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Yuzhang Wu Defined new sub-group of CD8+ T cell

[Nature RN B =FHERYREFEWAZSE ERER TR SUR — TUE LR, #t
SE ST —FE CO8+T SHARIEAE, B 1 HAMHI R R R AL X —RIA BT
iEﬁH P99 T A R I SR IR TS, J9ARIA HIV, ZHFEFR VR R AL SR At T8 AT RE

e b B AR

EX IO FE A, BE AT, 78 Wbk B 20 J 1 ik 26 MG i 58 95 2 Clymphocytic
choriomeningitis virus , LCMV) 848G i /N i, RIE LI T 324K CXCRS ff] eCD8+ T
0 PR YRS i s B A B OCBEIAE A o IX 48 CXCR5+CD8+ T Afils =S e ir T B 4fl
FEL (B-cell follicles) .

W5 N A ELEL T CXCRS+ F1 CXCRS- CD8+ T 4t (K& AUAI TS RE - 51 AJE H K /&, 5 CXCRS-
WEEEFHEL, CXCR5+CD8+ T 4lffuil 1 SR/ ¥ 244 7+ PD-1 A1 Tim-3, DAK
B S KSE IR 2 T KLRGL.

N T AP R B AE D RE  IRASSE T ZE R, AFFENDUEAT T RNA M. 251
KIL, CXCRS+EHEL CXCR5-WVHF[) IR RBEBAZE R AEH Ko BARKYL, CXCR5+IHE
HJE DR GBS 1) TNF KOG ER (A S L2 ik, ARSI 72 =& o X 3R 7 N4
LB AN TR 40 IR

LAk, W, R T 408 4 R 5 T e I G /N BRES, CXCR5+CD8+ T 4l i MF
FEEL CXCRS-MEFER I H B U VR T I 11 b4k, BEE P PD-L1 J7 VLN B B & e
AT RIS



X—HFFCIESE, TEMS M a e A, 1d2/E2A FhBRSD9 BREE 7% CD8 T 41 /b A
[ [] CXCR5+F1 CXCR5-EE. CXCR5-CD8+ T AHffifir T T 4HffL[X (T cell zone) , 2™ 5
SEANFIEOA S e, SR H ™ B I #E% (exhaustion)

AHELZ R, CXCR5+CD8+ T 4l il 24 2 B AUV o 31X — X3 A 470 ) P AR 152 55 5
BT 1T IX R RN 25 T RE P 5 2

AL, FEE 1d2 KA, CXCRS+ CD8+ T 4 fif fr & th £ 4% 5. CXCR5- CD8+ T 4Hififl. #F
FAESL, X PG B CXCRS- CD8+ T B E U4 d ;. =57 B 41 e )5,
EATREHE TE A RIS B B e e 4

WL R, HIV RF2ME CXCR5+CD8+ T i 4k i £2 5l 2 $8 [n) E2A/1d2 il B2 58 A 0thid Br
HIV B, Ak, 25 RE RS M BB A e 2 R KRR 3L T T g ke plil,
X TRURIF T AT RE A E S8 T VAT RGBT IR B Y o

Follicular CXCR5-expressing CD8+ T cells curtail chronic viral

naulr e infection

JEVE CXCR5 FiX CDS + T ZH & 18 1455 B Ak e
BEFEERFERESE . MRS LKA
2016 49 H 15 H

doi:10.1038/nature19317

Abstract

During chronic viral infection, virus-specific CD8+ T cells become exhausted, exhibit poor
effector function and lose memory potential. However, exhausted CD8+ T cells can still
contain viral replication in chronic infections, although the mechanism of this containment is
largely unknown. Here we show that a subset of exhausted CD8+ T cells expressing the
chemokine receptor CXCR5 has a critical role in the control of viral replication in mice that
were chronically infected with lymphocytic choriomeningitis virus (LCMV). These CXCR5+
CD8+ T cells were able to migrate into B-cell follicles, expressed lower levels of inhibitory
receptors and exhibited more potent cytotoxicity than the CXCR5+ subset. Furthermore, we
identified the Id2—E2A signalling axis as an important regulator of the generation of this
subset. In patients with HIV, we also identified a virus-specific CXCR5+ CD8+ T-cell subset,
and its number was inversely correlated with viral load. The CXCR5+ subset showed greater
therapeutic potential than the CXCR5+ subset when adoptively transferred to chronically
infected mice, and exhibited synergistic reduction of viral load when combined with
anti-PD-L1 treatment. This study defines a unique subset of exhausted CD8+ T cells that has

a pivotal role in the control of viral replication during chronic viral infection.


http://www.nature.com/nature/journal/v537/n7620/full/nature19317.html

	吴玉章定义新的CD8＋ T细胞亚群
	Yuzhang Wu Defined new sub-group of CD8＋ T cell

