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I L 0 9 75 A % 25 #0  [ ( mammalian target of rapamycin, mTOR ) J& — F 3 #iL B 22 5 iR / 7 22 TR B8 1 P4y , B2 A P 5%

W mTOR 2615 58 % 5 "5 40 il (renal cell carcinoma, RCC) & BEHVIAI &, A L% (5 58 M AE RCC 40 g 2 Fl i i 2 41
Hh Y 2R 3k R CHL I PR AT R 4t BRI AR B, 42 B mTOR \S6K/p70S6K Ml 4E - BP1 B AL % AL 7] 512 RCC 4H i & A4 14 58 Al {2
FAEHE TR R O b R — R BT e b B AR RCC 4 M R % A% B U7 HY 9 . mTOR A 3¢ {5 5 38 B% 09 55 [N 58 22 51 1Y
mTORC1 1 VE3E =5 1 RCC A & Fi o 1 20 U8 2 2% s PR IS REAE , 9T X0 mTOR #0656 97 A B AT M6 7 SR, A B8 B AR 7Y
FrEY RCC IR, 5 33 4 0 mTOR HI (2% ) #ER 1L mTOR (p - mTOR) 1Y 23k /K 3, A& ] B H T 500 5 K 357 i9 30 16387 25 4
F% . mTOR i 1 2 f 540 i 7 A #E M) ¥R 97 LA & mTOR 3l 56 A s iq 97 (B o — 25 0ot

X mTOR &
FESES RI3

MK FR B LERST

7L 3h ¥ % 1A & K L H ( mammalian target of
rapamycin, mTOR ) J& —F JF ML 7Y 22 5 1R/ 75 2 R 7 1
W . mTOR AH I AR = 18 B& 76 240 M A9 A= 1< 1 58 i 72
T3 o 5 e A0 £ R AR LR 0T A A N P R A
R4 Ak o0 A 2 R R T T AR R BF AT R B
mTOR HH 2% {5 53l I 75 ¥ 40 0 9% (renal cell carcino-
ma, RCC) % J& f il 21 5 2 A T, B 28y Bk e 1)
RCC AYHE IR 7 Y AT 27 58 . AR S08E mTOR MG £
I AR RCC P WF 58 B v BR 2R AT R G 3
I B HAE RCC o 1 B AG 37

mTOR #1515 5 5 5 1l B (L 46 B (R 5 20 1.
mTOR & &1k (mTOR complex, mTORC) T HES
HE 3 AHE . 8P ROy E A2 mTOR &
A 1(mTORCL) ,J2 H AT ZE e i i, LWy
{545 4> F PLK F1 Akt 0] DL iE [ 4 15 mTORC1 19 7&
P, 1M TSCT A TSC2 W AT LA 6 i 3 5 mTORC1 HY 5
Y. mTORC1 3 23 1o 8 W2 1k 2% 1R 25 11 S6 i Al
(ribosomal protein S6 kinase, S6K/p70S6K) FEAZ 40
Mede i 57 4E - 455 8 1 1 (eukaryotic initiation fac-

FEBIUH « E  2 Bo B 5 5 {d ER BB TR (2016
-12M -1 -001,2016 -12M -2 -005)

YEH BT 100021 SA0E o oCs | 12 988 11 PR IS 2 B 5 ehots |
o B AR A e /G BT R A I IR B [ s R () I Bk R
ERE FBIN ) WA PRAMRE (T LLAR (HEBTHN) 5100122 b T, HE % iR 2=
B 46 R SN RE (19 2148 )

IRAE S . BB, B T 45 48 : qiutian1228 @ 126. com; ¥BIN , HL T 15
il :zhengshan@ cicams. ac. cn; BEHTNI EER ] : bixingang @ cicams. ac.

cn

- 132 -

XEEARIRES A DOI

10.11969/j. issn. 1673-548X.2020. 12. 032

tor 4E - binding protein 1,4E - BP1) SRR
A ORI BE SF AR O 4R Sk A & T mTORCL i
HIF 520 148 £E 4 B9 438 . mTORC2 7T 58 i 1% A6 Akt
Kedhsk mTORCT /3% 1, b 138 W1 LU 3 SGK i/ 47
A R AW R

mTOR 15 5 % 5 RCC BF 5% 4345 40 e 2 K Jieh 9o
Ay, BIEHGT mTOR 55 # 7E RCC K4 |
RSB B AE I BLE K LI K & X, mTOR DA KR
i SOK/p706S6 il 4EBP1 & 55 # UL AY A 5T X 42
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CC 4l & o X 2 19 BF 92 & B, PLK/Akt/mTOR
I I T AR B RCC 4N 2 0 34 5 AR 22 i B 1k
JIHGaR IR LIS SR b K — ) A b o B i X —
B 1) A1 ) U)W B 4 3 A RE O 1S A, iR ad
RO R A R R B Ry A B 2 mTOR, HOR BT
71 S6K/p70S6K F1 4E — BPL, F U2 FiiF A PLK
Ak, BERR AL 2 e EE NGRS B HEARE
KPR S T — 22/ 5r F miR (miR - 144 miR -
182) DA J 2K 1 3 B 2o 5% Wi 3X — 3@ 1 ' mTOR 2
(T T ok & AR T, A — S8 W] AR T PLK/ Ak
mTOR 3 #1114~ 58 DL - AH OC 8 1, W Ake Al
mTOR , #-41 PL,K il mTOR %3k K 4E/EH ™, M B
WHFFEE R K FE BE T mTOR LAYk, Akt S6K/p70S6K
M 4E - BP1 ¥ Al 8 B RCC W 78 1958 1Y 38 ) 36
I A [ B OBUAE [ B B30 7 L A HAE TR 1 S8 3 A
fill, %34 PLK/Akt/mTOR 7] GE &K TFE3 % P B
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SEMIE kA RO WSS E R — . Al
PRI FH T 5, mTOR {5 %5 38 % 1) AH 56 2 (18 1] B8 A K
e RO TS 0 B AR AR F 4 B A AT RE RCA HE )
BT RHTEE SO TG IR . ARk, A SCERER B,
mTOR 2 M 245 i RCC I8 1] BE A7 7F % R 22 (1) 9% B2
MR,

1. mTOR & 4 B35 H 56 (14 41 200 B2 R AIE « f B
TE 1954 4 fF TSC2 FEH IR R R AE (1) Eker RAE N
PH Y ok B E L RCC, M5, A 1980 4F 2 | Fili 4
B G T 45 PR A AL AR G P RCC I R L B AR AE B
Sy FERAS G HRAE . TSC 3 K& mTOR {5 53 % 19 1
W, X — 4 278 mTOR 15 5l PR 190 & 1
A BB S AT REAE P 9 o0 B R AR 3 A R B B 5 A 43
UESE T X R

2016 4F, Chen %5 XF 62 91 5% w8 9% 59 I & oA 43
25 RCC #EAT 0 F A, AR T AR5 SNP
I RNA W7 | e 41 U4k 2 98 [ 44 58 B Ak
AL A Z2 Bk U B, 4 5 N DNA  RNA | 11 &
Y ffL 4 DA AT Z 48 B dr, 45 R &K B mTOR &[4
RALFE N 8% (5/62) ,16 il A 432 RCC By i i 21 21
LM A mTOR (5 ) \TSC1 (4 51]) \TSC2 (3 )
¢ PTEN (4 7)) B P €48, Horf 13 4 1 3 mTORCI
W R RO BERR L B 4E - BP1 KR, b
2 fibvd TS B4, % mTOR kI FIG 7 A %%, ia
[l —WF9E H M) Voss EX T EiR 7 Bl XN T
mTORCI % PR 432 RCC #4717 Il PR 9 B8R AIE Y
S B e I R AR 5 e € A0 MR A — 2 R A
I, 23 FHiE R R EE A K e (3 S I, A
AT UL B RE P R - KA AR S AR I B R S e R 40
SR AT — 2 AL, T DL 7K i (8] 5T )48 200 i o 1 i 9ge 4
21 S URHED , 28 1Y g TR P T, T AT M R A i
b, DA Z 40 A D 457, (H A DA% ) 25 2=, 40 B % B
USRI R TR R OR % O L A B SN S RS A 3
3 S5 A UL ek 88 ] 5 v 96 VA A 2 2 40 it oAk B 4
RO el LS 458, 75 R4y 26 RCC R AR TE
B R AU S 2% Ky F B ) RCC, R
T35 5 BRAE B ME b 988 A — 8 AR L, H 8 A7 AE W] 1 IX
S ASRE A A BUAT AT AT — Fh b, S TH A B A
RRAE , Bt 25 XoF A% b g8 DA SEURIATE 5% 118 AS BT R A 7E B
—{ WHO 43 28 b B A1 A vl A Ak 2k 57 19 9 3
HAR

2. mTOR {55 % 8 15 RCC G Y7 M il J5 19 A
KM mTOR 15 53 A 5 J0E g v iy wF 5% 2 22 v
R RCC, WF R HGE e £ 19 /& mTOR & [, #4r
WFFE N 2L PT,K/Akt/mTOR 3 #% b Y 3 [K Ry AFF 58 %F
LR KR E AN RER S (B R /AR B R
fo)y o7 RS A R LA 3 4. (1) KT
miR /N> FBAE LS, 41 miR - 144 (r = - 0.769;
P <0.000) Fl miR — 182 7] LA it mTOR # ik &M
1 & A5 50 MR i A R, U 3R /N3 AT BE LA i 1Y
mTOR M #HI5] F F 1 R ¥7 7 . (2)mTOR 5 p -
mTOR 198 13835 M HLE X, IR & AL 5 0E % 5 41 4[]
p — mTOR Fik T [, M B A & &k p - mTOR #
ik EFH(P <0.05), H i 20 28 8 o 7 34 K 1Y
p - mTOR/mTOR 5 Ilfi JK 43 ] S P 96 A% 43 b A0 ¢
(P<0.05), (3)p-mTOR fF£ik 5 ML (P =
0. 0046 ) K Mg ke S AE A7 (P =0.067 ) #HC

3. mTOR 15 53 #% 5 8 n] 35 97 . mTOR 410 1 5] 1)
O ) 259 AL AR AR B W) 0 B ) B P B ]
A RYESEEI/E T mTORC 111 #5 75 % 55 ) fil g &
LLRIBIVE T mTOR, S Ml 4 i A= K, 2RI IR
P EEA W R ARAE (1) 2 0 B bR 2 o0 0F 5T, B
FEXT G AT RCC, WF 98 X 42— 4 TKI 3G 97 R
WS AT 8RR I7 B B HE RCC, A 2% mTOR #7
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A RAF Il 32, AR FEAS B0 i R — |, 40 A AR 4l
ANE AR ) FE LS Z ek R, (3) fF%E
FEAE PR ARYE S R] 2GR G 2, i
5~10mg/d, Mk, BREMZ5H&E N Smg/d, Ik, 5
BRI A, I AR 2 5 w) A v A TG HE R A A R
5.5 (95% C1:4.6 ~5.8) B WAk TR 7 HB
1.9MH (95% CI.1.8 ~2.2) (HR =0.32, 95% CI.
0.25~0.41, P <0.001), ILAL, IR A& e Bk & K 4k
TR A O 14.6 A~ H (95% C1:5.9 ~
20. 1), IR FARAE SR 4H09 5.5 N H (95% CI1.3.5 ~
7.1)(HR = 0.51,95% CI.0.30 ~0.88,P =0.024)"*"*""_

Guo %5 FF R 1 XF 64 1] VEGFR - TKI 697 K
W ) e A P B 3 W) 40 9 s 191 P AR 48 5 R AT IR
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(95% CI1:3.7 ~12.5) , ¥ EMHR N 5% , I ELE
e 5w —ZRIRIT AR RCC ML T — LBI R L 56
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17 X5 T mTOR 38 5 22 8 o 400 i1 77) 266 45 38 /) 6 97 v g
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Zi LRTR ,mTOR i 5 RCC & &, £ 2
i mTOR L) K S6K/p70S6K Fl 4E — BP1 i iR 1k 7% 1k
AR VE A, 78 BLAT AR 3 A R 432809 RCC #6545
JiIEE FEAE mTOR AH 5C {5 5 38 % 1 3k [ 28 48 | DL R s
SE [ 20 8L 25 2 I IR U5 FRAE % mTOR #0441 5134
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FHJ7 1, mTOR F1( 5 ) p - mTOR & H 150, H# 1Y
Fe IR KT K L AT e 5 i AR BLRR AR A G JF A AT g
FHF 10000 B B T (0 BB YR IT 2 k. IR L
VEGF %54 mTOR 3 % (1) )5 51 S B A5 80 ] 37 97 © B
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