Advances in Clinical Medicine [fifREE23EE, 2025, 15(10), 2339-2348 Hans X
Published Online October 2025 in Hans. https://www.hanspub.org/journal/acm
https://doi.org/10.12677/acm.2025.15103018

FITPRKDCA BPISK/IAKT{E 18K
2R a1ER I E

HERT, HERY, TEE, BoE
VHIT IR ARt Fe A fe, |00 At
2 PURHEOR 25— b I B e (3 — I R IR~ ) B S MR e Ske s Mk, G A

WekE H . 20254E9H23H; FHHB: 20254F10816H; &AF H#: 20254E10H24H

R

BIRE R —MEEREEMFEEM N TEME, HBTRRZRMER RS FILH KRS . EEK,
PRKDC (DNA/KHiIEE A BRI W) /E A EEMDNARG B E R T, DR IEITEIEPI3K/AKTS
SHEBREREWENRERBHIREEEEREM. FFARY, PRKDCAUIE MR 40 H) AR 5
Kgmtn, E5LMESEHROTEIEABIIMR. 2 CLERPRKDCHAEYZEThRE UL R PI3K/AKTE 5
B KRS, EA2PTPRKDCA S PI3K/AKTE B ¥0E K 2T B K& HAE SR 67 K e N
WH{E, NEMRRE RS AEE T R IRIE R AR R I M

K"

PRKDC, PI3K/AKT{Z53&ERE, 8BRS, 4 FHlHl, EIET

Exploring the Mechanism by Which PRKDC
Mediates the PI3K/AKT Signaling Pathway
in Nasopharyngeal Carcinoma

Hailong Xu?t*, Fugui Wei2#, Pingping Huang?, Xiaosu Chen!

!Graduate School of Youjiang Medical University for Nationalities, Baise Guangxi
20torhinolaryngology Head and Neck Surgery, The Second Affiliated Hospital of Guangxi University of Science
and Technology (Second Clinical Medical School), Liuzhou Guangxi

Received: September 23, 2025; accepted: October 16, 2025; published: October 24, 2025

AR
AR

NESIA: W, TS, BN, BR/NER. SR PRKDC A PIBK/AKT 15 5 3 B 7E S WA h A/ LI D] I PRES
3k, 2025, 15(10): 2339-2348. DOI: 10.12677/acm.2025.15103018


https://www.hanspub.org/journal/acm
https://doi.org/10.12677/acm.2025.15103018
https://doi.org/10.12677/acm.2025.15103018
https://www.hanspub.org/

R A

Abstract

Nasopharyngeal carcinoma is a highly aggressive and metastatic malignant tumor, and its treatment
efficacy is limited by the complex molecular mechanisms of the tumor. In recent years, PRKDC (DNA-
dependent protein kinase catalytic subunit) has been identified as an important DNA damage repair
factor, playing a crucial role in the development and progression of nasopharyngeal carcinoma by
activating the PI3K/AKT signaling pathway. Studies have shown that PRKDC not only plays a key
role in the survival and proliferation of tumor cells but is also closely related to the interaction of
multiple signaling pathways. This article reviews the biological functions of PRKDC and the mecha-
nism of action of the PI3K/AKT signaling pathway, focusing on the molecular mechanisms by which
PRKDC mediates the activation of the PI3K/AKT pathway and its potential application value in the
treatment of nasopharyngeal carcinoma, providing theoretical basis and future research directions
for precise treatment of nasopharyngeal carcinoma.
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1. BY

S (NPC) & — Ptk E R g, FEES M H MR, 5 EB W% V. THEK,
B AT AT R T KT OB, SR I R SR FNGET R B35 N %, e R e MRy R o 5 1 il
T (IMRT) IS PR B 5 38 3w 7 B e @R 1. Rk, S0 0 8 R R AR AR R IR
BITHR T TR PR . HORR, 2 25%M B FERUT G AN AT ERFET, B LB R T 3K
B A NIEYI[2]. RS RBOT AT IR T IS AR TR ORAE T EEAEA, (EX T R i R S R R i
MR, B—EIRIT FRAR AR FIARSR . I, 454 R 1AIG)T 5T A6 T SRS T R 2
ARSRARTT SRR 1A RO R, IXACH B TR 0T BT B, 38 P RE S50 I 300 S s SR 1 T e
UG[L]. WFCEoR, FRETETT ol LA R (DG 4 1, B S8 U7 F B RIE R, iR
J7ROR . AHMIE A L R T AR 0 IR R A R R AL oL o TE SR R, PISKIAKT 5538 B 1 7
BT AR DA A A2 e 4 A A AN A ) B B HE S R R [3] . X A5 5 I BR AN 55 40 P ) 484 T LA R
W R R AN VR T AR PURE 77 BRI, BRNEIFFE PISKIAKT A5 538 B 1 53 5 WS AL ) xS M s 1)
YT HA EE IR R . PRKDC £y DNA 4514512 52 (1) O Sty , LA g v 1 22 3 A € RS2 31 00T
PRKDC ifiid 2 5 4 R R b iE B2 (NHEJ) & 42, 185 DNA XUEEITRE, AT AE 40 B A= A7 A1 g % AE b R 45
HEEH . BIFAEY], PRKDC 78738 5 M RAL 6 (TMB) B MR 553 (TME) PA K G 2 A A p 41 i 771
(ICD IR TIMSE[3]. Kk, R PRKDC 5 PISK/AKT {5 S % ()58, 7] RE hy SR i G T H 4t
W EEE . L5 LRTR, SRS I TAT R S RRAE A L PRIA T UK IR AR T 125 7R DU BRI 5 A
APk, PRKDC 4 E 22 1) DNA #5312 S, FAE Mg 1 5 PIBK/AKT Gl BRI AH HC &,
PO T B0 o B0 SRR AR VR YT SRR . AL SE T PRKDC I U PIBKIAKT 15 518 % 7 & W s
(ORI T HE R, SRS 2 AL A PR R FH i s B A B ) 3

ik
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2. PRKDC By#it
2.1. PRKDC BIE&H 5 TheEds s

PRKDC (DNA & #i: 8 B A 7 i) 2 — AN B R SE N, H 4518 A i R DNA-PKcs (DNA
MR R 1O R A T ) /2 DNA B N0 (5 5 4% 3 bl 5 %O /E - PRKDC I 45 F R sl B — NI
B A5 AL IR — A X 8, X Se S5 I3 [F] 2 5 1 T AR TE AN T BE[4] . DNA-PKces 1E 3R FIVE R i
HERE(NHE) B E AR (55 i 7y, AElis 20125 DNA XUEWTZ4(DSBs), M 4k 5 3k R 4 i A 5 PE 4]
7E DNA $55 N2 AL H, PRKDC JE i iR 5] DNA WrZdJr45 4 2] DNA Kifi, AL DNA-PK 5%,
FRUHE SIE K BEOE . X IR & DNA B, 165 40 M5 AR R . R IE T K B AR
RIS [4]. H4t, PRKDC HIZh RS & 214 e R4 A e (o Crdr 2 77 T, 3 Uk B L 70 40 i A= 4
R EEVE[4]. £FX PRKDC R FER B, JLFORIEMIEanry, FHARIAM R SRE iR AR e %
VIR, Blan, PRKDC 7E 2 FiiE fh ion s Ik, IX ARG iRI 40 Ha 6t DNA B 4518 52 A8 7 1 3G 5y
5%, WIS EO BT ALST I 251 [5]. bAh, PRKDC 58238 5 TR AR 5E P (MSI) K 5848 47 f 486
FHIR, IXELH )y PRKDC 1E Jy i ed 19 5 A6 o7 38 s B9 34tk 1 B 4R [4] [6]. =2, PRKDC £y DNA
RIS U P (e A i, G5 2 1) 25 W) R 22 B ) A8 L R g 4 e 4 i 5 8] 4L s e A R R 2 4 L A= o
TR E BN o Bl LAY ShREER AR RN, PRKDC 3 22 o 22 Rl (VA T #E s, R E &
W i 52 S0 e Pt 7 v B A 2 ) R P T

2.2. PRKDC 7 B 4 B R RO RiA K B HL Y

EBV 1E &M I F EBURMF 2R, HBYL R 25 F 0 e S5 40 M 2 A e S B R S MO R Rk .
WAL, EBV ERYEE 15T PRKDC HIFE A ARIA Fif, X—idfEF 2@ EBV &g rIZyTR
(EBNA) iR IR (1 (LMPL) NS, LMPL @il #5% NF-xB Fl AP-1 #5%[K 1, #8458 PRKDC JE[K g )7
Mg, AT E mRNA FE FKSF[7] [8]. [FIE, EBV IEYLUAET {2 PRKDC BRI 1E1,
SR I, HETT 7 DNA 518 5 3% . EBV 3% PRKDC MG B T £F IR 22 B YL FIE AR,
T 0 F RS 1) S R e 4 L B2 (KT DNA 30 KR 77, Rk bR 40 i (1 AR AE R B . EBV 38 F] REid i
VTN RNA FRIA 3520 PRKDC 1A2 e HERIBI B kR, b — D5 e L I 45 [9] . 75 2 Fhfigi 26
Alrp, PRKDC I H &2 il RA LG, 1X 5 Mg itk R 2 V)M ¢ 0 R, PRKDC 78 2 M,
YR A2 78 40 98 (HCC) R g (LUAD) R, R IRKSF B3 T IE W 4141, %7K Fif) PRKDC £k
B RS AHCE:, wREZE BT HAE DNA A5 5 04 W 5 v i 8 /E I [10]. 7E HCC 1,
PRKDC ] #1223 5 e JRa f 25 T35 1) 502 RO 200 189 B 38 AR AH DG, 4 — 20 3R WA JLAE e g Jee v ) 2 22
PE[11]. #E4k, PRKDC i 5 Mg =i v G e 40 M (1 = FE SR AR ARG, X 3R B L v e 78 e G2 il it i 7 v
RAFAE 3] AEASF [ g 2 e, PRKDC [ERIA 7K T -5 g 542 6 4 (TMB) Al T2 AN R 1 (MSIT)
FAOG, BRFLRIN, PRKDC 7% i i A% i A B 58 =i (1) TMB,  $os HoT R A2 e I Jir g SR A4S 1) B
BAYIAREY)[6] [12], XG5 RSCHF T PRKDC 1R I AE IR T #E SRS AL W0As SPIRIANE, Rl
TEMR S TVE M 50T, PRKDC (35 14 52 21 2 Pl S S S VAN 2 A ELAE s, X e Lo HAE g
AR R ThRE R G E E . FFTR I, PRKDC MIBERR 1L 2 Hum IR 1 ¢, Horh p38MAPK IR L1
AN 2 3% PRKDC 35 (I E E ML 2 —[13], ks, PRKDC 5 HAth 8 (A 5 i AR BAE F Bt H ohfe
HATEZREN, #itn, PRKDC 5 FAP (BUAF4EANIuRuGE S A) R E &, (22 NF-«B WS, AR
i 4 A7 35 A BB [14] . 554h, PRKDC MR RIRIAIE Z 2] m6A FIL BRI IRTE, METTL3 /EAH %
HRoWY, LA PRKDC I3k, MifiZ 5 iR 25 MEHLH R [15], XRS5 R HLE] e AR T
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PRKDC fEMR AW B 2, AR R SR TR M. 28 LATIR, PRKDC 7 £ Fl i &
R R IABL R I AL, R T A R R R et E . R SRENST PRKDC HIHE G TT T RE
AR R BRI B B YR T R

2.3. PRKDC N+ B ESER AR EREER

PRKDC & [X g% DNA 61 2 (1 i 1L 7 3£ (DNA-PKcs), 7F DNA XU Wi 24 (DSBs) il Al I K
IER(NHEN B E R EENEH . th4h, PRKDC 5 s i)k A RUR JE DI 5% . iF 7%, PRKDC
I8 T 7 4 B A0 DNA AE SRR 3 R 40 B iR A7 0% . fEJ 4l e, PRKDC PR A % 38 5 40 g T
DNA 5B RS, IS R 40 M AE S BT R Re AR AR X — i R AN 5 20 M S S R R 5 A O
P B AR T A . B TSR B, PRKDC 7E 3R /N i it (NSCLC)4H ff Hh 3 B0 H 56t 2 (i b 2 1k,
PRKDC ik /K- 5 B IR R TR A CIER[16]. PRKDC 7E 30 24 1 2 A b V8 b H 28 32 81 960 E .
eI VR 40 B B AE DG B R DNA B B R R (131K, PRKDC BEME A 250 75 B e 248 PR A Ak 7 245
VI, HET S S S M R & . RS B i 7 R B, circ-PRKDC @i 75 miR-375/FOXM1
Hil, MEGR T 5-FURMENE(5-FU)M 251, FBH PRKDC £ IR0 TT 2590 52 P4 7 i b () S B A €[ 1710
4, PRKDC FIZRIE 55 g SR 5 Hh 1) G 2 20 s Y A 2 B A7 FEAH OGP, PRKIDC /R 5 a4 Mt 11
G e AR IR AL B VA O, XA EE T MR ik R A A [11] . (A5 ORI 2 PRKDC i 7 1/ 1 it 4 i
T PR AR (1ICHIRTT R TR T EEAEH .. R ER, PRKDC 58748 5 g 98748 £ faf (TMB) 14
BARDG, HAERELEAE 1 PRKDC 78 A7 7E 5 B4 I S ¥R 7 I N AH SR IK[6] - X 3R W] PRKDC AMYAE
iR P A AR R AR R B HEAE BT BE A BR IAE YT TS ESE s . £7 BATIR, PRKDC J8 i 5 1A 241 Al JE
1. DNA B DL s A B (0 S e ) B, Rt T R 200 B R A3 AL 2 1 T Ao IX 8 R IRy 3 — 20
2 PRKDC E IR HE 5 (7 F1 32 i T SEa, [ Bt iy v st 5 MR8 S5 FRE 10 07 S8R S ik 17 3 i) LG

3. PIBK/AKT {5 BREEREFHIERANS
3.1. PIBK/AKT B &8 B A LA Y B B EHL &

PIBK (/TG IEINLEE 3 W) KT tH 2 N i i, 2264 Class |, Class I A1 Class 111 PI3K. H1,
Class | PI3K R #iE =V EL (FIAN[F T 4324 1A B0 1B 7Y, 1A Y PISK F 22 pl10a. pl10p Al pl10s —Ffifi
PRI FELE K, T 1B B Y pl10y (AL VIR B . PISK FRITE0T 8 5 8 5k 40 M A3 5 (AR K R 1) 5 40 i 36
24 G 5 RIS 55 385, Bl EGFR (R AEKRE T ZM)iEE, #Em S8 PISK 456 IS .
FEIF A A (HCC)H,  PIBK/AKYMTOR 15 5 i 1) U0 5 Ied (¥ 4 AR Ak e 5 DDA 5G [18]. 24 PIBK 43
WhE, M PIP2 (BEGBEILEE 4,5- —BERR) 4R PIP3 (BENGBEIVLEE 3,4,5-=1%fR), Ja&dt—DHH %
AKT (B A0 B) L H A PN 4T AKT & PISK {5 5 @IS 1 8 NN 21, HeEs NEA
BkE B, TEA=ARMMA. AKT1. AKT2 fl AKT3. 4K, AKT @il 5 PIP3 45 &4usis, bEjaik
B AL IS T REAR, 41 mTOR (WFLAIY) F 0% 20 &), GSK-3 (B R & B iE-3), LLK FOXO #3k[H
TR, XN AL RN A I . AR AR S 2 AR R . B, mTOR (&
T A ARG B, T GSK-3 (A0 DU 5 248 e A v R 100 18 15 A 5 [19] o 7 S MR8 B 78, PIBK/AKT
O 4% 11 S VL o T ) 2 T AN 2R P R s DD AE O, S A A TR )t R R by s T A
[20], PR, VRN T PISK RO I EE AL B FExT AKT FUT eV 73 F B0, 6 T FF R R 5
W 68 1 3T 2R VAR 97 SR LA B Yo 7 PIBK/AKT A5 5l B K115 S48 il FE b, 77275 2N B 2717 1
TXLEHT R AE S 5 AR X SR FE AR SR 8] D7 T Al 5 AR, Hoh, PTEN (BERREEANTK ) 2 A [FURA)
X AR, CEE BB PIP3 KLy PIP2, AT IH] AKT A0S . PTEN
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(1) T e ik 2k BRI AL 23 33 PIBKIAKT 5 Sl B% (1 S o v A, R dE i 1)k A2k g [21]. mTOR H A& 14k
(MTORC1 #1 mTORC2){EN PIBK/IAKT {5 5B I NIFN &%, RGBS MM E FRE S HEKESTW
YER . mTORCL X} T-4f i A K AR EE & 12 L= E R, T mTORC2 W 2241 57 AKT W58 8 H0E . B
TR, EZMHAEH, mTORCL B BEHUE 5 MR 41 He )36 58 I A2 Wpi v % UIAH O [22] o BhAb,
FOXO #3[H¥, W FOXO1l. FOXO03 %, /& PI3K/AKt 15 5B #g i BB %5 1. AKT B ik
FOXO, ] FCAEAH M AZ o (1% s e, DT 081 48 e SR e ] DAL 1 A 9 T R (R 308, (R g Al PV
PRI, PIBK/AKL 155 1 % HH (11X S OGR4 2, ANOM AN i) A= 3 Th e A B ZE 5, HONIRE YR YT
FRME TIBAEMRE Ri[23] . S IR FT PIBKIAKT A5 5 18 B A4 % 0 ML LA S OB R 4247 i, H e
MR 988 P ¥R 97 B2 L 1) SR B A 7 )

3.2. PISK/AKT i & 7£ 2 VR & 4018 A M7 & th RO Th &g

EBV 1E—Fh5 2 Ml s S AR G B ioRg i 28, FOUB AR BE o0 1 £ 40 S S pg r i, o
HAE PIBK/AKT {5 5 0B 1305, 75 NPC 28 EBV HHOCHR & AE R JB rh R 55 CBE R . W IRINED
1 LMP1. LMP2A Fil EBNAL 25, ik Z FHLH (2 PISKIAKT {55 103805, AT (2 125 I 440 i F 384 4
TN I8 B e 6 [9]. WFFE R BN, PISK/AKT I M (1)380S vl il i 2 A LS 5 0 T (A K R Fgh
HOPRF) AR RS2 8. EGFR WUE )G, PIBK ¥, #M—2 S8 AKT BUBEER L, AT (2 14 20 i 5 3
BERE AN 20 T2 [24] . WHIUR I, SRR AN Y] p53-R280T FRAZAN REM 2 2 12 = 4H M 114 14 5 R
71, EREIEI S PISKIAKT 15 5l BE R MY s 2 MO A AA TG 2, ik — DRS¢ 17 1200 I 7 S MR o 4 L o )
BLPE[25]. FEMRITA ST, PISKIAKT Gl B (130 14 5 40 B X P25 W) I HK L BE T A OG . JEEeqb & i
Biyan Jiedu Capsules f&fi%iEE R PISK Fl AKT [FIREER ALK T, 0] S A e 200 P 1 389 5 375 5 LR T
[26]. Luteolin 5 H AL AWEE G FHIN, e ts 35 14 5 HOGr S e 40 M (0 3k VR T, XM F I HL i)
5 PIBK/AKT 15 S8 B 0 HI A 55[27]. BT S, PISKIAKT 8 5 40 AN BE 0% 1 5 40 i 5 4 T 7 254
(LG P BB, 3 e o 175 5 4 M S £ 9 AP0 (I a3 U T R 0 ) ek g ) A K [28] 0 PIBKVAKT I % 7E 5
MR 62 1 J 0 4R 22 PN RS B R HE T R BE A . IX — B BRI BS S AR TR FUR 22 RE 13 UIAH G, AT
R, AKT (BRI KT 5 Mog 40 i 12 22 58 /1 2 1EAH ¢ . DPCPX JE I #If] PISK/AKT {5 5@ %, o3
g 7 S AR AR T, (RIS R0 T 4E R AT RS AR 28 R J1[29]. PRk, PIBK/AKT 15 5 il B AMYAE
11 B 1 5 R A7 S R R BRI AR L, R AE R (1R 2R N RS R R AR B RS TR . 45 LATIR,
PIBK/AKT {5 5 i B 75 S e 40 M (R BG T8 . A7 05 SR 22 b, &l B A% 4 7 Lk AH ELAE F I,
RN B 3K — 308 S 1) JELAACATL 1) 468 g 5 PO g 1) 388 1) Y o i (L 11 R B D SIS

3.3. PIBK/AKT B iR ERERIIEAE X

PISK/AKT 15538 B 1E 22 B vh 9y 35 BB A €0, L5 5 WG 5 R 03 8« U AN R 24 1 25
PIAHDG . 7E SRS, PISKIAKT I8 B 1) 578 Wois 5 B UG A RAFE R 3 K. PISKIAKT {5518 i
(I T AR 4 4 84 5 AP T, DT (RS e e 20 B ) AR AF R . R — T AT, R S M 4
2k PIBK Fll AKT fRIA/KF 3% s T 1R 41, X 5 g (112 28 VR FE RS PE AR DG [30] . A, PIBKIAKT
I % P S O R S AT R 2 M S DA % . E SR AN R, PISKIAKT {5538 4 3ok s T L S 80U
Jea A LT AT 25 R ANEBURR, SR TTT SR YA 9T SR [31] . AE XTI 25 HEN LI I BF T R I, PISKIAKT IS 1)
RO RE S ISR NI I AETE 5 5, RIS S RO T B, T S BUAIT R [32]. K, PISK/AKT
O % P S5 RO A A o TR e ) 24 1 () B LA 2 —, X — R IUNIG PR YA ST SRS 1) SO T 8 0 7 1)
YT PIBK/IAKT S 7E SR o OB AE T, AR IR T RE S AR 8 T2 060k, HAl, £Hihixis
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AL 25 IEAERT T, IO S RIFHIRT S . BFICR I, PISK 057 G % A 0% b Ak 2 M 8 40 i (1
BEBERE ), BESERGHLIT 20RO SR RUR[33]. FENGIRATHE TS, i W AZD9291 S
2 2 o AN PIBKIAKT {5 Sl IRE T, o 7 Mg 3697 RSI[34]. W= T /N T4k
440 Fangchinoline 3% /), XV A 95 #0H] PISK/AKT i #% > BH 1k i 20 Ffd i 384 58 A% A% [35]
FEIXBERIF 50 LR |, RRTTRETF R T 28 PIBKIAKT @ ER 19254, LA X S & [ 24 1t 1 5
RVE . 2, PISKIAKT I8 H I ¥ [ 67 2 4 1 S PR T 0 I B 7 1), ARG S0kt — PR R I
Zesll )7 ORI R R SR G | ooy

4. PRKDC @53 #5E PISK/IAKT (5S@E8EI9 FHlH
4.1. PRKDC 5 PI3K/AKT BERNHEEER

PRKDC {5 DNA 518 5 iz Obg, AMUAESERRRE AR e b R E R BER, ORI Z 1T
FuHE 7 HAE R 40 A5 5 A% S L TR OB Th g, JCHZTE PIBKIAKT 15 518 B 4% h R IR H
PIBK/AKT i & MG 5  A73 AU R B TR i, JHC e WO 5 25 A e 1) R 86 DDA G o A2 BT
Jig, PRKDC i 2 AL FE I PISK AL T2 T HIBERRAIRAS , M (2 12 Jir e 4 F) A8 e A A R
JHT-ft /1. PRKDC REWZM I B #ak M1 PISK TG ME, F2mi PISK (AL E AL B ER (KT, JH3)
T AKT MB0E 2. BRACR, 76 T M Sk R4 B i, 3R RNA Cire-PRKDC i i i 4%
miR-653-5p 5 RELN 4, {2 PIBK/AKT/mTOR 15 ‘50 B (1305, 14 s i i) s 5 e 4] B g 5 04
1=, KW PRKDC fEIT PIBK/AKT B4 70 FHL| B RAT SRR [12] . A B 70 DL L i 2y,
{H 87~ ff) PRKDC J8id RNA M4 ik PISKIAKT 15546 5 L], i s 2L (5 5 4% 52
M7 B AERL . BB, PRKDC MBS 1 A B R E AKT RERRAG, JUHRAEH Serd73 fif
MBI AL, BE5R AKT & TE, MRS 546 SRR a0, EsHE Ko7, SEHH mTORC1/2
H1 DNA-PK (PRKDC % ity i) vJ . 2 [ AIC AKT (BB /KF,  #H] PIBK/AKT/mTOR i #% 1 57 5 W0
SR IT I BURE, oK PRKDC T 1) AKT B0 72 Mg i 24 (1) 73 1 J At 2 —[36] o 1ML HE 7 S W s
o PRKDC f#i& 1 B, vl eidd (et AKT BERR A0S, v A i A 715 5, HESN MRt . it
&b, PRKDC AN PISK A1 AKT (351, B mTOR B IIHE ST, 55 5RO,
CircRNA A7 HE H, circ-PRKDC GE% 175 PISK/AKT/MTOR %1, 50 fifdg 40 i S 5 AN 1, 21
PRKDC £ £ ME*5 15 s KIE T RE[37]. HAR %M 7T 2 )2 circRNA 5 mTOR f$a, HIa#:
7 PRKDC 1EAME 5 AT 7, it PIBK/IAKT {21 i mTOR J&4L 1 FHLl . 5% F, PRKDC it B
Fefe At AKT BB RR A0 Bl I PR RNA S5 4% 50 1 (B BT PIBK &1, 3858 PIBK/AKT {5 5l % (1)
fE 3%, (kR 40 H B 3G S AR BT T X eI PR SRR 1 2 TR B R T R E A, BN
TEERIEITEE S . ARSkEEXT PRKDC 4% PISK/AKT SBEK AT FT, B BT 48 7 S 1 A& HLk] & T
REIEE AR T SRE [12] [36] [37].

4.2. PRKDC 5 PI3K/AKT @&k EMotats

TE BRI 1) 2 F LRI 7, RN sh IR AR I8 1F PRKDC 5 PISK/IAKT {5 5 1@ Bt AH EAEH & Th
REMIRBESRIS 2 — . PR A ShAARE 2 3 R A e e P /N R B AR S MR A i, A4 MRS AR A 2 . X 2
BN REE A HO T (1 AR KRR I R, SERETEAR N IR ER h 3 A5 W48 PRKDC Xt PIBK/AKT 15538 #%
P RR . EAES RS N B PRKDC R BCEE PR, B F0 3 RS VP Al X e A4

R R AT MR o R, R e 20 S0 2 G R U g 2 23 PISKVAKT JlEE A SC B AR IA
ANEARES » 51 WL EE A BEOUL R4 [38]-[40] - £5 L, AR WAL R, 4 7R PRKDC Ui PIBK/AKT
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155 10 % 1 S MR A e e R AR F ML B At 1 IR S () SR I0 B Ak
5. ¥015) PRKDC X PI3K/AKT EEBETHE
5.1. PRKDC #P#I5pff & it R B AEAHHI

4 T iR A 2 R N 9L, PRKDC A —Fi DG 1Y) DNA 1B G, 8ok s2 2 FA . BF LR BH,
PRKDC £ Z Fiii R I T BE Rk, I B ILAMHIF 2R H R AP 8k . AZD7648 {4 —Fiks
5¥: PRKDC #IHI55), 75 2 P et 2 o R 0 2 38 AU RV 1, G E /N BT P RS ARLAS R R N 2K i
R E RN R FEIER[41]. fEMRSMSELGH, PRKDC #5407 25900 £ 2 b 2B A T H
I, B8 I 25 448 5 e 4 1) SRR, Uk R A e [42] o BR AR, NUT7026 124 5 —Fft PRKDC FII1I751) s
WA R IR A R AT 29T B S0 20 M (Y U, X — R @ H ] DNA #ifnie 2k
SKHLII[42]. WFFLE K, PRKDC il 7E A 7R Py A AL o 35 F L HE R A (R R R, $om HLAE
FEREIRTT TS TERN . PRKDC AMYALE DNA i E ik EIEH, &5 2FE 57 SE M IR,
H A PISKIAKT {5 588 . W7 R, PRKDC i B 254 5 i i i b PISK/AKT 38 B (1 30m 2 )
FHG, 1 — 100 % 7E 4 P 58 A7 35 S AT T 2 ot 5 DG A F a4 PRKDC, 7T DL 35 BE K PISK/AKT
O R PRV B A ) e A0 B ) AR AR . 7R/ BB, 4] PRKDC B2 380 AKT BRERR ALK
SEREAIG, REIXT PIBKIAKT A5 Sl B A E A, X — ML AT Be A BT 3 5 8 40 B s A o7 10 ok
[41]. Btk PRKDC (#ifilid 5 M oA S5 iR 15 A G, BIF 9T K I PRKDC SRABREATE IR A g Hh &
P HY B S ) CD8* T 4HMUAI AR A A EI R IE, X /R 3E PRKDC AMYAE R i P9 K 35AE T, BT B
3R 3ok 5 R S 2 TR 45 3k T 7 e () 2R K RN EE RS [3] 0 45 L FTIR, PRKDC (M AN At % L B2 5 i b oig
ST P I BRI AT 3, IR RE R I I T PISKIAKT A58 6 DA S M S PR 55 () S AR A, AT R 4 3L e g
FIHIRCR, X PRKDC 1E AR va o7 #E s S At 7 37 i) B

5.2. PI3BK/AKT B #E YA ERE PR A

PIBK/AKT 15 518 B £ S MR K R AR AR R iy it 7 B2 A €0, V22 Wi 90 30 W 38 ) i B 1) 24 ) £
I RN Hh 1075 730 B FE 7R, sapanisertib 1y — it TORCL/2 #0551, T8k IE B 7E 5 R I A1 F B g
AN NPC 20 R M E AT A%, HX IR Sl b B M 5 B e 3 [43] o o5 — R F i, AZD9291
0] EGFR/PISK/AKT/MTOR @i, #iil 7 NPC 4UApI3G AL R Re /1, WonHILAE NPC JR97
(0 S AT 5 [9] o e PR 1, PISK #7704 [RIRE g 7 1 R )97 2. miR-203a-3p 7E NPC 4t 1 1)
FIL T, 5 VEGF-C [ LA, #t— D@ ¥us PISKIAKT 15 5l I (e it 1 40 fusth s A5 f5 [44] . &
XF PIBKIAKT 15 510 2% 1) 22 M 24 W 20 & St AE I RIS b s 8 77, 4l 48 F Shikonin 1 PIBK 41
1170 A SR B R AR [45] 0 BIF SRS SR 20, BEIA) PIBK/AKT I IR ) 50 24 BG4 16 J7 SFEmg 78 B s b FLAT
I IR FH AT S, AT REA B W R BB AR TS o 7E SR VR TT 20 2 PR — AN B I R PR,
JEHRAEAE FH PIBKIAKT SE e 2570}, A FE T, Jed 40 i v] BE a2 Rl i) & e ok PIBK 11 71) F1) s
ZVE. S100A2 7E NPC 4tiffir ik B, {2k 14 i AT 251, HALHIPE & PIBKIAKT 15 518
PP 0E[46]. 734k, c-Jun 7E NPC 40 i rh i) i 308 5 07 T 52 A O, 1l 4% PIBK/AKT 15 5l % 52
W) b T2 240 L PR T BBURE A [47 ] FERIE RS BT 1T, PR XS PIBKIAKT T8 % 14 3 0] 24 P38 5 B A ALl
(i 321, BRI RE 23— LSEIERT, dn e AU R o Bk AR S [48] o DRI, G 38 ) A5 5 M AN
RIE R SR MG RAS IO, Wi, 4568 BB IR 3CRE BOE MR B, v DA ROk B R
PISK/AKT il i va 7 BRI B E o [RIB, 3@ i ZG WL RN T, TF R8T B IR 445 16 T SRS A A
v IR 25 R AR . 42 L RTIR, PISKIAKT 8 ¥ [ 254 16 S MR e v 0 S FE B T B 2 B0 I R i
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B, (A AR 2 R A B, DR AT AR S B AR R
6. &g

Zi L&, PRKDC {2y DNA #ifh B R E R T, 128 & Fe AR o 28 A R v g SR B

PRKDC j# i i PISK/AKT {55, (et Mo iisfss, fMmc:, Jesm vy rfm 2t X
— RIS e IR IT R AR TR ) B AR A, B PRKDC A PISK/AKT JEEEIZ5Y I T R AFIH
PUMIRE T, RERRIEBEEIRIT RIS, BRI E PR TIRIT AR, PR 2 KUK . ARSR A 7T 2 SR AR
THRNfEHT PRKDC 5 PIBK/AKT S EE K7 HL, DA R FAE MR &R AR AR JE i) BARPE R . [E)I
PRALEE [ 250 IR L, K 2 HESN) SR S HE VR T B 207 1), XAV R ZEIE R T S0, R IE
PRAFE TR SAIE . I 2 FRHA1E, AR IRRAT R, BATHE BEAR AN R SIS
RIVER S E i e A SRV NIk
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