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Molecular Structure and Biological Functions of DOCKS
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Abstract DOCKS (dedicator of cytokinesis 8) is an atypical GEF (guanine nucleotide exchange factor)
involved in the regulation of intracellular signaling networks and activation of small molecule G proteins. Due to
the key role playing in the signal transduction of immune response, reconstruction of actin skeleton, formation of
immune synapse, and regulation of immune cells, DOCKS has become a research hotspot. The advance in the mo-
lecular structure and biological characteristics research of DOCKS8 were reviewed in this paper, and the biological
function of DOCKS in immune system and pathogenesis of the disease were further clarified.

Keywords DOCKS; GEF; structural characteristic; biological function

DOCKS8(dedicator of cytokinesis 8)&— i} i 74 T RS KA EEMAEH . DOCKSHE:N 54
19 W 1% IR 22 4K T, J& T DOCK & [ K, 18 o T R G 0K B 8 A% (1 SIgELR B AL, BEARA
JULE B 1 40 B i 22 EE HE AN O 1 40 B T e A ke = A DOCKS8 4 % §ik [ £ A 1iE(DOCKS8 immunodeficiency
. DOCKS8BEFRIA T &Ml i 22 fia i . 5 syndrome, DIDS). XfDOCKSTEf i Aflif#%. 5fil
FRRAR, MAERBE ARG R mERE, THEGENA R CEES SRR TR, KE 8
1Rl DOCKSIE L & 5 G N E MG 516 T, 16 T DR 1 A LR, I I PR 9505 FRTVA T i it

Wk H 41 2019-11-23 Fe52 H 1: 2020-02-10

5 B AR (HE S 81260164). STMAEE T HARKAFFEREAA RAKITH @S BEEKY T (2017 ) 200)F18 LEERFR 20184 L2 AHT
R R BIHHR R LIS BREFETFa A4 (2017) 5733-024) % B RE

SEWAEHE . Tel: 18089620011, E-mail: 1278279125@qq.com; Tel: 13087891001, E-mail: 13087891001(@163.com

Received: November 23, 2019 Accepted: February 10, 2020

This work was supported by the National Natural Science Foundation of China (Grant No.81260164), Guizhou Provincial Education Department Natural Science Young
Scientific Talents Growth Project (Grant No.Qian Jiao He KY Zi (2017) 200) and Zunyi Medical University’s 2018 Subsidy Project for the Cultivation of New Seed-
lings and Innovation Exploration (Grant No.Qian Ke He Platform Talents (2017) 5733-024)

*Corresponding authors. Tel: +86-18089620011, E-mail: 1278279125@qq.com; Tel: +86-13087891001, E-mail: 13087891001@163.com

URL: http://www.cjcb.org/arts.asp?id=5230



692

Hr BRI 1) . A ST DOCKSIR 7314548 S A4
FUIREAE— 4R

1 DOCKSHIZ F45#4

DOCKSHEF e T-95 Yt ik i B op24.3, 4K
#1250 Kb(chr9:214 854~465 259), H146~484™ 4k & T
AR, Hmig R BT 52 099N, 7 &
27190 kDa. %2k K 4 54 ()DOCK8 £ [ /2 DOCK £
FI K, DOCK B A FRME N S I A% AT IR AS
4 [X-¥-(guanine nucleotide exchange factor, GEF)K 1/
FERho K EG TPV 1, W14 il 73 24 J8 #2811 42(cell
division cycle 42, Cdc42)FIRasH < [RIC3 A 75 K K
(ras-related C3 botulinum toxin substrate 1, Racl)®.
GTPRHg & i 1% 2 5 5% FR A1 701195, DOCK
o AR IV 2 0 S SO AR, A HE 4 A
FBE AR . DOCKER H AR 17 41 1) [] 5 14 i
JE S 4y N4 T F i DOCK-A(DOCK 1, 271
3). DOCK-B(DOCK4A15). DOCK-C(DOCK6. 7£18)
FIDOCK-D(DOCK9. 10F111)¥,

DOCKZ & i 51 31 B A7 24~ #H 5% B DOCK 7] Y5
[X &5 #J38(DOCK homology region, DHR): DHR 14l
DHR2(1). DHRI1ZEHIEAL T NA S, A& R E 5
A DhRe v 75 1, Be 5 BERE A BAE A,
T2 12 g 525 W0 (E Joid J5E v 1) 8 4621, DHR 145 R 380
HC P AZ SR 2R A0 T 245 W 34T & 5 AU e 17 7
ITBFELE R, DHR2ES M4 T CoK iy, % H GEF
T VE ) SE PR A AL A, B3N RN A A S
SER A (T FTAL By C)o RhoZ% i 45 & o7 s Al
o0y 58 A B B BRICT= A2, I Fr A B ol iE & [7)
HEATE R, 338 — Ak, Hdid S5t BRI 2 4%
fih % 52 DHR245 #4181, GEF{E #F 1 5 /NG TP )
GDPZ &, ISz T GTPEESS: &, I S0 /NGTPE
5RO FAHEAEH . X R SR E R AT
RUMIFF RIS XN KA . FFRIAL Tal FIp22
&), ARSI FB3fa2 2 [, H20094F Lok, B4
fifi 7€ T DOCKI1P"*:Rac1”'. DOCKSPH*:Cdc42! 1
DOCKT7P":Cdcd2P 1] fn AR 45 4t o 431 3l 1 AU
W95 o, FEDOCK7 DHR-245 #4451, Cdc42F1Racl
S A ANE T B R R A T B AT R R
RAA . BITHETTRIN, H A BIE N — ML RS, 7]
PLAR A 6] B IF SGIH B, FF i BEDOCK 72 W] i1
HIRacl FCdc42 1. DHR2Z5 K 3844 IT KX # B

WA EREE A6 1, 38 B 7K 1 Val 5% 2 7F GEF [ 2 14
ISR Mg 5 A S AN, R8T ok 2 4
HARGEF A 2R L (045 7 M AR TAE FH SR A H ARoE ol
bR 2 Ah, DAAE BB 70 K 30, 41 B 15 FIDOCK S8
DHR-245 #38/r F 1 Cded2 FIIGTPH £, HIXH
BiERac, & HIDOCKS8K #% T Cded24F 55 HIGEF 1)
fE ™, DHRI1FIDHR2IX P AN 45 #4358 1 45 F 170 75
A2 75— 5, Bl v IE Sk RoE .

DOCKSTE G e 4l i 1115 5 5% S 1k R b R 5 5
MR, @i 8 Rho GTPEEIG MR IKEN 5 5
o I 5 0 G S AT ML V) 22 ThRE . AR, DOCKS
VE R PEAN S iR A aE i T, I8 5 BERE b A
“F-88(myeloid differentiation factor 88, MyD88)#H H.
Y FH 3177 1 # TLR9(Toll-like receptor 9){5 = i #
) % P15 5 IR, DOCKSYE N % & 4Gils 5 W
1051 3C2R, AT LB REHE S WM AT LBl & G
B G, AT DUV T S AR AR SRR A
(3T 7% DA S A (7] e 88 20 M ¥ DT e

2 DOCKSHIGEFINAE

2.1 DOCKSHHXIESIEE

2.1.1 Rho GTPE&IZ5i@#%  RholE/NGTPHg#E T
7EGDP4 & M AETE MRS FIGTPL: A Mg MEIRES 2
(A6 1T 78 24 2 11 Ok, FF i 5 2408 2 1 ) A L
1 F KA 345 513, DOCKSYE N S H BR324 A 7,
A LA AL GDP ) R i AGTPHI 45 &, % fERho GTP
fi#. T WASEE [ (Wiskott-Aldrich syndrome protein,
WASp)1f: ARho GTPHF(E 5 i #% T Ui 1) RN 53,
TEYH RS T8 A P R AE H . WASpIE R R
AR 5] R WASHE GG LG, HIGIKRRIATE S
VS %7 U U = O = = 6P e TP S Y L B
Rho GTPE§ {5 5 i i+, DOCKS8YE yRho GTPHf I
WA R T, @i 5 Cded2 by 745 A % Rho
GTPHE(Z S K (1), Cdcd2:E it %8 7r T WASpIE
FF Arp2/3(actin related protein 2/3)E & 4K, Hl L
FEEMERE, NS5 E B L0 R
VR o i L4 B R S0 2 4 B PR i 22 THRE R 75
YN SR E A, gl rERE . R DL K
R T2 U TG 18 7&2Rho GTPHE. WASpPEE &K
N4y F 85 E DOCK8EEAE 5 1 15 40 1, AL — Ry
FR B g 31 7] g 4> 38 B Rho GTPRE (S 5 38 I 1) 17 ¢
w, B SHRERE.
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Fig.1 DOCKS regulates actin accumulation through the Rho signaling pathway, causing T cells to migrate to secondary lymph nodus

2.1.2 MyD88/~F-#915 5%  MyD88ZTLRE
TR R — AN SRR Sk Ay, TEARIE RS B AN
PR B EENEH. AR PITLRY N &
AN B2 Sk B 1 4 1 AR S AR L, AT 53K
AN TR) B A2 4 2 308« TLROAE NTLR SR R I B A 2
—, TEI JE AR R AN e R G % IR0, il i MyD88
AT G P BT S S BT 06 T 1 440 L TR 1 7 AR AR
FHUS1, JABARAZE 'R, #E DOCK S8 TLRO-
MyD881% T ik 41, MyD88. DOCKS8H Pyk2i s
HRE A IH S Pyk2 i 1k DOCKS; DOCKS F
JNTLR9-MyD881% 5 i #% H 1] & A ¥ 15 Srcil i 11
Lyn#t & I fill % Src-Syk-STAT3A5 5 2% 1k s b7, 850t
STAT3#% 3% K14 5 (/B4 i 1) 34 5 A1 531k, CpG Ik
&) IPyk. Src. Syk. STAT3 [ i & 1k LL K B4H fitg
) 184 5 A1 23 A BB AR R TLROAIMyYDSS; 1% W 7T % Y,
TLR9-MyD88#H H.2E5 & 0] 5 2 B4 Hd [rIDOCK 84K i
PR . kA, DOCKSMISTAT3#H H.AE M, 3 LAGEF
T P TG R 7 K A1 4E 5 1% 1 Sre-Syk-STAT3 5
SYREE, NI EA SRS S STAT3M0E . i —
AR B, DOCKSI# i 5 STAT32H i 284 5C ki 47
CD4" T BETh1 7R A AL, IX SE Rt 57 3% B, DOCKS
TEAN [F) 40 2R B 1) G 45 5 R S R b R P
BEH.
2.2 DOCKSS\zhERMERER

LB B 1 41 A B 4 AT 1 2 95 180 R %
PR AR, TIDOCKSX T WL5h 28 41 i B 42

AR OCE B, WA I, TETHH M SZ AR IR 30 (1)
NN AR A, WASpZ NS 40 B 224000 1
THH A ) Re (1) < Ba 1 775 DR~ W] DLid i WA SpAH B
fEFE F 5SDOCKSIE MG 5 B &), fETH I Z 4k
Hll 5, DOCKS#ECded2, Cded2 itk K ihih HoAx
TG IWASD, W& FTWASp S BN i LS
EARE, M FTHRMEZY) R, L3 7 T4 M
Mg B HERE DM, 3 — S iR,
DOCKS 1 Lt 5 LRAP35(leucine repeat adaptor
protein 35)FH H./E FH SR 1775 LWk 40 L iL 72, #4$Cded2
5 W3 & FEE. RS LT, DOCKSH P
5 Cded2, WA LAE N1 25y 1 il i DOCK8-Cdc42-
PAK2HfCded2 5 40 i B JLE Rt k. LA LB FE4h
$27~, DOCK8RNBh & H RE . Ml 3. T
5 N B TS i 7 1
2.3 DOCK85RZERAMMMA AL

G P28 I it B i S e A4 L IR 4 S UK L 44
2 TE) T F AT TR 5 K o 92 5 fik 1) T ol s i UL
BE A A A A0 A, (R TR s
fi%(supramolecular activation cluster, SMAC)[X 1, P4
{550 FH s [ 2P, @k 3 Alsh & A 40 i
48, DOCKSE it 2l i 43— F1 48 it 55 P RU0RL7E e 72
Kb AR, BE5E T BCREGE (S 5%, fEBCR
51015 5 240k 7, DOCKS 2 B4H Y 6 72 28 il (1 5%
B PR S B 2 AR5 S kR 15 S
R, AR ML REAH % Hi ) -1(Iymphocyte function
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associated antigen-1, LFA- 1) 5 75 4h J& #8 5 1 0%
E(pSMACQ), 5 41 ig 18] &b Fft 4 F-1(intercellular cell
adhesion molecule-1, ICAM-1)7EFt 5 2 15 41 f 5% [
ghE, UL AEBAN M ) F B AT 5T . DOCK SR &
(56T, BAHBULFA- 1A AL 52 245 55 5 805 fi 7 ik
A, AEBYH AR K b0 X DUZE R IE B E K A
M= Az, T BRI A 0% 5 T DU D i 3k 3 4 AN
005 248 9 T 0 A 5, DOCK 8 1] R i A idk
LFA- 1AL R I R (X P 5 5 54 F: 2526,

DOCKS8X T~ NK 4 fifd 595 5 fish 1) 155 Dy g 22 9%
L AT DOd I i I B R LFA- i AL, 2 5 NK4H
I R0 S 240 2 A T2 1 90 90 2 25 B2, DOCK 8k
AT B85 A P S TR BB . HAMSERTHIE B
DOCKS8#i % BiDOCK 8k Fa ) N ZENK A it T- % 5
LFA- URIZF 4 130 B [ 1) 200 PR 25 12 R fle 9 A £ 52 3]
3, 54T B B P R 3 36 25 R AT B T 5 S04 e
BEPEVE JIBRAG. B2, BIRADOCKSHR A A
RETE G 38 R fall b AR 2 241 4 L3y B 1, (H A 52 1o 24
WLBH A Ak 2 2, 3 JRDOCK 88k e £ #NK
o = A2 LB B ) RE DD 2 e RN, RS2 ARAE SAE
F5 S WLBh 1 E 40T e A2 AT BRFA Y, DOCKSHk [
S EONK Y A 1 oy S i B & B T JE vk i #E )
RENhEA, MAZLLEERNSEA. LU L
FLEE R IH, DOCKSTE U 5 AN [7] 41 g S8 2 1) 5 fh 7
B R BRI
2.4 DOCKS85SHIZZIR AT

DOCKS8 T~ # 5 R 40 f 7F B0 92 B 25 1 # 5+
7y B, DOCK S o 24 7 W% 58 R4 B 1 25 A AR
4 AR B b A R F% 5. DOCKSIE % il 2 DOCKS-
Cdcd2-PAKIR A2 1540 L & 48 2k A, WIF-Ilah & A,
DA ) 90k CES 0 R T 285 e Bk, A 40 PR B A ) 7
27 [ AN A b P 20 B R 45 R TIROSHAEPO )
W T 3E— 25 % W, DOCKS 7 bk B 20 g FEL IR ¢ 48 1
A FEAMN 75 ELCded2 U, 1675 EPAK1/2(p21-ac-
tivated kinase 1/2)f%) NS . A W70 WoR, £/ R
2 R A J5 R, AR A0 LB Tk 1) BT 1 6 2 5 52
KHIDOCKS, #7iEF ik Z DOCKS, #f SR 41 fig A~
REOT AT I i Cdcd2, m] S Bk R Ak B
A = Y23 (R AT RS e ) 2 AP TEAR A, R
SO RN RIS NS TN e FN= - B = (i}
BRI T 6 51k A s i, 40155 T TN %%
L% . DOCKSHHR F ) £5 2 (1 41 ) IfAS: 27, 2 48

FRUFE R FOPR A0 i = H B =, T B N P B IFN-a
ACPIARE3, 43415k I DOCK 8 BB 3 1 7 A
APV FEE 2 5 DR ZEL 00 0 22 W, T B P o 4 i #
SHUR B 2R 510 12.CD8T T4 M (tissue-resident
memory CD8" T cell, Trm) I SEE K, T80 EHE
BT R P97 S AL B, IX SE R IR, DOCK 8 Bk
SR TR i AR 4 9 25 1) XU
2.5 DOCKS85B#Af

DOCKSZETLROIK 5 [FIB4H f 15 5 1% 5 o it 3
ERC TR, (EREBAN R A k. BRI,
Cde2/EBHIMI IR B « iE G LA SR A 3 A 5507
T &5 B R 5 A A, TiDOCKS81E AICded2 ¥ EHF
SV S RAS e K T, DOCKSFRI BRI FT R 2451 5 B4
W) KB K hfg. HAh, DOCKSHRIE i ik 7K 1
HREZFE, IR M RIDOCK SR B & KIgM/KF,
M 1gGHIgAZK V18 2 1% I 8Lt & 1B, 1gB/K
LT R T s, HA A HEDOCKSHFH HIgEK
S IEH 95 15105, DOCK 8 ik b 23 457 3 i 44k DA %
1 AZ BN L ) 7= A2 3t T 5 B e A2 52 1, Tk
X B DR AR A BRI R e MR AR s MM, JANS-
SENZELORE 5T & B, DOCK SR £ & [ 5 e N M)

BBZH A N, HCO B L 52 P AR 4R 58 BEAH A1 JE B

AR S2PE 240, I F2EE SRR N [FR, B
T DOCK 8 23 5 3 G2 RAD L il s, AN
HIC 2B M T %, A 5 TR (1) 72 AR 2 4, 38
W40 5 R fuk W U 20 A 5 A ARG A, S EUAM
G925 LI 5
2.6 DOCKS5TmAR

DOCKS8X T4 1EH &K B IR H 2. DOCKS
SR B2 /0N R B HH Ak 2L 400 i ik /D iE I HAECD4™ T4
JH 3 A 3k 2 A7 AR Sk BECT, R 2T FE 3R B, DOCK 81k
FE e 4Z.CD4" T4H AR S I Th2 40 i 25 5 % 2R A Ak,
MEAER Th1 740 BB A IX AN 54 R FTh2
S TCRAE 598551 LA S 5 Th1 748 il 7344 1 O Bt
B3 R 1 STAT3 IS AL AN 5 i 2 45 k0, =k
IL-4FHIL-5 I Th2 4 A AH X5 3 I, £ BE %5 Th1F1Th17
Y1 Hf (k2L 51 I DIDS H ™ i B R . 1X
S RFE 5 28 T DA RE — LK I PR 3R I 5 DOCK 8 i
I BRI 0. S Ik B 40 M i 52 1 5 5L
DOCKS8HFe B Sy SR 1 . SZ52mi ) B3 B e ik
1 5E B 1A 5 TN B (regulatory T cell, Treg)Hk [,
I HA T YT PR i A 2R 2R AR 0 00 ) 3% 4 52 453000
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DOCKS&3# it i 5 IL-215F 5 R 52 Wi Treg 1 40 ML DI HERY
Treg Vg b fig A< 5 1T g 5 03— 20 1 Th2 41 e 5 2k
W, FHE R T B E S R O .

DOCKS8FE 75 /N B3, 32 3L H T4H Ji bk 2 48 1 Jisk 22>
i, EH T4 RO R AE T S BT 2 M B R 3 e
JUE IR 8 /N BRI CDS T T4 5 70 5L 72 A= 1E 7 4]
I B, AHAC LT M 5 AR T 1R 8 KR
AR 7N BRI N A4 FH D% 5256 1) BF 72 I, DOCK 84}
CD8" THH M 1) A7 iE A D Re A B2, Rl e Xid 12
PECDS" TN 7= A2, X LUR 5 % B, DOCKSTE
2 B G 2 v R 4 B AR Y DURA OR A S A2 40 i
A, RS AZ T i 5 DIDS B 3% 5 kA I B I
PP R

3 DOCKS85DIDS
3.1 DIDSHIBUHHLEI

DOCKS8H: K] 5745 3 £ ) DIDS /& — Fh = WLV i
Yt A B P 0 A% M T M S B s, LI PR AR AR
FEE R MG, TR @B aEYE . B
£ G 3% FN93 75 0K 2 IR e liE 2504351, DOCKS 1) 6 [
SECT IR AT LI 5 AR A, DL G T DIDSHY
WEFE R BN, B (R T4 M RN ek 2L, e He 2 ez
CDS8" Tk, I H 77 E P 240 S IR T IFN-y Al
TNF-ou 1) T2 B8 /0 35 5511 PR 1995 5 5 Skt A % T
Th1 74 B 950/ 5 15 PR 1 35 B8 5 18 14 AH O, Th24H il
SRR 7B IR R R 96 DA S B i 8 UK G A
KU, FEDOCKSHR [ AL /IN R H, NKTHH x5 2L b
FE B0 5 -2 L AFE O 22 MR M 1) 348 B I B2 B AT, TRN=y Al
TNF-aff) 7= A2 gk /b, 1% 0T GE 5 E05 5 5 B R A
o ) 38 0T, A4S 5 % I, DOCKS R 5 A5 R
A IbR LA 41 i 3 (innate Tymphoid cells 3, ILC3)47 3 |
TE35, VLR 2 BILCAN i R 715 546 S A48 B
DOCKS8 [ 2 5 E4h i MILC3E 2. ILC3ik = 7]
fit T BDOCKSHR 3 & 45 5y 4. fEDOCKS8Hk
R g, T R 1R I e R B RS
BRI S B BOE, TR AE YICpG AT F I TLROYE 14
B ST IR BN IgEr =R, X AT AR IR IR b si1gE
(PRI, Treghh B T e T 2UEE B & N PEYI 46
BAHMLI I, 4N EBANREIN 32 1452450, H S HEELE A H
By a5 RS 38 ), F% 5% K -7 FOXP3(forkhead box
protein 3)3% [K| 5248 5 25 (1) Tregiil [ 51 & I & M T 5%
SR, SRR . 2 NIRRT, X

£ (immunodysregulation polyendocrinopathy enterop-
athy X-linked, IPEX), DIDS 1] & LAy 7™ 5 1) G % 25 1,
HAFE STPEXAI HAMIPEXAFE i B &0, Ab, i
AT R B, septin 75 DOCKSTE [ £ 5o 5 1 7
A EAER . 7R B B G 1t A %8, DOCKS8
{215 7K F R B LA K2 HDOCK 83 5 (115 5 18 1% 5+
W SR B G R R IE SRR, Fr X s R I
B, DOCKSTERE RGH I HEEAEM . 57—,
DOCKSFAL 5 H AIGE . & IR A 2 BEAH g
A RM R IDOCKSH AT i 5 48 R AR A K.
I ITNAMEKATA S5 58 15 (CUE B, DOCKSAE
HX P 22 58 458 1) /0N 2 I 4 Ml 20 LA o 48 4 A
/B SR AL I . IR E, DOCKSERFFELZE G
AR R T R R a2 B E M Z Moy
1, AR ZEDOCKSHI 7 F1F AL HI AT PR V6 I 52 fit
T AN T A
3.2 DIDSHIIZHT

DIDS/& —Fh AT PRI & S 2 BRI, w5 FAhEG
A o P2 B P B G P BR B 1 IRE 25 A 11 X K,
FLRFAE & X6F 57 73 2 B G AR 5 5 Ik Jegs 14D v 5 0 Dk
PE DL B (I T AR PR IG REFAE . i
S0 B A A A5 AN U B A% A0 b, AT
DIDS. A GG VMR B0 E B % s 14
IR S5 995 1A I PR R 30 5] 2 X DIDS [ D% B4, 5
6 = VPG 1 SR PE 25 AL HE, CD4Ik B 41 i sk /b Fi
MIHIGEAR T o BRAR A EE o, K ZHDOCKS
RAH 2 FHDOCKE ARIANE K. Xfgm T
A8 FH 90 XA AR 7E 5% 0L A 5 o e 7 A DIDS 1Y fig
J1N 20 [ G 2 VAl R DL d i I A AR A
MIDOCKSF LBk [, H S FFBAHICD27. Th174H i
FISTAT 3% R A R e SR 22 12 ™. ik 4k, 7EDIDS
hOR BT 4 R F-CXCL10. CSF3. CCL22. CX-
3CLIMITNF-a ) 3R 1A (1) 2 35 1 75 5%, 1X 7] g 5 UK
YL RV E ) 5 JPE B . CXCL10AITNF-0/2 [X 73
DIDSHURE R P J7 98 38 1 55 BLAE W bs 4, T EGF
AL W RE BV Rz 98 s B AE bR B “CXCL10,
TNF-o. EGF”8 B [ 4= W br & ) b e T i — At
FEMVESr RS, WITE R WA 02 W fIX 2 DIDS 5 4F
IR B 98 10 ol bk B 4 B 7 R J5 R 1 T S )
KRB PEAL SCRF 7 DIDSHZ W, B T D RE I
T-DIDSH g (1712 W7 22 6 F Y, NAMEKATA %!
& T K TDOCKSHE: K (54~ i B 17K
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T AA R AHDOCKSH A 58 42 2k 25 ek [ RF ik
R, SR T B SR B SIS W E . B4,
DOCKS8 i P i8¢ % 48 7 1] fig S HIES . =ilgE-r=i V8
P AL 200 38 22 i PR AR AR i ERI 1
3.3 DIDSHIETT

DIDS i PR 45 1iF 388 &5 2= i 5 B[R] 2% Ak, T 5
MERBEHE. W, RERIERINRZE S
TAREY K. B EHPVIER Y] A S SR 41 H
EBVAZHIAE T RE S BUM IR 18 MR sk
A] 85 B P B A R A ALY, 3 #0418 o
FIIE T ME B DA R TR XK. DIDSHI VA JT 6 3% 1
TERREAZNM PUER. PURE. PIERESH
697 T B LA S Od 1T 40 Mg # 1 (hematopoietic stem
cell transplant, HSCT)*¥, HSCT A H fiME—fREREIA &
DIDSH)F-B. fEHSCTIAYT Ja, DIDS & # [ & 4L 2
F5 75 7 B MR K PRI, HSCTTEIR KARFE b kst
T DIDS &2 R N 2 Bl 6o e 240 A K T BE RN /K P, A48
CD4" T4 Mo 47 1, CD4* T#4H i 1IE & 74k . Thil
AITh1 748 Jif DR 5~ () 38 i A B T 24045 il DIDS
F R AR LR RS LA, DOCKS8HR 2K 1)
CD8" THH I ] P 5 J3 A I 7 A= 248 i DR - 05 40 i A
Ji, XKk D HSCT G IR EE . WF 90 R I, HSCT
A LA K 2 $H DOCK 8k 25 51 2 0 bk B2 4T it 26
AN S Ak B, (L RE L DA T 5 I () 5612,

4 LEBHRE

25 _FFrik, DOCK87E 4 Cded2 ¥HF 7+ YEGEF, &
B g% RGNE 54 T AP T RE R b R 4% B EE
R, HAEY 2 Dhee m 3G LS & A Mg s . 3
Bt 27 AR SR G 3 AT il A PR A R = 2 2 [
IR A U DA R TN I BT I 15 5 4% SR
% . DOCKSTEAFINIE FilEgH, Z5E 51430
AR 3-S5 B 10 T 6 2 M 4 Y v 4 S N T 3 ol B
PEGRIE . %8 BRWASp LA A H N4, A B
F 4 7 J2 1 _E 1) BIDOCK 8 1 F- 47 1] 4 125 40
YA A IhRE S 5@ . 1M H., DOCKS7E H At
o P2 4 R B 145 5 A% DL X DOCK 8 Ui BiX 2 #%
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