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[ Abstract])

Currently, there are various methods involved with vaccine and therapy for influenza infections. However,
the related measures play the weak roles in preventing influenza epidemics in the world. The number of patients infected
with influenza virus remains high each year,and the proportion of influenza B is also increasing year by year. However,as
immune responses toward IBV are largely understudied compared to that of IAV,it is necessary to deeply investigate the
roles of innate immune response in the life cycle of IBV for better understanding the interaction between innate immune
responses and the steps of IBV life cycle and providing some valuable references in clinictherapy. Serving as an important
defense line against viral infection,innate immune system can stimulate a series of cellular signals to precisely aim to every

step of IBV infection, including viral binding. entry, ribonucleoprotein input / output for nucleus and viral assembly.

Systemic researches on innate immune system mediated

signal pathways will benefit for understanding the

characterizations of antiviral responses to IBV infection and providing some ideal targets for antiviral strategy.
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2 TAEFHFEX H TAV 5 IBV gy B 5 1K 0 5 B A 28 4 56 1)
B 928 A1 B 7K T 25 S 5 R R L TBV 7R A1 A I ik T 40 i 5
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Fig. 1 Replication cycle of influenza B virus
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Fig. 2 The role of intracellular innate immune response
in resisting IBV
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BE L REAAY H BRAE R K 26 84y o . MDCK 200 ifg 3% 2% 52 %6 /)N U
P ISG15 Xf IBV NSI & [ 9 % 58 15 4 78 A o™ . 1BV
NS1 2 [ 09 9o 28 6 5% 2E ) 2 ) R 32 7% BHIIE N 5L A8 4 5 25 4
K UL B G BE VG YT J5 T (5T 6 B AR TR 48 IBV NS K (1Y #H 56
WEFEK R i FRIATT IBV IR e B 42 0 S i
3.4 BAREIBV #F BEGHh FEHIURHESERN
a7 e, o i R DN A i R R R A 0 B I R A AT e )
—3, IBV EHFAEFYEMFREIWEREAMTIR P 0L
2 F G G RN T8, Horh, TR S 09 BUEE RNA R

i 25 1 % BF (double-stranded RNA-dependent protein kinase,

PKROTERLE IBV 3 8 B R EH ZAFE RN . IBV 75 /&

PR T A 5 B MR IL A B A RNA, vRNP & & ¥ T LU

A AEE PKR AT, 4R 1 IBV 9 NS1 9 X6 RNA 45 4 45

e PACT A A LIS PKR E & WS G )5 BOsE KA1

ZEHA A SRR AT S B LR IEE T 2(elF-20) 1 o« T

HEWERRAL . eIF-2a MY W R 16 23 BHL 55 993 2 A1 40 0 25 5 BT & iy

R, R T PKR b 1BV 5 PR 5 S 4 28 1 R s

Hsp40 A] Ll F 5 PKR A8 4% 8 B p58 (IPK) 5 4, AT X

PKR - 5 (1 [ A e (55 Mg ST RE, 5 IAV I M2 518

H3% PKR 5 LA L. 1BV B9 M2 & (383 5 IPK # 4%

G kR Hspd0 5 IPK Z-A YRR E T - e 45 20 PKR %

B AL Fn IBY G g g st . 25 - IR B S (2'-
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