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ABSTRACT: Diacylglycerol kinases (DGKSs) plays an important role in signal transduction by regulating the balance of two lipid
signals which are iglycerides and phosphatidic acids. Mammalian DGKs, as a protein family, are conposed of ten subtypes, and are
divided into five types based on the structural characteristics of each subtypes. These subtypes can clearly indicate their different
functions and regulatory mechanisms through various regulatory domains known. At present, a large number of studies have shown that
DGKSs play a role in the proliferation, apoptosis and metastasis of tumor cells by regulating the body's immune function and regulating a
variety of tumor-related signaling pathways. This article reviews the relationships and mechanisms between DGKs and tumor. We hope
this reviews can provide new ideas and methods for tumor treatment.

Key words: Diacylglycerol kinase family; Tumor; Immune

Chinese Library Classification(CLC): R730.231 Document code: A

Article ID: 1673-6273(2019)03-596-05

= T EHImEES (DGKs )@ TR B R %, a5 Mk, B4
= WerE T 10 Fi DGK 7] TR o, By, 5,8, L,m,0, 0l ) FiAT

T H i R i ( Diacylglycerol Kinase , DGKs ) 1 i1 #
B Ak — Wt il ( Diacylglycerol , DAG ) 7= A i JIE i ( Phosphatidia,
PA)Y 5% & B DAG 278 P13 Cs,Unc-13, #4171 Ras
L WA TR BRI B R P, PA MRS P 25 5 8,
IR BEILEE -4- BEER 5- WM, Ras GTP BG4, Raf-1
fiff , A BRI B (3G C Ak & AR AW, L, S AT R AR A 4
WG PERE BT DAG il PA Z ] (-7 , DGKs A A2 5 4 Jfd Ay 34
B AT . AR SCRIEAE R A 5¢ DGKs 7E b 2 i Hh 094
SRR 5 E A oS R EA T s T, O DGKs 5 i 2
(] (145G R AR BE PR AR T

1 DGKs K5 I 4HE

*HEBIH BRIGAE HBE 2 E MR RMIEE G T H (JCMS041)

LY DGK HA P ILR S RFAE AL 25 Rk 2 /0
Wi C1 AT RESS 30 AR DGK —Z5 81 R [ 3 47
FEFW L R AT AW T8 DGK (o, B F1 y)E A EF-hand
SEAI TR DGK (8,7 Fl k) HAT PH ORI SAM Z544 35 1T 7Y
DGK (&) A V815 57 IV B DGK (L Fl ) BA R ERFS).C
A — AN H H K FE S PDZ 454 B ;DGKe iy Vi
DGK, HA =4~ C1 45#3f1 1 A~ F CRD X2 )5 , #EALIX
R PH £ 502, Horh DGKa 3 B 77 16 T e i i
LA i e v s DGR WU A7 T Mg e fig S B i UL o 5
DGKS 7E45F2H b By mT RS 10 DGKB,y, e, L, A1 6 M 3=
BAEM G TThRIEM,

2 DGK-o 5REHIR 2 RAER VLB

YEZ TRy AR (1992-) , 221 FFE AR, R EERFFT 5 Ta) < LS F I RANSERE A ST , B 1 - 18391078632, E-mail: 610695671@qq.com
A TRIRVER 27, W, EAEEN, RST8] 0 A I RN ST L LG : 13335425300, E-mail: sxefyy.lh@163.com

(ks HitH:2018-03-27 4352 H 1:2018-04-23)

PDF SCH# 4] "pdfFactory Pro™ X RAG)E ww. Fineprint.cn



http://www.fineprint.cn

REYES#E wwwbiomed.cnjournalscom Progress in Modern Biomedicine Vol19 NO.3 FEB.2019 « 597 -

DGK-o 7 RE R G PACE AR, X EBIEH e i T I
AR, NK 4ifafin CD8 * T 4l A9 Tk sZ DGK-o 11 AR
JisEE 1) A S S R G T BE R B UIAHSGE, 1 DGK-o 7T 3
VAT G Dy REA VR g (3 A R 71, R DGK-o RT3 5
W FE Sre KO Bk W M W ME JGPR30 1 ® ik LI K
RCP-a581-EGFR 2 & AT 5L A5 IR AH S A 15 5538 i (e ik &2
ol g 2 O P 165 (R 2B AR AR
2.1 DGK-a SRERGHXRBIERNFHE

1€ DGK-a [ 323% 5 A M= 1E CD8 T 4iififl( CD8-TIL)
IHHERRG 2 (] 5 R OFFE P 2 B0, SRR IE CD8 T 40 i
(CD8-NIL)#f L, CDS-TIL F=Z R 4 MHHEHZERM, (1)
X CD3 il F IR R4, HFE A+, 4 CD8-TILs #1,CD3
IR LCK (b LA A S 2 1 A BRI ) Y 50540 2%
RS2, (2)DAG 2:5 ERK {5 S5l B I1HEE LA XMTOC 1y
WA, a3 TR 40 M % 22 It A G 564, 0 CDS-TIL
DGK (15235 F 30T ERK AR 102 10 , {57 200 e Frt v fige Mt
B T VR 32 B 220, (3)DGK-o 7] 38 33 ERK1/2 38 1% 1
mTOR %5245 51 AKT,DAG # DGK e b5 Hiih AKT
EE AT RERES , AR AR O p27kip FIAHE M, 5
SRR B f5Hs LA B TFN-g (193725532 BH o 1 TFN-g J& 25 SE i
2T 4 i T P AR

WF5¢ % B DGK-o B] 52 T 40 M ifit 32 5 0 5 0, g B 7
F Ca* i S (A S A8 AL F Lek R B R 1k i DGK-o YA
A EE A9 B4 3% I BT ERK 38 %, [R5 89 TCR {5 5 R T
PI3K A1 1) AKT 33 , #403% T FoxO i@ #% , i DGK-a 3L A
[SE-Suys

5 NK-NIL 4§t , NK-TILs 40 fifd o #4653 31 DGK-o 1) 15
ik, I I ERK {5558 B0 50 8 s 2 8 h i
SO L e VR FH 2458, o5 ek 200 0 I T NKC 4T A, ELA
DGK 1] LIPS il fJBAmURL, (HAS 23 3 NK 40Af A
JRATURE AR
2.2 DGK-a S5iMEEX M1 S B X R RIEAEITE

JFaniEA: K (HGF ) S5 T - i1 14 PIJ8 I & i ad R,
2 DGK il 51 R59949( EZ 4| DGK-o) 42k ¥ HGF 5%
B 10 PG PR A LS , HGF 55 4t i 4 /8 85 , 1 HGF 52
K% fL i) RAS / MAPK Fl PI3K / AKT % Mg 42 JL°F KR %
R59949 Fifil 77 A 2R, 1B DGK A4 il 71 3222 25 o HoAtb i
B X HGF 755 1915 0k 74 PR 9 40 M A2 /F FH L HGF 2 /R Kb sl {5
S FRESIANZ R59949 LB 52N, K W] DGK J& HGF {55
14 IERL I PR 2

TEFL I RIS e 2 o % 3 DGK-a By 3K, X Al fiE
EjHIE Sre 45 KM, Sre K SFK) B 1% M5 Z2 R R 40
MUAYTFIG JEAE R 78 AL A S I AR 0™, AR R 4 i Je A s
PRI TUS A R EZHEAR, SR B Sre (1 RE SR I 7R
I R S A8 B TR YT 7 8 BT, LI RS SR AN BUAR P, 4317 L I
:DGK-a FYER FERI0E T Sre 5 sre A9 SH3 .SH2 XAHEAEH,
T Sre MHIFIVE R, T DTEREM T DGK-o AT i M
Srefe 5, RN RGNS FR BSR40 M LA B A P g 14 A K 48

AR B DGK-a 41 17-B- M — P15 5 1Y Hec-1A
T8 P S AR ARG FEFNIZ B, (o AR R B 1 37 R59949

M DGK-o 303, & Hec-1A 20T i1 £ K 3 B e A i A4
il 20 2718 . GPR30( G & FIREL 244 30) 76T 5 B A
ABT% B2 P4 Mg 58 /e, T 98 GPR30 J5 fff MAPK
/ c-fos i F23Z 451, T2 B2 15 T 10 A 2B K 2240, 76 GPR30
TR R & B2 5 51 DGK-o B0 i 224, I H
GPR30 e 7z G1 v ek DGK-o 36 1, SUCE E2 53
R FLIE AN, G B IR 3R 52 4 (GPER ) = 35,
BT RN R DGK - [ 5 2 3509

WFFE KB P53 28 A8 5 avB3 T4 A S 988 R 3 R P T LA
K3 DGK-a M3k, XZH N P53 RAE T #H avB3 i
H A p63 2 ffH RCP-a5B1-EGFR & G I AL, b )5 &
BBk 2 R 2 DGK-a (2 5H b RCP (Rab- B
F) HARTR o5p1 1A BN IR S2E i3 A0 PR L i
Ik DGK-o BH 1E RCP {8132 A 5 i A0 L B 7,

FEWFSE miR-297 XF i 5 B 40 98 (GBM) (1 915 4
& HE DGK-a AT LATF ¥ miR-297 A3, T miR-297 AT L4
1% P9 I8 )T BRIVAR 1 IR 1942 28, 0 DGK - RTAE SRR YT
GBM MyHE R, X AT REZ P & DGK-a 3'UTR Rl # 4 — Lk
AT BB B 5 AR SR, T SR SRR IR ) i 2 ke DG SR RO,

W58 &3 DGK-o 76 JUFP A BB R R A0 R rheak, MitE
etk BRAME P RFE . B (WT)DGK-a ZEAR AR [ 5 3%
KT NS 6 F R AN AR A R TR, B 6 2R A i
AT EBR T MR IRIEHE T (TNF)-o fi15 TNF 524K (TN-
FR)-1 {55 HHE A, 1Mok § TNFR-1 ({55 A5 TNF-a
gh AR AN IR T, I EL AT S NF-«B 3l B mi i A0 T,
BCTE—A~ SR T TNFR-1 B SR AE AR A T 15 S i R hi M T
{555 FELEL T TNF-o 1 NF-kB (35, 76 A B 2
DGK-o fid 35 , #5587 HE T N1 NF-«B #7538
HER F(TNF-) B 2R3R 3240, MR HE T g 4 i i) 2 4 B,

3 DGK-¢ 5hhEr)R & RAEAYLHIRFR

5 DGK-a #l, DGK-L 7Ef Ik itk R, 5 DGK-L 7
Gy DHRE R IR 1Y 75 T TR RS 25 T B P, e AL R
JE R AR U7 4y nl Il DGK-¢ MYk, Xl -5 H
NF-«B 5 538 ## A7 K5,

3.1 DGK-{ 5EREZEFEHHXRRIERANHTR

PRI /N2 BT R Bt i, DGK-C B kK i i
1358 TCR 5 515 SOk i3 CD8'T 4 S b ™, fE S AAL A
il DGK-{ #YFIAA 2 LI BT AT MR ACR , I 4F K CAR
JEILE T N T2 PRI I 20 3 i 8 25 93597, CAR 7
%45 DGK-L A ARSS & AT e 2 S i T AR A e 1) S 1o B
71,0158 K Bl DGK-L HYBRR I CAR BYINRE , X &8 CAR
RIFH 2 T 42 A (TCR)E 5465, i DGK-{ fE} TCR {5
IO EN T, HBIRHEGR CAR 5 518 AL T
ML RE™,

WFE A W3 5 NK 20 i 9 D) BE T BB V677 b A9 2807
5, B P D NK A i BE A2 12 R0 i 6 J] BRI , i 410 1) ke
4 A R JRER9, T NKAF 59795 & A2 7 PLCg i ALY 1T i, NK
20 A AT AR FCAF SRR B B O, BT R EL T NK 4
i AR S B, i $7 45 PLCg Sz ¥ 1 5 15 T (9l NK. 21

PDF SCH# 4] "pdfFactory Pro™ X RAG)E www. Fineprint.cn


http://www.fineprint.cn

+ 598 - IREYES#E wwwbiomed.cnjournals.com

Progress in Modern Biomedicine Vol19 NO.3 FEB.2019

JLA 8 BRI TTVE W, B RREN NK 40 AR08 shik, dn
k% DGK-¢ FE 5 , NK 34 %H 4 P MHC T 2 A= - BR il 4 5
FE A A A0 AR R LONK 40 A D RE XS . R EE NK 41
P-ERK [k B B30, il DGK-¢ fu i NK 40 i) 2 fig
5 ERK {5 5 B VMR, DGK-{ it %3k i F T 40
i & Y ERK S A CD69 545% , T3 T AT AEZ 4, i
F DGK-{ 7] FERFFE %] DAG 41 5 11) RasGRP1 324 1 PKCa 1)
P ,PKCo J2 ERK {5544 T 10 L0154, P T [m) I 4%
ERK {5518 #1, DGK{-PKCo Hlim] 817 CD62L W3 JEAR i
PRSI, T CD62L HA i B 15 B AL g £ -,

3.2 DGK-{ 5B XI5 SEE Z BMX R RIERNHIFTE

TE TNF-o (33T , DGK- s 14 200 i — 5 T B 02
T IKB §IBERR LA P65 W HEAYBEBR ML , S 3 IKK #4057
— IR HET P65 WIS CBP B &AL, HY5R T NF-KB
1) 52 20T, 3 2 PR SR NF-KBp65 1 A7 s 31 1 Bl 7 p53
SR CBP / p300 B0 28 1 19 56 W) i £ i 49, i p53
T AR P T PR T, NF-kB X 200 e o 3 1 200 L 56 7 ) =L
i SRZLAHEHTAE Y, BT 455 B : DGK-{ e [ p53 &
FBUK, HIRIRH] ps3 Sogiitk, it DGK-{ #JAE#E T
P65 7.3t 5 CBP &2 & 1R HIE A,

TE T R 5 DGK-{ &R e R sT ih & B0, Uik
DGK-¢ 585 , Wil BOR 4N i UST JE oL 7650 B wisb , 1 H.
LE7% TP AN AR H AR B, DGK-¢ 78 13 SRS,
TS SR 2P ik, @A 4 DGK-¢ A pH =R
W e T s 4 H ik 5 PKC BRIR AUIE MG o i PKC
S5 T2 A B R AR A i ARG A R T, B
9 2 MO B 04 4 T, (HJ&: DGK-{ . PKC TP =2 [8] (4 0C 2 M
YEFIAL E AT i — 2 e,

4 Hip2RE) DGK 5 aY % R RAERHLHEBFR

H A2 ) DGK AL nh il M, Hrh DGKy,
DGK-v .DGK-0 .\ DGK-v 1] 18 5z J 42 [ AH 56 5L R i) B 364k Bl
JERYTE A ERK W58 fb A5 2 R, DI 2 98 400 S g 14 7 LR T
1228 TR PR B EEAE A,

4.1 Hf2AE DGK 5MyEHEXMESEBZ BNXRRE
FANEIETE

F £ T DGK -y e 278 T DGK-y 2 AT 45 & 1 i 40 g
(CROMTEHR 278, X T BE & DGKy 14 Racl A3k, AT
Wi TSR AT, FikR AR DGK-y(DGKy-KD)
AU DGKy(DGKy-WT) B4l 43 A8 ™), wFse 3k
] DGKy-KD % DGKv-WT B B 40 a5 , DGKG 1E K %
fith DGK~y 113 P 724 U 14 T8 1) CRC 4l 2 rp 35y 2 R 3
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