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[Abstract] Objective To investigate the effects of irisin on renal cell adenocarcinoma and the key roles
of PGC-1a and UCP-1 on it. Methods The effects of irisin on PGC-1a and UCP-1 proteins of human renal cell
adenocarcinoma cell (ACHN) were determined by Western blot. The effects of irisin on autophagy and brown-
ing related mRNA were detected by real-time fluorescent quantitative reverse transcription PCR (qRT-PCR).
The effect of irisin on lipophagy was detected by oil red O staining. The effect of irisin on apoptosis rate was
detected by apoptosis kit. The healing and repair ability of irisin on cells was tested by scratch test.
Results Irisin could up-regulate the expression of browning-related protein (PGC-la, UCP-1) and mRNA
(PGC-1a, UCP-1, PRDM16) as well as activate the autophagy-related mRNA (Beclin-1, LC3 I . P62, P <<
0. 05). Irisin could promote lipophagy,inhibit the proliferation of ACHN cells,and the migration and repair a-
bility of tumor cells (P <C0. 05). Conclusion Irisin can inhibit the proliferation and migration of renal cell
ACHN cells by activating PGC-1a and UCP-1 to promote lipophagy and browning.

[Key words] irisin; ACHN cells; browning of lipids;lipophagy; PGC-1a; UCP-1

B A A R R T N LRI AR . IR BRARR R R B G L IR o A M T 41 4
TE B SR R P s Rk 90 %0 L MY B R B %L%ﬁfﬁ)‘(%EEW?”%%KI{%TE‘Jﬁiﬁifﬁ“’” S
VA L T NGB PR B 3. 7900 oA Rt T A S R B A 23 AL R R S AN T
B IR R GBI 2 . AR TR A JH:%,HEH#\%ﬁiﬁﬂxﬁﬂﬂﬂﬁﬁ»ﬁﬂcmﬁu\ﬁm
A BRI R AR S 5 0 M TR A S RO B A A R R R

*» BEIMB LA HE TR — M0 H (G]J200149) o #EIE1EE . E-mail:lvyanni@126. com,



322

LA B 58 AT S8 28 33X — W& 5 A i
B T, G S A R A b R R A A A A5
PRI L — A H OB A OV B RES iR
2 e A L R R AR T . KR EF SRS, A
WY R A E B R A G A W IR AR B LA G 1 i
BEBA A IR T E IV E TS, KT E R
S g2 DL —Fh B 5T R SR RN A 1 A2 0, A PR 2 4T
WA K B ot e A8 555 A MR 0 kAR B EE — .
I AR5 B 7E 1 0H 55 B2 28 0 5 40 s 1) 52 ) K AR
FHALH , ZRITWE G 5 M5 B4 722 76 15 2 3R 5 il B 44 i 98
KRR AE R L Gl — RPN 5E, W] ) B
i 1 FHAILEEL , o kg R BT s 00 g < 7 A o I
RELVR BRI 1 S 1% S 56 L At A ERS AR B L BRRGE 40 R .

1 #MR5A®
1.1 ##
1.1.1 #f

SIS N B A R 9 4l i CACHND BRI 3 21X
Wt P A A R A F (CL-0021)

1.1.2 %A

B-Actin £ F PR (TA-09) g A AL 5t h k2 4
B AW B R A BR A Al PGC-1a g ¥ 50 B 41 1K
(ab106814) \UCP-1 L5 RE BT (ab234430) ¥ H
% E Abcam A ] ;W0 R & W B i 88 i A
YR RS H] (22107) 3 SYBR Green(FP201) Il A
KM A4k B H db 52 A R 2 Fls TRIzol iR 5l
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519 514 3'-5")
GAPDH IEM :GTG TTT CCT CGT CCC GTA GA
21 :CCT TGA CTG TGC CGT TGA AT
UCP-1 E:GGG AGA GGT GGG AGT GTA TG
S :GCT GTG AAC TGT GGT CAA TAA A
PGC-la iE 1 : GCA GCG GTC TTA GCA CTC A
K1 :GAG GAG GGT CAT CGT TTG TG
PRDM16 £ :GAT TGC GAG CGG ATG TTC
J21i] : ATG CTG TGA GCG GAT GTG A
LC3I/ T IET :GAA GAT GTC CGA TCT ATT CGA GAG
I : ACT CTC ATA CAC CTC TGA GAT TGG
Beclin-1 IE : ATC CTG GAC CGT GTC ACC ATC CA
S0 :GTT GAG CTG AGT GTC CAG CTG G
p62 i1 : GCA CCC CAA TGT GAT CTG C

&I . CGC TAC ACA AGT CGT AGT CTG
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(One way Anova)4r#7, Lk P<<0.05 A ERH F il ACHN B2 B i #8 (P <<0. 05) . WLIE 2,

FHEZE (nmol/L) FEEZE (hmol /L)

mxifEE =20 m50 =100 mRE @20 =50 23100
a .

o
o

8 FEE (nmol /L) i i '
Bt 100 XiB@E 20 50 100 ) 7
L’E PGC-1a 105X 103 'KE ﬁ ]
2 %0 I — - i
& 0 B -actin| " ——— 17 X 103 .
SHEAZH 20 50 100 200 400 ; : :
A ERZ (nmol /L) B C PGC-1a * UCP-1 i  PROM16 D PGC-1a : UcP-1

A CCK-8 37 K i 25 B2 2% Ab BRI 48 b J 20 M AU 7735 3R s B: Western blot K b (5 £k A1 5C 25 14 19 2 3515 B0 5 C: qRT-PCR A I 4% 7 £k 4 G 3
mRNA FiEEN ;D % Western blot 45 37 E =08 P<T0. 05, 5 X R4 L4,
1 BEZEM ACHN HlEEFREREBTHNEM

FREE (hmol /L)

25—
100 L
1
022 10° g5 022 ~ 20—
12.96% 107{0.73% 19.87% =2
10° B 15 2
Tioe 41
<<
R e 5 10+
- 100 2
202 3. o | 02-4 ) 02-4 10° 02-3 02-4 S‘?'t 5_ a
: 100-8{95. 43% 1.42% 10 0. 66% 1008178, 87% 0.53%
—10“(Annel(i)3n_v10;Péoa 1065 10Ag 10° V10A‘P(1)O:I 1065 _1oug 10° VmI:PéO:I 1065 _10“2 10° va‘Péo:i 1065 I I
nnex in nnex in nnexin O__ﬁ r r
A HRE (hmol /L) B xE@E 20 50 100
FREE (hmol /L)
80
S 60 a
) 40 a .
E e
& 20
0- T T
XHERZE 20 50 100
FREE (hmol /L)
D

A< I A A A T 25 A FUR AN T B B AN S SR G A S AU TR C R R AL BEAN M 48 h R HEATRIE SCE . 24 h R g
1AL A S B 155 50 (50 ) 5 D X R R 5236 45 S AT S8 3140 B S5 4l R A2 5% . P<<0. 05, 5T BRAL L
& 2 BEZM ACHN AT REBHWZM

2.3 B R Ex ACHN 28 % % v 5 69 % vh X e, 5 R R A A 1S H WA & Bec-



324

lin-1 1 LC3 1/ T mRNA ik K0 8 I+ (P <
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3o F1or B 4 Z10r e 4 3 Bz
10% 4 103 ro| " ; % ==
102 024 s | Py wa | Plos 2-4 S
1002/97. 89% 1.81% 100 olgaom 0.34% | 100683 31% 0.66% | 1008}94. 23% 5.62%
S10260° 10° 10° 10° 10°% —1z¢Q  10° 10¢ 10° 105 10260 10° 10° 10° 10°° —10260 10° 10° 10° 10°° O—j
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sh-NC4H sh-PGC-1 a 4B

A )u'ﬁiﬂ L35
ARG 95 B sh-PGC-1o JE Y X} 15 8 25 4b B 40 i

W TE sh-PGC-1a JE Y%t 5 )2 3R Ab 39 400 L 5 1) 200 FfL S0 B8 14 5% W) (50 X 5 F o X il 18 52 36 4%

B3P P<<0.05, 5 E % 100 nmol/L 41 4.
& 4

M B sh-PGC-1a YL A (100 X ) 3B qRT-PCR 46 ]
A0 A PR T A4 52 5 D2 %] 3 K 40 B R A 0 4

% 955 ¥ sh-PGC- 1a@%’é):ﬁ@wfﬁi%l mRNA F k0 C. i 2 41 i
RGBT 3% B R 92 50 46 T 18
b L %fréj\ffﬁfr:é:éﬂ]ﬂ@ T % ,;°, P<<0.05, 5% B4l L

PGC-la EEREAE ACHN 4G RHFMAMBATFMETBPHXEIER
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2.5 UCP-1 £& B ZEI4 ACHN %mg 4 &k oy £
X

EREE100 nmoI/L EFEZE100 nmol/L
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UCP-1 il 2 Hl 55 % B & X ACHN B i, Ui
K 5,

L pogiibicl

=3 ZEH100 nmol /LLA

=1 SE %100 nmol /L+sh-NC4R
I FE %100 nmol /L+sh-UCP-148
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108 0 @2-1 @2-2
107 0. 54% 107 1.09% 10. 58% _?_
106 10 v a
& 10° &10° .
T 100 o R i E
10° 100 A : b
102 - 1080, 5 @i I;ILI
o 1008185, 5% 1.02% 1009488, 1% 0.21% |  1Q0.895.47% 0. 644
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WA BEER BERR EEXR
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- =
o~
S 60 o
%
- a a
i 40 T
2
B 20
. =
o
0- T
popiitech §]= EEXR BEREER
100 nmol 100 nmol/L+ 100 nmol/L+
F L4 sh-NC4H  sh-UCP-1£R

,ﬂﬂéﬂ HEEE100 mol iwo E :
sh-NC%

A POLMER
e
X 15 R 2 AL FR AN S B 40T RS I R 0 (50 ) s F 4 SR 52 56 25
100 nmol/L 4 3% .

& 5

i 98 o B 5 v 1 s A L A bR R o R h B 3R
AT AR PEAS T AR A, B F R R AR 5 ok 3k BCRE LR
VISR » UAE TS R HL PR i 5 AR 0s TR 1R 28
T JLONT Pl 982 ke A0 358 5% W) AR RE I6 9T 14 ) 1 BT EI’J
fE5 071 A, i 5 AR S5 B O 98 i R
AR AR 2 — N AT 2000, BRI S A AR i
55 0 S R L R O B L FL AR e
SO0 L RN L R R RO A
S 2 R iR TR B R A A 1 AR 5 L A 2018
AER BRI BT 40 JB BIAT 17,5 T3 FE T 1] (4
BRIGEIE LI ) . BEE RS, 5 R g R 2R Rk A
Sk B0 MR ) R B AR R AT D AR RE SRR
EHAGBL R, oK /48 0 5 107 40 il @8 T D0 B 0 5K

sh-UCP-14H
18 sh-UCP-1 Y208 (100 <) s B: qRT-PCR K 12 9% # sh-UCP-1 &4 J5 45 B AL A 56 3L mRNA Kk 5 0 C. i X410 i AR
%5 8 sh-UCP-1 2 Ye Xt 25 2 2 Ab 23 40 At 5 40 M 08 12 A9 52 0 s D2 0 X 45 SR G631 40 Hr 1 350 40 B 0 12 3% s S0 IR 5 565 6 1
&R G5 4y B 5 A0 i AT B R . P<<0. 05,

1% 5 B sh-UCP-1 & ¢
5t A ;. P<<0.05, 5B REE

UCP-1 £ EREHELE ACHN /R R E BB TIMETHREXRIER

B B AR E B AT LA 2 2] F8 4 S 5z 3
BFE F (0B 20 B AT L A Sk oK /48 €0 B i 40 i L i
— i R PR Z AR M A i R b 2 f Bl R AR A 4k
FRiE ¥ (PGC-1a, UCP-1, PRDM16) i 3 Jint* %,
PGC-1a 2 g 1 A 3 G ot Ao 25 9 OC B8 o 1 %, 5 0%
PRI FIRE JoE A AQ 3 ZE AL AT O, AR 4l 5 IE# 41
UM LY, B A0 B 2H 20 PGC-1a 38 38 R, BUE R
BE WG A B 59 AE 5 41 B 3% (TCGA-KIRC)
PGC-la £EREALA %, H PGC-1a 78 B 4 s HH I
PS5 Ot R A e, UCP-1 N4 1R & fE
{085 412 3% A e R T S e 2 e 900 ) 40 M o
=R AR (ATP) 4 1, 42 S HLAR 7= B0 A 4K i
ATP, DL 34 i A PR S T ML 19 7= 30 s L. ik g
98 B 7R —PiORT RS, R EL AT S R T iR A e
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A T FE N TR 300 ] ek e 1 & R L T AS 7 A AN I
ATPM , W5 HIE . PLCL] 76 ' 40 i s vh R, 24
R 52 A0 MR 20 B rh PLCL 22 36 B3 0 3% i UCP-1
3z A nT B S 4 ] ohoRe kR b R IR R
Mt PLCL1/UCP-1 43 1Y i 53 48 28 X & 41 f 95 41
FfL A i 3 9 B I T FE S R M BT HE ARV L DT 4
il 5 4 g p R . BLEIESE UCP-1 A S0 IR T
A5 B 6 i 2R P AT B 7 T A A Ao

I I 2 4 A VLR R 45 43 45 I 9 2% 14 T 4 R 3L
SRR A WK SR IS B R S AR R AR R
VAR A N 25 0 O 240 M 2B A7 B 48 B8 o 1Y 0l 1 M A
FEY L BRI AT AN M A AL Ln-
cRNA SCAMP1 i@ i miR-429 J8# ZEB1/JUN 11
W . A2 E AL Ak B 3R LB B A MR 1

2012 4R BV EREI T —FBmIARE F—F
R e ENDCS 2 i = ¥y . 2 & A K it 1 57
PG IR0 22 Bk B i 112 > S0 L R % 3 22 Ik B
B A3 F i 12X10° L HE TR ¥ 51 78 K 2 80 2L
S AR SF O — B 552 B A R L T I T R e
AR 7 2 WL PR R, B A o R R KT AR i
R WA € Ak L 80 4% A i A AR L S AR L I s 09 AR
PEBFT BT IR 0 L T B AR BF 5 E S0 85 R K 3 A b
PR I S 2 AR 9 6 e R O o & 4 AR TS

AR R A 3 P T A B R L R AR i
Wk I 5 M I 4 A 3 ok S g o AR, I A Al ACHN
MM ERERYER., MESRERZEENRE N, PGC-
la Al UCP-1 FE IR AZ WM, R FTE R 51
PGC-1a Fl UCP-1 £ 1132 35 48 fb 52 30 70) & 4RO 1 5 I
GG R WoR B 0BG n, ie n A o T R
W T i AR SR S 56 O 6 55 R R X g 4 it 5
B2, 45 5 Bon 3R T i R A Al T . it
G ARG HE— 2 BT R R A R TE SR
JEH 52 0 . Western blot 45 3 78 . B B AH 5¢ Bec-
lin-1 A1 LC3 11/ T mRNA Fik /K0 & B . 5 1L [H
f . p62 mRNA K iksKF 01 8w, L0 &5 2 2= ] {2
PEARA A WL T O e gh Rt — B T SRR
AT AR HEWGERR L W20 20 B A B R S DR, X R NI RE
A5 40 A B R A T, b T — R
5% PGC-1a M1 UCP-1 7£ M 98 40 Ja v 9 4F T, 49 2
PGC-1a 1 UCP-1 18k 8 3 I 5% Je 3 20 M v, & 9
5 R 2 0T 4 0 e A R T 0 A AL H R A
PGC-1a fil UCP-1 BRIk Z )5, Ll AE H 9L 5% L ik
S PGC-1a il UCP-1 7E & R R M ACHN # g &
PR A .

i LAk, B R Z A I W0 ACHN 4i it iF
R A, FLR N T ACHN 4 8 T, 13X — 1 JH i 7=

FTREF 2024 F 2 A% 5365 34

Az 5 0 W R R RS oA R B DIAR oG, LRI T R 5 R
i PGC-1a #1 UCP-1 F HE 40 M Ry R Ik A K, AR
T2 5 4R S R £ %P ACHN 9 5% i J2 PGC-la,
UCP-1 1 CEPEAE R S R 936 77 B 240 M i 4 4t 17
— 7 W AR IS AR . (E R BR A, B AT B AE
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