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Abstract RGS16 protein, a member of the regulators of G protein signaling (RGS) protein family, is a
class of intracellular proteins with inhibitory effects on G protein-coupled receptors ( GPCRs) and their
regulated signal transduction. Recent studies have found that RGS16 is not only involved in regulating cell
growth, differentiation, substance transport, cellular immune response and other physiological processes,
but also affects the occurrence and development of many tumors by regulating certain important proteins or
growth factors. RGS16 is expected to be a new prognostic marker and a new target for tumor therapy,
providing a new idea for tumor diagnosis and treatment at molecular level.
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coupled receptors | iE {5 A% 3%, 50 G 2K 11T i
B — R P EBIG 5 RGS & AR IEHA — 3L
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RA .GEF il GRK) , H:vh R4 3V 5% 5 i &% ¥4 1 3y RiE i
fal 5, RGS16 HE HJE R4 WHEH/NEH . RGS16 &
55l PR G | I I RS A R A 1 45 2 i
PR AR BTG B 8 2 5 — B S0 3 R 3 % 114 671
T RV L2 MIRIR YT MR R A AR SR RIS R B
RGS16 91 Fe 35 TR R IR AEAN ] i v A A A
] (R, 3X I RGS16 78 52 1 i g8 i) 1t 7 rp JEAT:
BRI 6 (EIFRADFIE,

1 RGS16 7ERE R By RIX

UALCAN ( http://ualcan. path. uab. edu/analysis.
html# ) J&— -5 i 3 PR 41 B3 (TCGA ) i T2 78 4%
3BT HEZ G Rty | BF 58 I AT X A I3k %) RGS16 5
IR IR AT 500, H A H 9 RGS16, L #E4i
RE A 5 IR AT I P Fe IR T AT, TE LRI EE 45
S B R A 5 DR 4 PR A A R AN O
W IR RCS16 76 HIA 45 i A 4Urh 1 33k
T IE X B4 {H RGS16 7 Jili i 41 4 v il 36 3k
AR T IR X IR 2, R B RGS16 5 M (1 & 4k

2 RGS16 X Pheg B9 # l 4E A R A il
2.1 RGS16 S5EEMRE

T 2 U T TR 0 O P R, P TR
TP R, B T 2 T IR IR YT )
AT T R AT UL AR YT, X SEE
7T R TUS Brik fe 22 ) |5 AR AR R 10 %65,
DRI, T A 55 04 T B R T T 25 4 S A T
Kim 25V BF5E % B, ik 0 205 7 % 2 T M o e o B2 10
B AR KNZEZ— ,RGS16 5 FosB 7 Joik 45 54 7
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Ll 2 | AR R A AR 5 RGS16  FosB 1)
FIRBEYIF , XZEF A RGS16, FosB MR ER A 2
AR T i A 200 ML % B8 ) DA TG o R AR 8 (= 28 1R ik | 3X
FH] RGS16 5 FosB W] REJE R Mses 1Y TS b ik, OF
HxHBRAR I ) & e A I RIVE R . Carper %17 B IR
K RGS16 42 p53 Fl pRb 28 XAE FAYIE A, 76 pS3
F1 pRb AYIL ¥ T, RGS16 AT 1 il I g 98 s 7%
FURZZMER , OF Bz 6 208 5 p53 . pRb H70 i
TR AN, iX 6] RGS16 AT HESE pS3 Ml pRb #
TR FR 2209 55— FILE] . ras [F) U9 L
FWE N 5 A (ras homolog gene family, member A,
RhoA) f& —Fh 2 5 JIL sh 2 (1 40 i - 42 & 41 1) /)
GTPase , &5 B A= K PR 7175 S Ji it o 400 il R AR 28
A4, RGS16 25 I BEFHINT Gal3 /1Y RhoA ¥
T, R R R A0 Y 4R 28 /E Y. Layeghi-
Ghalehsoukhteh 45" #3717 —Fh i 411 i %6 ik RGS16
SO ML, KB RGS16 SR (056 6 5 11 7¢
I A R R A R R TP R Rk AR TR T
JigiE /N BB B  RGS16 S (5 6 2 1A n] T Ilfe PR
PR B0 T JBR AR A R 1) AT 24 W0 1 9 A A R T
FAEBEZ Y, LA BB R BT, RGS16 A B H
A ) AR bR, R A TR AR 2 W TR TT LA
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it 9 e B DAL 1 SO g s 4 BRI AT 6 i
= B BIRE 2020 AF KA 220 T3 H Mt R E L A
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P, 7E RGS16 33 2351 AS49 20 rh | 40 g it 36 5 %
FHECBAPE AT BB 20 R B T 62.8 %, sE e IE I AE 1 R A%
T 29 73%, W] RGS16 K& R ] 411 il fii Jis 48 e iy 154
B, JfH,7E RGS16 1 Rk, AS49 4B R R
EC B X HE AL BEAIS T 88 %0, Ui B RGS16 W] 411 il il i
YA RS 9T A0 & B RGS16 7T 75 5 il 8 41 At 4
T2, 16 RGS16 33 ik 1K) A549 4w | B X} B 2H v
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FIARIR T8 3.6 %, T RGS16 1 Feik i 4 i 1=
K 10.7% , L= BT BRI 3 £, 3% 0B 9T 36
B, RGS16 35 A T 38 3k 7 40 At i 8 4 e B A 1
IV Bl 2 R, AT g e G S A TR T AR A L K
2.3. RGS16 5335

FLIRIE S ZUAR b F 4 i e 22 Fh o I 7 r Ve
TR AR T B, BBk AR LM & R
TRAE o i A G IR . RGS16 B %52 R 7R
S0 S SR IR AT R SE S A PI3K {5 53 % A #5
H LR & AR, PI3K A FRSE T 1k 5 FL IR g 40
HeL X ) A 24 4 TR 25 PR AR OGS e, Y L
i B RGS16 MR IAZKF- i PI3K {55 3 i
Xt A P IR SR P B AE I B 0GB, Liang 4517
RILRGS16 7E MCF7 19 40 il rh ik 33K | 38 5 ik
55 PI3K 155 12 366 100 1) 2L 4 240 B vy A= < i 2L i
e 240 O 5 5 T 2 TR UK 16 10 ) 7] ( tyrosine kinase
inhibitors, TKI) 7 A BY#E a1 4657 TR 250 5 PI3K (1)
FRELIEMEA G, RGS16 94 %3k BE il 3 7 ] PI3K
F18 7% 1 R ) 7L 200 B 1 1 B, O HLIE REFAAIR TKT 19
Tif 2454 1 e B ) e SR A K FL BRI SR T AR A
W, —IUE T AL AR JE R A AR Y B, 106 1Y
FLARIE 3 RGS16 1A 2+ HH 54k, RGS16 £ [
JUTHE 11 Y (o AR DX 35 55 B N R, A7 e (LR DB i
BB IS e 5 2 1 il FL R - R 4
T RGS16 48 IR K- A, AT 2 LM 68 1Y
PEJE . Vasilatos %510 & B 0 92 4 S5 1k 25 P e 4k
LSD1) FI4H & A
£ WAL (histone deacetylases, HDACs) A] fig H Ay
e i 2L A e A K B9 VR, RGS 16 sl et #0 f LSD1
1 HDACs 113 3417 5 | &2 FL I (4 2B KAl . Hoshi
SO B RGS16 (KK -2 5 SEF1 FIGE A
T, DT L2 o ) e 2 0 7 2L Mo 2 P 1 e A%
JF H RGS16 7EFLIRIEE e W A rh i 3Rk, Tl s RAF,
MAE RGS16 ik /K51 ) FiL SIS A LRI 40 it o
Tl e B 22 91 H 3R A i 1R 28 | I At (I SEFT 1]
2xffi RGS16 HYRIKK V- ETF FUIRFE AR 28 2
TR, XFEP RGS16 Ml T i SEF1 /S FLAE
AL RS, H T BB LI 40 2 28 o R T
VR LIS B 5 SR HE IR, RGS 16 7 L T8 400 it %) 438

fit§ 1 (lysine-specific demethylase 1,

S SR R A BRI R, RGS16 Yt ik w]
00 LM 200 ML P A 1S B DA R A DA A1 1
PI3K 155 A3 , WAL i 20 X 1) £k 57 245 9
fe T 240 | 4 2L AR A8 3 I AR A . AR RGS16
TEFLE TPAERE , 7T BEAFTE RGS16 1Y 3l H 5k
ARG TR, i RGS16 3[R it 5% 3% 5 B AR 2 2 521
FEAIE RGS16 (IR, M FLRIRR R 2 R AR 5 X4
1 ALT 25 BB R 5

2.4 RGS16 5HREBHE

AR RIR A B DL ) AR T R 2 —

PR A — Y R & T HCE %wmﬁk@ﬂWﬁxf
O AT AN BURR JF ) T4 A 2 A,
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(C-X-C chemokine receptor 4, CXCR4 ) 7E%H A 98
(2% 35 T 08 8 501 PR IR AN B 1 52 o AR B T
RGS16 2 M J& CXCR4 {55 1 T 4 42 5, w] 410 1
CXCR4 215, miR-181a J&—Flfie ¥ 51 A9 &
JRIGFE I 0E & A R TR h & AR - B/ RNA,
RGS16 W J& miR-181a Ay — 4 # &3, 9 il miR-181a
IR EESE RGS16 (Y335 L IMSEmPH CXCR4 17
SA% 3, ) 45 Hb R IR S BT 4 8 B 1 -1 ( matrix
metalloproteinases 1, MMP-1) Al [fil & P J2 A4 K A+
VEGF ) WY %
TR DT o) R TR 1 B s k0 PR R
(% J& . Sun S5 (8 G K328 26 7 6 X RS M 400 A
Jed 1) MR BRLJRE PN R 4 B 45 25 B 1) miR-181a BT
miRNA 2 # # B2 ( anti-miRNA  oligonucleotide,
AMO) ,RGS16 f5%35 F A, VEGF #1 MMP-1 &35
Wk, g A B i 2D 3294, /N BRI ZE A7 8 N 23 %6 T i
£ 45%, UL RGS16 FIksmF e IR I L, B
{14 e 2 35 AT e 11 R TR ik S B 2 B AMO B
A WHRTT B IR 25 RN ]

( vascular endothelial growth factor,

3 RGS16 Xt Bhyeg o4& 3t 1E A ALl
3.1 RGS16 5KEE

P T B8 S e UL B8 4 Dk A i e 2 U
TRFAN, SR TR R S AT S
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S0 A fie SR 400 R 1 e O 3 T P S I URE )
KR RGSI6 B IEA X, Huang 57 K,
RGS16 7E I SuyE 4 fft v ik 638, I H 2 5 I 598 4
LA 5 A% A 1 B 40 A (] o 5 A A X Rk
& RGS16 [ 721k vl {12 2 Ji5 08 1) 32 Jie , A B8 oy
JE B REIA T T R A R U 4 A M i
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1 5 IR 21 Bfd 9% (oral squamous cell carcinoma,
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FifgRa | e AR A R LA TR R, A ER TR Y
90 % LA 2 SEILHAE R R BEIF AR KA T
RK B LT, B 0SCC B H M )5 5447 %It T
BRRFT AT EM,0CC BESEWAZ
8] 2 T BB AR TE R R I 25 522 3 ol 4 F K
LW 5IRIT 0SCC 4l TRlRE, TR AEY Wl sy

HAUE2E YL LA T 84 1] OSCC 41417 RGS16

FEARFL, KB 78 ] 0SCC L4 RGS16 HHFE
KA EYE, H 32 e g s, Jf H & 81 RGS16
IR OSCC M IR 43 1A 56, 43 101 Bk e RGS16
(2R 7K, A3 IR RGS16 BRIk 7K FRAIK
AR X AR 5 0SCC B & #EAT T B Ui, 45 1 8w
RGS16 A B H AR 62.7% 10 RGS16 1%
FIRHRE N AELERN 85.7% . RGS16 =ik ABEAE
T UG 8 TR FA AHE ™ Uil RGS16 ik fE
G E R, RS R EI RGS16 kAl
#E OSCC Y& '€ ,RGS16 J& 0SCC Yl IR 5311 5 Tl
(IR BN 2R 22—, AR OSCC PR B 10 B LA K
e AN R AR EY .
33 RGSI65EEEE

i JR R0, 20 S E R TR R I 2 R A R A B R A
IR B P 5 A i o BB R R R
AN A, 56 2022 AR I 10 J7 BT
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R B UL, T2 W TR VB BEAR KRR B2
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TR EEE IR YT S LR 2 AT A
TR IR AR SR N BB A I A TIRYT , T 4 M 5 v 2
iR G E IR YT A 2 BB A, BT, Weisshaar 2578 fff
8K B, RGS16™ CD8” Ji 96 ¥ Jid bk [ 48 Mi ( tumor-
infiltrating lymphocytes , TILs ) JEZR 4L AR, (IR F 8
T 4 ffL A+, & % & £ P8 T2, RGS16" CD8" TILs &
RGS16 ik 6 d J5 I IR I T2, RGS16 Bt = 25 1) il
CD8™T AUMIIA T, FF- ALk CD8™ T 41 g A Bt A a3 R4
UL Ak, RGS16 Gk = 5 F2 ¢ PE 40 M 38 - & 1 1
( programmed cell death protein 1, PD-1) FH Wt [H] 417
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Erk 1 300G AIE AN H] CDS™T 40 i A7 3% At i g )
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