2016-02-17 17:26:00
http://www.cnki.net/kems/detail/31.2035.Q.20160217.1726.004.html

Fh 40 2 402 244 Chinese Journal of Cell Biology 2016, 38(2): 127-134 DOI: 10.11844/cjcb.2016.02.9002
TFALEIR

EXELSBEGRELE T RE@LL R @B L L P LS
B, ok XM m LR Bh i) — K F T4 T m R FE M 4T (cell adhesion
molecule, CAM), £ ¥ # 4% (integrin) R 5 2 R T2 — £ FM o F. &
s ey AR T, A F AT AN, HAHIAE. PRt
T EESEARRSRAEFTIL. RNGFFR AR E AL SUE A EAD X 49
FoHFNARAERL S TG, BEHFR @M 5T 5 KAtk ey in
A BERLINFOE TS, THESTEICEMILEH L& mILR
A KRB AEER AR W9 R AE], FARSGE S SRR 69T T k.
http://www.sibcb.ac.cn/Pl.asp?id=3

& xSk B RRFA M 5 1 B RV IR R AL H

WK KAE MR RO
(AN R A S, TR IERRE B2 T 40 R s RO,
o R B Lt AR ML S AR BESUR, ik 200031)

WE AARIIRZEMEA N FE. REFRR, Z AR RF LA KE G o) —FF 5 589
A IR R B R, R AT E b AT A4S B R B BB R E KA, m 3 e 5 gk RAKEE
fik G AR TR T R, £ B AL S e IF AR L R AT KR E 2R . B AAHNE
R RAFHAR B B b) K F, AR E I E) FE 5 2 BN T, BRI LA E A 4 5B 2 4o
TR B Bk € 40 0L 3R o 8 1) R 2 L, SRS v B B dm L i 5 oy B i R AR AR L 69 S JE T B
KA ORI R R AN 4 E M ST

Function and Mechanism of Fever in Regulating
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Abstract Fever is a complex physiologic response to bacterial/viral infection and inflammation. Fever
is critical for the maintenance of immune homeostasis and immune surveillance by promoting recruitment of
lymphocytes into secondary lymphoid organs or inflammatory sites in order to productively encounter foreign

antigens. Herein, we review the functions of fever in regulating immune response and its underlying mechanism.
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We mainly focus on the current understanding on how fever-range thermal stress influences lymphocytes or

vascular endothelial cells and finally helps lymphocytes adhesion and extravasation to promote immune responses.
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Under normal temperatures, lymphocytes entry across HEVs involves a highly ordered sequence of adhesion events that includes tethering and rolling
along vessel walls, chemokine-dependent activation, firm arrest, and transendothelial migration. Distinct adhesion moleculars expressed on lymphocytes
interacting with respective ligands on vascular endothelial cells mediate the different procedures. While, fever-range thermal stress enhances the
functions mediated by L-selectin and a4 integrins. Fever also promotes the expression of ICAM-1 and CCL21 on HEVs to help lymphocytes
extravasation mediated by LFA-1. In this process, IL-6/sIL6-Ra trans-signaling pathway plays a vital role in promoting the function of L-selectin and
upregulating the expression of [CAM-1.

Bl EEEMAREE AR SIEME T ik B4 E S R EHLH

Fig.1 Distinct mechanisms of lymphocytes extravasation under normal temperatures and fever-range thermal stress
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