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Advances in the structure and physiological function of
protein Kinase CK2
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Abstract: Protein kinase CK2 is a common, evolutionarily conserved and ubiquitous protein kinase. In recent years,
increasing evidences have shown that CK2 has a variety of phosphorylated protein substrates, which play important roles in
growth, development and various diseases. Therefore, CK2 may participate in these physiological processes by regulating the
phosphorylation of these substrates. This article briefly reviewed the structural characteristics of protein kinase CK2 and its
physiological functions in growth, development, immunity, formation of tumor and other diseases, in order to provide
knowledge basis for further research on the regulatory mechanism of CK2 and potential applications of its inhibitors.
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FE SRR RS A e A R R S R
AR b RIS AR B B T LA
il A 43 A5 B A AR LA P 20 i X i 0 8h S I
B, UNGR eSB! fAAm M AR Al S R A A L
] A5 B 45, BT TRE U R (AR TEE . PR
FLSOA LA AR 1 A A — BRI LT
UN7E Kinetoplastid 774 HUr, PTM J& 40 i 5 1Y
KEEVRT A, WA EE A S AR R E A BAE
MRFEEHLR . BATE R 450 LR E
FREM TR, mEwmi . 2k, ZEk
FMESAL %, Hop B ik R o w0 . R AF5E
WIEARE ARG Z —, FEEEEREAN
Ser. Thr fl Tyr 5%%& [

FEANZ2 AN [R) 1) 20 LB 1 AL 2 L TR L v, 2R
F1i% M 2 (Casein kinase 2, CK2) HIRK—FB4r,
FAZAN R AT AR A p, AR R
A AR AR AR | R IR L PR X R 4 i
WA Fik, CK2 n] AR ZFE AR # L,
QPR P 35 DR 2 G ) B 11 B 30 % LA 2 i
IR AL BB A B ). CR2 — L
MR vk 2 LR T T /Y Ser/Thr %% 5L, W] LLBERR 1L
300 ZRME A, BiEEZK. EOM. R
By . 55T 5 RNA FIEE (A B 6 B & 1
S, BT LAE L R T 8 A A AR L B
TP B B R A SR A T IR S N
T AR A AN 2, CK2 AN BE {80 2R 1 i 1R
fb, H A ST IRk, n CK2p W HAE N
RIURAY N I 41 % )5k B SRk, Xl 6E
W AR, CK2a Fl CK2B Y C AR U451 s
Wk p34 cde2 LAANMFRIIRAE )y i m ik,
CK2 7E#EAb b0, FLARSF P41 A (Ser/Thr)-
(Asp/Glu)-X-(Asp/Glu), CK2 #IA Ky J&: WU H H 5
VRSN , ALAT LL3ESZ ATP 4 B HR (A F A ok
T, AT DL HAD RS A — 8% , 0 GTP 5§ ITP
VENSLIRY), S/ BORE R I A F 6 3 1 S il i 16
KB Z —; EFRRESAMFT, CK2 b g
A A TR B IR AL BT B LTS . CK2 XRZ
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BURY) BAT ARG, fEdn g s A . 4
JEIS L A A LA R ok BB F) IO 380 25 ol e R
EEIAES . Bk, CK2 R—Fh 2R 5
TAREARREE . AR E A, HAA
T RYRY) . FLRYIE E A d A

1 CK2 Wy T AA Bk G M AL

1.1 MEBRHE CK2

CK2 J&Z U SR A — DU Rk, RARAT
TR AR ML (o B o) RIS
W B) AMMRREAY, A 3 Fk g
02p2,0°2B2, aa’P2, 4> FEHZN 130 kDa, JEHER
o MEATE AL o 157 R AE 37-44 kDa Z [,
‘B SIS A0 AR AR R T 2
(Cyclin-dependent kinases, CDK2) H % 33%1[A]
—WE, o WIEH I EEE i, CK2a (CSNK2A1)
Hl CK20’ (CSNK242), TE/NRALH, CK2a 3
KKFERET CK2e’, TN E TR CK2a PhIEH
(CK2aP) 1T LLTENHZL S 4 i Hh g vis , JF L
PR S P, CR2 AL I IR 77 7E 4
3FIEED o7, HAE M AW, (HY o WM
RIEBRT I 2. BT 353 MR IE R
AR, HUR o RS 127 2360 R IR TR
o' W RNER ., EREZBIEHLT, » TNl
24-26 kDa Y B WLHESEFTTAEN, — Sk iy
(Kl CSNK2B Ztth il 5 5. CK2B, HHTy CK2
TR 4 S A R S S 5R CR2 DU SRR AR Y
WAL AR M o AT I8 R B TR B A T A
L BRI, MAELE o I,

CK2 &AL sham . e, B0 o
B EAA S AN [R] A 2 SR AR A Al L 7, 7
XFBEE A T R B, SZ2K5)5 1 h (1 hpf) CK2a
B R IB K8 T 24 hpf (YR IE7KE T CK2B
HHE M FE KK 1-24 hpf WA 2512 CK2a
AL ATP 254 X, CK2B M N A H
BERR AL 5 ; CK2a HULASS A, BT CK2B
B C 5o Mg & —ar AL B CK2a, JF
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VVEERE 2540 R it . BB T oAt R Ak, Y
SRFH L. BR T A BRE 2. /3 CK2
VUK IE L2 A1, BV 3t g i 4 Tl RS 9 A1
HAEF; B WEEE L 5 LR PN 2 A B
IMEA M7 T CK2 LI SE A T RE, B T 82 E
P DL R o MR RSy ) B AR AL TR . R A LT
B oo AGJEAIEYER), HiEF A CK2B WY
ST o SV 14 RO il IS D R . CK2B
P 5 S — A X AR g B TR R T S R, 5T
R S A N I V2 i e o B R e SR T
PE, WA O ETE OE B, R TE EEX EE
AR RN, A TR AR N A BEFEIR I 4
fifg v A3 5 ok o DUZR IR A E A CK2 (i
—JERX, BT RARE RS A E AL S, R
VAT L AR ARSI BEER AT LU A BRA N ST A AE T A
Mg m s, I HARRT sephor REER, 2B
ST hRE, S 5F MRS, e REfT
FE PR RE SR BIIR sl BRSSPl . B WA
FE PR, (55 At B e 0 8
o Z I EEYE . A, CK2 AN AR B35 B
)8 M B K, flaniidl CK2a AT LAFEAR
CK2B My ik, RZIRRMT,

1.2 AEEBHE CK2

CK2 JEAEH PASF Y, NJE CK2 5 HAth i 7L
YR CK2 ZHIR/N, A —FhiE WA B, Al
PR EAL RS o F1 o, MTTTIE AL a2B2. o’2B2.
oo’ B2 A, He = gEgEydn e 1 TR K CK2p
A 215 MEIEMRFR I ; CK2a FIl CK200 439 /1 391
1350 2 FERRFR LA, BR C Rumsdh, FAIIL
SEARTE], B A—RERI, CK2 WA 450 2 5
FEARSF Y . 248 A CK2 KR 1454 5 28 2 3k
A B B 45 37 1 A W A G 5 A R AT Y, R R
CK2a I CK2o’JEK ) 3 AP & FABOL T AH W Y
g, CK2p HEHEMEEHd Za, RUMEILT
By DR R IV By R PR AR RS U T — 4 S 3
B, I BRSO B NOZ&A 3 4
W& F. AR cK2 5HAWMFLhH CK2 2

B: 010-64807509

1 A% CK2 By =g
Fig. 1 The three-dimensional structure of the whole
enzyme CK2 in Homo sapiens'*.

SR /IS, IO AR A W 1 S 6 25 SR A A
oL TN H T
1.3 HEYERHE CK2

S AR, HY) CK2 — it 23 H 4
i, BRI CK2 19 o F1 B WIS 51 1 4 FloATR]
PRE R Gt , BT TR YL R b A niEl 2. pufh
B W HKLN—CKBs EZNM T4 T ; 3 Fl o
IR FE RAFAE T A0 A, CKA4 W E 7 F ik .
TEAR D) A [) 8 B Hh A0 AR A TR I %) AS T] i ) Bt
CK2 W I /)& gt LR 4 Rk, HLAZEA )R
WIS FI B B — 2 i 2y, B 23 AR ] 23
B A AN . CK2B 7 CK2a HIAK, FelBnl
CK2B R, FHMLI I B A= DRk 1
B> CK2 fiEfb A S SL T , CK2p it 5%
P10 BB 2 U A2 G T R FE T i D) RE

XFFAEYIR UL, KT CK2 M4 T 45 i 2518
PEEHRR D>, BRTE g ML Fhp sy g ik T
ASCE AL 21 AR P AR 2K, XAl
SHBHTIOE L] E K CK20 W IERY SR ZE ) B8 E
K CK2o HEJE—Fh LR g — b 254, BI4% o
A AEIRE R TR e (R A (¥ i (S T
ke, kR RIE SRR S A T RE A R
W B L 2 AU, FEm G S, KR
CK2 B2 (R 28548 0 2l ) 28 46 Hh A A R 4 7
AR, CK2 HRIE R R L, X
SEEHY RGBT . 2R, 76 B KRR E —A
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Fig. 2 Chromosome distribution of genes encoding
CK2 subunits in Arabidopsis thaliana.

AL 207 1Y cDNA, FESL R IF A P4
XLE cDNAs H5EERE RIS o WA Hik 76%
FfE —4E . Beah, C2 IR IT H s B T X
Jof F IR 5 A R R I cDNAs, 1 fEFE 7~ CK2
FEAB YA B0 v B0 AR L5 4 A0 R T A Lo

2 EHEE CK2 IR

CK2 Zfc R M E AW 2", C &

7% T 60 247, (HXF HA B ORI T MEHCSR A 18
o WAL, 5 CK2 MHRMBINAATE TiF 24
SURAYikr, 5HAE I EA R, EA
TR 20 B () RS 2 AR R FEAE T, i
PRS2 R0 22 e S5 A6 10 A A R RIS A T, A
R YE, 20 42 80 ARRZ AT, EAIMK
PR AR YAR D, B T HAEY = EE
B, MHEE 258 300 Z2FHEY . CK2
A RETE 5 i ) RNtz S 3 1) 45 5 M O I S ke AR
A, G CK2 BRI Spt-Ada-GenS ZBtA%
M (Spt-Ada-GenS5 acetyltransferase, SAGA) &
AW H2B Kz 2 A0TE M3 R, SR P Fh ik iR 1
TE R L SE b FEH SAGA B A W04 J7 i &
KRR RO, e Ah, CK2 7540 A TPk P
I HAE S5 N EA WA RIE R R, &
T 5REMENS CR2 EAME S, —2bg
L A4 R 248 R R T R AR OGS BT 5 CK2 ) A% 45

http://journals.im.ac.cn/cjben

e AR & RS A kB,
CK2 7E4i i HATWEIEH, B 5 A K g
SAMHIPE T, 40 CK2 15 S H3K9me3 #1 SAHF
B I A NTTE L AEE  EBEBd B g |
M DI kP, W, HAE o 5
MR WA EEE N, EARRE . PR
BT ERG &A= IA18], CK2 1S YELE Ak 4 ity &
Mok, ARSEPTMA TGN, W KLF4 /) 4 fk
B p21 AR, LIAE A i geg 400 i 70400 10 1% 1ot s
AR A ARG, L SR AROR A5 AT i B o A 3 A
sk, R p21 1 CK2 AHE AR HDAC2
AL AT CR2 B S IMARAE A %, Wl fEil i
BRI NRG1 520 iz = AL FREAR, -5 2
NRG1 fgpifs, mASEMAY, Mz, &
s CK2 5 ANRAEK KT M Z R0 %Y
K
21 CK2 5%%E&EIAT

CK2 TESH YA 55 R & VMG . B
REIM, Lv CK2 (Litopenaeus vannamei CK2) il
o VT I 20 B O T A B ) e R R S T AR
H. Lv CK2a F1 Lv CK2B #) 12 35 T K ZHUF
HAR % 515 'S o 1615 caspase3/7 IGPESMAT,
Lv CK2a % iK Uk /D 2 55 40 f 98 = . Lv
Caspase3 FAita R C AL, M Lv Bel2, Lv
IAP1 I Lv IAP2 YRR, Lv CK2 FEIBJ5
A I P 9 G Jo e 2 3 i A g R BE T R 200

CK2 £ CD4" T #ifiarh fic .35 D Re 2 1E by
Th17-Treg i) F 25K, {23k Th17 4L
IR FIAR N TSN RERC LRI |, Treg ZHINT
FARREM 32 WM 4% 2 EH L, k> Treg M & 5L
J& Tk T3 R RS FR 0 R A S RS 2 sl
W MG T R, 7RV R, KNI Treg
ARIE BN S M ERTRYT e . o,
O AR YT TR e e R 40 5 1 5 | S s 1Y) T 22 4
b, W5 & BAE AN Treg 20 H 25 11 384 CK2
A T AR 2 AR B Uil e,
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[FFEM, CK2 WM iE b J AR B Sty
F, AE SRR AR T CK2 (3E P ] RES
Hank R AE MR (Inflammatory bowel disease,
IBD) 11 b K PR A7 1 75 12 o 76 DA 2 i SRR
FRlR %R (Dextran sulfate sodium salt, DSS) 2514
RENME M DSS 4l R i #irh CK2a B K58
WP REREE AR, 1E2PERIE R KRR
ik, MmN R S E AR AR TG,
I AT HESZ A FHLE 1P S CR2 1k
ST IEH AR b 2 40010 (Intestinal epithelial cell,
IECs) FBERHATRS B0, Ihoh, CK2 ik
W AT TECs S 2 MM 75 A ANIa T, 3%
A R T 18 T v A RS S 200 B R - B ) R
B, CK2 I 35 o] DAIEAS A% 1 @
Ab, TEIEF RS ZRIE A% CK2a AR
S5RRW], CK2 WrlfeZ SgR IEC Bk i
T, ARIIER TECs S 2 40 R 15 S -,

MOk ML (UE R, CK2 T DUk Z Fh e
2SR RAETHAE, XX RAE MR A IG 7 A
HEE L, (HRVRETE— 2L, ALY
HE— 25 ARIF ST DL T 8 CK2 8 75 4 M S 88 1 43 AL
il o F34h, AT CK2 Rk M R R %A R
UF AR o RIS, CK2 7EAEIF 98 Hh /R FH B
VA FH AT R 23 X B e gg S 7 A AN RS . T
PL, TR SORE R T S i il b CK2 A3 S an
far sz BN PP
2.2 CK2 5miE

FIHFT R AL, T A W58 00 95 40 i R 4R
HERKRT CK2 M, SLIAMFFEERY, fE4 T
1 FE R CK2 AT LAA 7 Hu i ] b 4 Rl 51 (4
EBRAEFHEZE L b2 B9 LA AT 52 R
W) PriRfgEm T, TARAE AR B siRNA
CK2 %ik, FHAT MES IR & ke
TG M2 A )z 0 B AL O S A0 i R A A
R ] EsF 4000 ot 80 1, 98 A A 1) % 2 L4810 CK2
B AR, 72 2R R h i ] CK2

B: 010-64807509

FEPERERS S S AR TP MRt kB, CK2 1
AN B R IR R R T RAE , R W] CK2 7EAE
RRALEI RS EEER, Bk, ERE CK2
F4 40 A7 A 1) A8 R 4t . PSRRI, CK2
ML b 2T ) IR AR SRR A AR T IR R AR HE )
fig, WA CK2a ALY Bk 5 — S i
AT G, WOEERR AN . FLAR S A At 2
O AR B REANE A, CK2a MR 3R 1%
Gy i 3 7R B AR G BRI R TR SR 2 T
MPERP, CK2 255 B e g 1 Kb
ALFE AR L 1B AN B 8, DA AR Y g
UN'B g L S R 2 T I R AN LR

RIEAWIFEFERY, CK2 2L = N LA
i Hh A E B DY CR2 AR Bk IR % A 1 AE
FEAR K AR B b B 1 ] 185 56 A5 5 30 1
XTEARF W EE R TR R AR . % 1 BT
CK2 £ WL SR Iobgg v 18 2 15 7K SF- B HExt i
R AT B RS

B F-«B JEFAEAE A R ke e
WP T HF, TR B R, TEIRYT
H: K IK-F (Transforming growth factor, TGF) -al
FIFAII S, 5] «B(1xB)-o 1l NF-«xB 7%
Pk, MM RFIES AP-1/SMAD 1537 (1) 1T 40 i 58
To. M TAEA IxB-a 5 F1AY 8 % 0 52 8 s
CK2 WY, WFFEUERE T CK2 4T M i o 5
1E TGF-al 677G HEH NF«B KA %, BF5E
R, FERFAIER TGF-al HIELF, CK2 fifLiy
H) mRNA FIE E KRR, Xt CK2
WO R IR I kB BEAMRE, S
NE-«B 5% PE Bl 30 M 1075 S 4 g 7). CK2a
14 5207 2 1K 3 1 FF SIS NF-xB #i] TGF-al 5
SHPET . AR, CK2a -FET- 5 A8 1A 1 3k
fif TGF-B1 A % R A ML, F5 2/ /2, N TGF-B1
B 3 /N BRI N 28 it ke PR 98 (Hepatic cell
carcinoma, HCC) il RATA M HCCs E/RIE 50
CK2 IxB WG TE, £ —ERE FAB RN
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Fz1 CK2 EENLRME Ry FRIEKFE
Table 1

Expression level of CK2 in common solid tumors

Tumor types

Expression level of CK2

Affected biological behaviors Refrences

Lung carcinoma

CK2aP1*
Mammary carcinoma CK2af, CK2B1,

CK2a’ [ *
Hepatocellular carcinoma CK2a, CK2a’1
Gastric carcinoma CK2at

Cervical carcinoma Not yet clear

Melanoma CK2at
Ovarian carcinoma CK2at
Prostatic carcinoma CK2at
Muscle tumors CK2B|
Liver cancer CK2at
Multiple cancers CK2at

breast cancer CK2a1,CK20’1

ALL CK2at

CK2a, CK2a’, CK2f and Cell proliferation, survival, migration and  [9]

invasion, maintenance of stem cell

Cell morphology, proliferation, migration
and invasion

Cell proliferation and colony formation, cell [38]
cycle distribution, apoptosis, migration and
invasion

Cell proliferation, migration and apoptosis [39]

[36-37]

Cell proliferation, tumor stem cell [40]
maintenance

Cell proliferation [41]
Tumor stem cell maintenance [42-43]
Apoptosis, invasion [44]
Regulation of protein [35]
Activate NF-xB [45]
Ubiquitin-proteasome pathway [46]
Palladin phosphorylation by AKT1 [47]
Increases Ikaros function [48]

NF-«B {E T & . &2, TGF-al #llfil CK2 ik
AKX R g T B e E s, R L
YL CK2 BYTE AT e Bl T i TGF-x1 5%
i JEF A1,

[, CK2 i Z M5 540, W WNT |
STAT F1 PI3K {5 S i . X L6553 i 1 2R i &
S EUMR 0 KA CK2 LL 2y 20 ik g & A
B, R MYC JFUR SR MR e vk . S BT
T-HF. #0ii DNA B2 FEIE 4% . CK2 &
B2 5 2 — R k% CDC37, —Fh Y
HSP90. CK2 Z5& LR, M pitmmit,
#1315 4k CDC37 5 HSP9O AHE AR, N ZHh
E AR EBYE %, fUFF AKT. EGFR.
PDGFR. IKK. RIP1, CDC2. CDK2, CDK4 #
CDKG6, H P i/F 22 88 11 38t 7 A1 115 40 6 1 78 A0 A7

H R HEAE PO SO R A5 V5 T 1) D6l 272 3
W LB, LUE R BT A R 22
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[vi] Bt A8 A B 98 402 T8t 110 8 2 A R A 3%
PR E A e, 1241k, CK2 2T HmE—
REPIE CDC37 MY il , DHub, ad vFAh
CDC37 1 Serl3 @ik v] Ao & RN CK2 1T
Pk CK2 i AT DL ik HAth Jy =X 3 i 98 i 42 28 1 A
A 2EHUHE (R 5530 B A 6, e A A5 i
1k, SEXMERIEIE AN ; B RRAR U R Rz -1R] FR B i)
AL, 3T DNA B2 eR,

CK2 5 PER T 5 LR A 2O 55 A0
K, HH SRR A OE, BIR CK2 7EH
Jo A R R DR AT R AR 2 4 T, (HBk ik
LRSI, CK2 3 1= I8 Mg 300 o1 e e
FEIRE PR, I A a0y i e Y. B

i, CK2 B4 —MEAERBUE HbR, fEZH
iR AT TS, AR L Skt | I

B U2 AN e A . HAT, JLRA RCH AR
MRS CK2 i) 50 1E Bl Al D Y TE B TR 24
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Y, Bl CX-4945———AEExF CK2 #Y/NVr 1,

TEAE Ry — R A A o 25 ) kAT T KR

AR A TR 58 I A RS A AR A Hh SR B A A
ENEURZIMEYE, ey DNA Fifig = hl
il rpoke A AR T, 5 A% A% R T A 24 W B
AR R, s R B ISL———Fif
HALMESCR 2-Nd) BRIR™ 5, REMS A
CK2., )5, #l¥HBOR A B S5 AM
EMGE G, W ELR N — RIH RS Y B
TV AT T A, 2RV T CK2 Bk G
gEAR, UL T AU B XA G AR Y
AN, Rl AL S — Ak CK2 #ifil 5)
FRAE T BRI AR O K SR B 2R 2Kt BB A
CK2, FOEMBIERY, LOFRZSHA 7.4 605
FEAY R FEAE A — 2R 51 TR R BT, R TSR
KREBFZR | M R A = 55 AT Kis % CK2
PIVEFT, i S 2440 v 1 B — oK B AE (A S 410 i s
MR B A, FRLE B Y A 2K S Fh A% A
YA, R4 BB MR, X SO E
K2y T i S B A0 R CK2 SEEPUE R T,
WS FRAVR A PR 255 B 1 1 IR IS B 1) 2
R . CK2 0 580 6F S A8 R 1 v 3R 98 P o e
HARG TR, s e AR —IGs7 50, Bt
G B i v i AT 5 e AR —FE s B4
o A] LS Hopy 7 vk s O 25 e S A, 40 CK2
PEREBER I EGCG BRA1R T F508del 3 92Y
FRAE AR, (A HAE X — & e FE v VR FEBL I 1
RoE i 4PN RR MRS CK2 )
A TR VA T B EE R A I RV T

23 CK25%8

YRR BB TR 5, X EE5 00
LIS B s 2 05 13 0 s 4 s ),

CK2 #EZHEIIHLEGIE (Polycystic ovarian
syndrome, PCOS) WIJEMH &K T HENEM, 7
VLW R AL e % K 32 /K (Androgen receptor, AR)
FrgERe AR E M, il % AR FNHEDRAH OGS A ()1

B: 010-64807509

R [l AR HE N B SR ASURL 21 A ) 20 A3
BE, PHRIANIE TS, AT AT RE S SCHE O R0,
E A CK2 2 5 iR 22 i a6 A
KT 1 A A TSR, U ILAE T iR LB
R B EEME, CK2 AKFE b FH Al Rgfs i —Fh
AMEBLE], DA ORI H A IRIERE . /N RLUAT DAFE
A CK2o MIE O N AATE , (HR AN BRSO
FOU, BATE A ML CK2 R 8% 7 1Y 6kt
PRI, CR2 Mo i i Sk 2% 77 b A 9 il T g
AU FIRE RN E TSR, WERENE. &
Ml . ERARZE, BT HASRDHEE
Pes BBAh, CK2 4 BhF e Il 5E I 1R AR 56 1 A4k
B, TEMEFLEI R G, KB A IE R 1
PlFf A 22 R B DR F R (36 0, 455 W 1 i 1ty D 2
i SO, PRI, CK2 FTRERL 91 R W a5 rp
A AR B AT TR Y DG B, DA A RS DA
1o B2, Mk CK2 FELE IR AT 3 M HlEHE B¢
HEMMER, B RIBAET IR IR Z AT .

CK2 i 23 5 i R S B i % i . CK2 7T 51
MG 1 /> Bl 388 e 22 BR B KRR KN . RSy
IFLR I A CK2 457 CX-4945, i fdiE 71 F0
JB2 S 4 M 24 R CX-4945 ELA FERARHME ;. 765
FETFIAIT, IS —Fh CK2 3 570 28 R 7| i 25 &
BT KT E, I Mg 7fEa 1k
RIS 72 h R CK2 3 500 00 X 4 A oAk
S, BT, CK2 A LA Hs TR B 40 1
F4 5 35 W R0 e 5 B T B . SR I T Pax3
ERHERINETNEASSE, FHEESE
LK A 1 G B A LR 43, CK2 i Pax3 A5 )7
BEIRAL, WIS A5 A 0 AL AR
24 CK2 5#ZRITIHERR

T IR CK2 78 K ik v i 2 b = A AT
il H 2, SHEHIAS R ACE B #2850 43 A IR E 1
i 2 T RERA G, A 35 1 40 % A AN 2 i 422 AR TR
V22 54 2 RER S5 F 2 AR C 9l e
o CK2 R, CK2 P54 25k K i )2

<. cjb@im.ac.cn
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DX 3l 1 25 A LA 5 A o 22 [l B G, ke i
2T DA R 2R T AN Y 3G 5 RN Ak LA SR AL 5
M, it B 1 £ 5 O B A 7 Y B 5 PR cR2
bR T2 5IEH ASU0 R sl T RE A, Mok iR
Z B R W], CK2 5 i il 28 2 50 1 B 20
FEP S

Fif /R 25 R ECHR  (Alzheimer’s disease, AD)
(R RS2 TR B T & A IR IT Z I TE AR B IR
(A BRE SRR B 200 B B R 25, R Oy bl 22 D A
752t (Neurofibrillary tangles, NFTs), FRIETEHH
AR 2T o BT R P R FE 2 0 2 v CK2 11
FIRWA, FRSFPEIG VRSN . R b SURE B E Y
CK2 RIXACFRIEAL T, X PERE N IR
CK2 M :iyBkm i/, CK2 7 TAU AR
ZHTH X — i B AT e R HEVE R . A TAU 2
PRI BEIR AL 4 BT R, AT 4 TAU WERVBEAR
[l A B R A, IR FLOT A N R BRI 2 S e
AW TAU WALE CK2 Mtk y. R4 B
X SR EL A LA AR I AH DG PEAT A B B, A B3R
R TAU & B AT CK2 /5 1HE m
P, R SR AT R TAU 2 11 5% B ik
HABEEE YL,

FY 4 % s 2 — e R B 28 3R 4 Y R AR 9
Wi, GEMERENSIERAES, HAHEE
BT MR NS RE, RS, B
&L CK2 ] LA RR AL 1% 2 (A v 1) o5 fil A% 28 1 A
ZE i 2117 AT B T U B 0 4 FR 0 R K )
AL A CK2B MAAFE, (HA CK2a T
BIRAELE, W] CK2 RYTETTME B F2ARL AT REZE A
T - T il AR L R N N 3 R R R AR

Hh XU 25 M) SR B S5 P 1) ot 28 56 LA R i
[t (White matter, WM) H ) 25 5 Joi 41 it A
fhoE, WM (5 AR FR —F, X2 g
PRAEAR KRR FE B2 7 oy v KU W% 3] 1 ) g 4
. CK2 #lifil T AKT Ml CDKS 15514 %42,
TE 32455 10 X AR A 2 1) WML (1) 25 44 R o) RE 4R 43t
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fRY, T AKT {55 % S 455004 B) T sl )5 f&
/AN o= A &) 1 7 I 2 e 7 1K e RO
B RALHT IR A . CK2 {5 5 7 WM 473 Hh iy
A FH 0 FH T At A A 2 453 0 0 R i A i 2218 47
PG, Bldn . SMEYERRT . E a2k
P ALRET T BT L CK2 7 23R A T 5 5 K] 2
WFFE P A BB, R S RENL T 2k —
HRABTE

25 CK2 5MERFEMZF

CK2 & —Fh ZR0E M, S51r2 a4
AERETAE R, FOi &M CK2 v LIS A iz 41 i
POYEEE . RS FIMAE AR R, A IS A RN I A8 AR
BRI Bes rh A i 5 EE VR T, 1 CK2 & NI
S r AR A AR S B B T, T RB AN
i HEST ARRIRTT B PR B i A A AR
BB BAR, 250X IA T B & R Y CK2
0 550 A o B AR o ot A A BT AN 235
B R RERTY AN, AN RAT SR
GRS R, AR KM R RLUY
B RRA CK2 HHIR R B R B 4,5,6,7-PUE R I
SRR YT S OB A W RS [ 32
MR FEA FORFEAAS, FrPL CK2 W W T
T BRI A A B, s A M U

S K oA A B A 2 — 2 i) S JK L A A B o
B TIEE AT KEE -, SR shlkNE
WEABEHL . S bkok FERE AL B TE -5 I 40 A 2R
E | JIRAL PRI BTV LA i 2 A A 4%
PIMI . IF X 521K (Liver X receptor, LXR) [
S 20 L DA TR [ R B2 B, R PR AR TR VR A A 1Y
e . PLRERE, HUREHEA R MHsh bk
SEFERE AL T RE . W 5T 45 AL UE IS LXR SRR
g Im i Sk AR LAY & A & R T U LXR S CK2
B — AL, REMSE M LXR BEER L7 S198
B AL . BRI LXR OGS IE I & A 3845 ek
AR G LT A AR A OCHE B (ABCAT
ABCGI) WA, (HIEREM e 5 T
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CCL24 Wik, W] BESxHR 4y BELAS HLT 3l ok s+ s
LA, CK2 REWS B ERK1/2 52 S0 . BF
FER B, ERK1/2 40l 57) f36 6% 388 3 ] s L ] s g
AV S I A TR AR T i ERK/2 A
5 LXR BYECARRE S U [R) 30 2 bkots A a4k, w]
fig 2l i Il CK2 /5 19 LXRa B BERR 1k M SE P
AU i B DR I 2 -y 3 3 T 3 4 B 2R
i 20 6 R 20 TR B A ) S AR A
KRR fL B, CK2 R PI3K Ao 7 442 I ik
557 TRy A FHRZMMELER-1 1R
ik, M TE 3 3h Bk RERE Ak 1 & s L K 454
F o 2585 Y10 77 2 B i R LA HE D9 52 20 B R
S RIBE I . 20 B A AP e LEG AR i R
[ IS8 0 P B A LA o FEIX BB 51T, N2 A
— A A G BN T —E AR A B I, T4
PO A TS M AR TR R T BH4, HEK
SN LA RE RS . DR A B, GTP MK AR
i (GTP cyclohydrolase, GTPCH) fi{£ft T BH4
Mk A S — 45, GTPCH A4 3% M8 PKC Fl CK2
AL BERR AL LR s 5 U0 150 CK2a 5
ik ) GTPCH W2 fk 358 1 GTPCH Hy & 1,
& A KR FEAAS . CK2 F 24 SP-1 #E 4T
BEfR 1L, BHIE SP-1 531 Toll FE3Z AR 2 X 4R AF
TR I B 9, 22 CK2 ] REX 4k 15 2 7 87 )
N T A RS R FERAER, Bk, IERR
PN B 448 ) e X B L B ok R B Ak T T 43
HE, [FE, BB RS S BN %, HE
DAL I 765 - T AL 1) R 2R 2 o i 2 A e b B
o s kAR AL 25 FLhl, T CK2-PRH {5 5l
EL A 0 ) LS T UL M 7 B T 403 3 PN T
G s 1S

R &I, CK2 "JLLE T AKT/mTOR &%
AN 7 SDF-1 MR, M52 SDF-1 1Y
SEEAMAS AN EP; R, CK2 b Al IS5 M
EX EPC MUZEEE, JIA CK2 4R S i 5
CX-4945 SE 41 %% 7 EPC [ M 2= 184 58 1) 1 48 il
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A A AR A o CK2 3l 351 K ¥ 28 B AIK T 4l it
R, JRIRE T OMERER 5 A B A A R B Y
O, Ui CK2 FiEXT EPC i by M R 1 554k
I B 5 T AT S AT

HAT, CK2 78 A0 M4 505 Hh A/ AT A
SEAVEAE, CK2 0] B4 i A AR B AR F B AL
AR SE A

2.6 CK2 5m&EME&R

H 1999 LK, R AR CAEX1F 2 N fh
REGRFARGEE 1/ (HIV-1) AT TIRAMS,
Horp CK2 7657 H s v i 3 EEAE . CK2
RSN AR N BE R L HIV-1 JFE e (HIV-1
Rev), Jf H#EMR L2 &4K8 T CK2p WHE; CK2
W2 b HIV-2Nef & 11— FP A B 8 1, HAE K
et JE il 3 SR PO, i £ it i e B R
P B % S CK2 R aRE,

R 2021 4F 12 H 14 H, "EH2VETPIR RS0
ZE A E WK K 7 2 (Severe acute respiratory
syndrome-coronaviridae 2, SARS-CoV-2) A5t
KB R 2.7 12N, BiET %01t
530 7N B YN S H LB EEIT I . SARS-CoV-2
YR HE CK2 W1k, ZFh iR 7/ 7= A DA KA
2 5 SRR SIS, NI S B0 M R I, iR
BT T HA HZF RS & CK2 2R
B WFE P CK2 25 300 i 57 5 AR 58 B
FEINAL, RIXBABEEVH T SARS-CoV-2 A1y )&
W BA A

V2 A FL AR FE 257 () an A 25 B 4H i
B, NIRRT . WURGVRTE . IR
P AT 85 . RO dE AU A R Z e i)
RIXMEARYS CK2 MEAEMIFg B R .
CK2 xR s i B B &6, el ifEsZ
9 BB 19 1 AN 9 2 A R AT R,
PR CK2 Rk TERF, T CK2 JEY)
() 2R o LA b ity e S S ) 9 5 2 O T
FIVE R B, LASIRF ST I & AT 2 5 T
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T RIBOR A R AT e
3 EERE CK2 A

CK2 7 Z Rl it & £ F R i i rp 25 B AT
FEERAFRIRE, FIULATSE CK2 4 54 i 551
HAWERMIERIBIT M. B 1986 ELCK, ©4
R T ZFh CK2 MR iE , Hh K2R
KA, CR2 Ml aT 4k 4 K30 (1)
YEFF ATP {37 5/ ATP a4l ; (2) i ATP
SEA PRI, XSGR TN CK2e 5
CK2p 454 Byl A1 CK2p #Ea #ifl 5 (3) JiE
YrgE I A (4) WAL AREIR . H AR 28
CK2 415 J& T ATP 54+ 30131, K5
XA R 2 A SO LR RSN
CX-4945 #EA TIRIK A . Kk, CK2 FiR
A T ) % 7 2 S LA LS A 5 EL A
WA R .

4 REHRE

A CK2 7E 240 858 A7 7, X3 5
B R AL LA S AE AN 5 % S R T R
AP o A S AR BRI T LE W BOR RN SR A/ B
5 (1% JRe A AF 5 3 A1) BB 06 T B 3o 77 1 3t figp phe
CK2 (W E Y4 ), CK2 7E40 M i A= A
TR EE A, T IS ARAE | RAE |
MR TR B ARG B = BEEAE H AR . P
LA, CK2 RIREJE i A0S0 S i 16 ¥ i H 2
Oy 22—, FURR S 58 5 A T A i PR G
JrE. tesh, CR2 AR NEH MM RA 2 EH
JEEWy, & Al LU B R AL A [ gt i 2 5 9
AN AT | S A AL S A B AR, A, CK2
FEAN A KR R B+ AR, (A
CK2 WAL+ 2 2, N, #E—2 W 5e
e I N CK2 BT84 100 2084 2 45 A 0 2 RE I 1 2l
TR
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