01
5 &)
wn
0.001 L
2 4 6 8 10
Dose (D/Gy)

"P<0.01 vs Mock or NC mimics group
4 miR-150 353 NK-92 4R i) 42 51 Uk
Fig. 4 miR-150 mimics enhances the sensitivities of
NK-92 cells to IR

3 %

NK/T 2 itk B 2807 I ROR AN R R ERAR,
DA DA IR 2 KR8 R 6 TR0 A A — 5 BT 52 AR L
R SR R R R, 2 o A | A 45 R A
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P13 AU, 38 U] 75 ZEA 25 R T B P AR i 88 40 i ot
RS A SR U AN B2 1 AT 6 AU S B R
S S BT O SE R 5 G 7 IR AN R B S o i R S

NC mimics

PI

miR-150 mimics

1 10 10° 10° 100 JO° _10' 10* 100 10

10t

Annexin V

MR B BT DL e R 55 . IX SR 25 IE I R e
FRIATLA] X A R 28 TS 18 A

Radiation (D/Gy)
0 6 0 6
NC mimics miR-150 mimics

Cleaved
PARP
Casp-3
Cleaved
Casp-3

a-tublin

A:miR-150-transfected and negative-control NK-92 cells were treated with IR.

The cells were collected and stained with PI and Annexin V;

B: After treatment with IR, the cleavages of caspase 3 and PARP was detected by Western blotting analysis
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Fig. 5 miR-150 promotes the apoptosis of NK-92 cells induced by IR (6 Gy )
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