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Advances in application of Jurkat cell model in research on infectious diseases
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Abstract: Infectious diseases can be caused by multiple pathogens, which can produce specific immune response

in human body. The immune response produced by T cells is cellular immunity, which plays an important role in the
anti-infection process of human body, and can participate in immunological protection and cause immunopathology. The
outcome of various infectious diseases is closely related to cellular immune function, especially the function of T cells.
Jurkat cells belong to the human acute T lymphocyte leukemia cell line. Jurkat cell model can simulate the function T

lymphocytes, so it is widely used in the in vitro studies of T cell signal transduction, cytokines, and receptor expression,

and can provide reference and guidance for the treatment of various infectious diseases and the research on their

pathogenesis. The Jurkat cell model has been widely used in the in vitro studies of viral diseases and atypical pathogens,

but parasitic infection studies using the Jurkat cell model are still rare. This article reviews advances in the application of

Jurkat cell model in the research on infectious diseases.

[Chin J Contemp Pediatr, 2018, 20(3): 236-242]
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MR A AR B PR ST S, U HAE N G i s s 57

( human immunodeficiency virus, HIV ) Fll AZSF T
MG E: (human T-cell leukemia virus, HTLV ) J&
YL LIS 5 W SERE S B 2 s AT AR
SR T o ST SRR AT R SMIT S,
Jurkat NI Y 27 A HUBGLOTSE B 0. A
SCHIE Jurkat 20 AR 7RG P B BIF 5 Hh Y B
HEEHATERR

1 Jurkat {AfmRY4S1E

Jurkat Zfi fif J& - O S0ME T bk B 40 iR 1 o 2
ML 7 AR AR AR, KAy T R A0
Mz, 720 el 70 AFAORM—%4 14 X /9 T KL
20 60 00 2 P SR G B P B ok Jurkat
AR PR R T NS T bk L AR A A R, ki
Pis A AN BEAE R BT T3 e BEHUARTS 5 Al - A
K EHMMA ZE -2 (interleukin-2, 11-2) . IL-2 X
2 T AN A A T, A T AR89 A KA
+, JFAI{R G 1 B 40 AR, R A S N A
A S, WS HHURSR & AR W
Jurkat AR AE K, ARSIV E, BT
AR, AR R BRI, B SRR 28T
S ) A MRS, A AR A S Uk B A A
WA T LSS, TEH AR R R A 52, LD,
TE T Ik U 200 i e e A 3 Ul 0 FH B )12 1192 Jurkeat
E6-1 A Ikk, AR SE IR 1 Jurkat 40 i 58 2 57
WIS Ty S A5 L R R A

2 Jurkat ZBAEREEY 7R B M AR T ST Y
M H
2.1 Jurkat ARERREYEE HIV RELRE 5T FR O R A
HIV SR AR S BEBRFA 25 5 E A RE, 1455
PEARAD CDA'T R EL AN, 51 CDA'T 40 i ¥t it
TP AN BEIEAT RN, LA R4 B 5 i i 4
PEWE , T B R A

Fas fHCVESE T- 25 A0 S 26 U RE AR LA X 1B
T AR g A 25 1 ( Fas associated death domain like
IL-1B convening enzyme inhibitory protein, FLIP ) J&
— P AT ST A B 8 1 BT, o-FLIPL 2 HOE
Bz —, AISESPEgE A Fas MCHET- 454938 ( Fas

associated death domain, FADD ) &3 T-PIHIVER .
c-FLIPL 3 L 305 2 1 -2 SRy i ¢, LU
HIAE Jurkat ZH0 P Y HIV-1 gp120 5 R 1 Bax 4
SR T, P2 ESE T gpl20 7643 an
c-FLIPL {925, e HIV-1 BYe5 A T-40
Mgt i EEAMEM Y, Tan %5 P 2 &
() Jurkat 20 Mg 25T FLIP k4081 HIV-1 &2 i 1)
L, S55320], o-FLIPL TIHE7E 2 A3 rhp i
HIV-1 &6 5, 3553 ZPEZBR (ribonucleic
acid, RNA ) B, Bk, BHifES . Wang %1
WFSE T 758G HIV-1 F1 HIV-2 1 Jurkat 20 i v 5
UM YR T AH S B UK AR A, 7E Jurkat 20 i
Bel-xL 5§, FLIP [ 363k 0] S 806 HIV 9% 75 & il 19 i
FAM . HTLV-2 B9 5 S AT IR )5 HIV-1 1
Y, FADD B — Ak H, HEET 2k
Fas S5 B A0 T3 i h B B (R 514 5
YEH . Wang %6 PUBFSEAE Jurkat 40 3 b & 5% FADD
X HIV-1 A /e, 25838 W] FADD fE
fa FAETT-H A, SET HIV-1 &5 M5 a &
FVEH, JR T3 S AR AT sk HIV-1 52 RS

7E HIV-1 8% J (1% Jurkat 28 L, HIV-1 3R
TR 118 S ) T e R R R B BTG, O e A
PR30 B T ANMIRIE R A ), Ren 55 a3
HIV-1 PR ERYL 11 Jurkat 2050 2 40 i e 35
o FH AR AT 8 SRS 2551 E A S D A fl S A 28
gt L el O = 0 Y 7 N P B S VA K s
PRIBGL () HIV-1 FE AL Lu 25 ™5l 5 Jurkat 20 i
BETUBIF ST R 0, T 85 Ky 358 R R i & 235 4 38 400+ 55
OTXO015 A 3o 1F P4 S 2 A R 7 b E B s i IR
YL HIV-1, HATRESEPL HIV-1 I RERYSHI T Y
— PR L)

Dahabieh 25 P i F Jurkat 21 A5 AU BIF 5% & R
FERE G I ], 200 6 P 80T DR S TN A G S R T -k
() 2l AT 5 | L i A A et ) HIV-1 B, 7
Jurkat Z0 0 FNS M AR EL AL, TL-1B 1 1L-18 7]
i HIV-1 B, AT RE R AR R TS S
Z 5T cap-3 MG R R I BIVEH ", HIV-1 Tat 78
20 LS5 A ARSI T Jurkeat 20 X6 i g PR SRE AR
JE7s I AN ARAE T B Y Amet 2 1 S A (5
FH Jurkat 0 BRI ST 30, HIV-1 R0 1] A
20 3 TR R IMA S 91T R ok b B A AR A
ARV AR, IT0f ORI B2 M AL et . WL B R 1ot
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JULIEE f fie = ] B ARG A5 e Pk HIV-1 [ 7=, TR
BERLF R AMA R Bt U . Do 25 ™ Jurkat 21
JORRIRIETE K30, HIV-1 FG 72 5 il 1) = 4 A% i
N T S5 IEELS, 1Xse g i 5 R
AR RN HIV PREAL A DG, AR BRI
T P SE AR AR FTE FCAIL 1 T R B AL 4% o
2.2 Jurkat ZARAHERITE HTLV Bimf s shay R A

HTLV 43> T #9 (HTLV- 1 ) F1 A ( HTLV-
), 4355 R MO T 20 A s Ak e R Y
g JE A, HTLV- 1 Al3E G it . 3 S sl 1 fioh 4
ALK, WA GEL . 77l ol L 55 1 B L% .

Tax & AT Jsz 20 s 1 194 K v 5. 42 7 971
(long terminal repeat, LTR ) 175 3= 20 ffd 5k A 1 %
S, CFEUT AU RETE . Ak, A R B L
oS TSR], HTLV-1 Tax & [ Al 006 XA 5
() mRNA [ f# ", Wang 45 V3 i Jurkat 41 fifg #55
RIRIESGE B, HTLV-1 Tax f#ERXT A WAL A o-FLIP
FEMIEE, X PE A B T T A2 RN &
IR IR T 4 U2 W R 5 L Y Tax 15 L1
A Jurkat LI T 208 A9 A= R A6 7528 c-Jun 203
R i A -1 A, R e-Jun 220 R Ui U -1
Xif Tax A58 Jurkat [ L5520 BIE A 2 A G 1),
Alais 25 " il H Jurkat LTR- 2¢5¢Z lFa% Jurkat LTR-
LR DO B TR ML [R5 57 HTLV-1 ek 17
FERHT, PIE S Tax 235, Kusano &5 " fiff
FH Jurkat 4 K FCAh 240 i R A GE &30, MyoD il
REEMWBE AT 5 HTLV-1 Tax 5 S A E AR,
P38 2k A ST A4 1) 43 A RIS P4 > 7 [ 815 Tax
1) e S DI RE

HTLV-1 bZIP & —F iy B R 41 fa Bk a3 B
FMEE GRS A R EE AR 1, AT Tax A S A0
B PR R RO AR R R R G SR M, 7E HTLV-1
FOWHLE %5 B EA/ER . Tanka-Nakanishi 45 !
L Jurkat 40 A RIATSE & 3K, HTLV-1 bZIP
PR3 s P L XSk B 1 O3A B I RE A AR HAY &
fifi Bim 1 FasL B A6 sk 32401, BHWT A0 T
PIMESE HTLV-1 JB&YL ) T 404858 . Takiuchi %
i Jurkat A0ARAR IR SE & B, HTLV-1 bZIP HF
T AU BN T A0 A I 40 A A% R R -1
(R DR il 1 I — A AR AZ IR R IR — R 1
126K, HTLV-1 bZIP/ BIFFIR R -1/ s 2k — A
FHRZ PR B R R RE 1 3O O T 401 1 I

AL TR RS, JEVTREMERE T RN T 41
FA 00375 S50 ML) %) 3 PR AR R e

Nakamura 2 """ (87 Jurkat 40 i Az HoAth 20 i 5
W5 & B, HTLV-1 B2 Gs i iR b R 20 i vl i
AHAMIIRE, JFA S TR LE A IE RS R
A R /NE SR . Gross 25 P 1 a8 i Jurkat
MRS RUBIFSE R0, HTLV-1 125 7 15 3240 5 5
() RIS o 2R 11 SR AR o B TR TR 200 B ) A 475
2.3 Jurkat AR BERFERS 71 BREHR
9 Rz F

W 38 %5 75 71 % (enterovirus 71, EV71) J&
LR ILF R DR A EERE R Z —, ]
S R AR 2R RGP, B RE K TR
)R W R o 1 e L S R o
2008 47 LT 2 FHRLE SR e BRI YL
FEAATRZE 2 EVT1 YL Jurkat 40, & BT 5]
2 Jurkat 4 L 98 17 95 20 Jurkat 20 643 206 40
T IL-2, T -1, 10-6 1 IL-10 AUAE ) T F%,
UER EVT1 8BS X LA S i DI RE A2 2 2 7
M), ANMEREES T A IET, BrT5E T 4
I 4 05 24 L DR - 1 B 7 B AR, DT 38 e et R Ty
RESIA S S0 RE 2500 T KEL4AM . Chen %5 1 1]
EV71 8% Jurkat 20 i % B0 AT i) 344 98 14 4 A X -
A=A, AR YR BE R 1 o T 58 200 e 3 74 41 i
T, FF175 5 W 200 e S S 10 76 PR mRINA 9 MK
LA AR, BEREE RN, i EVT1 G 7
935 200 FEL 75 3 1) P8 SR AE PR o AR IE IE A4H JEE FHE 1
FIR T 774, TREAE EVT1 RL a5 | # e 4 v
MM T 2% % o Toll 3244 ( Toll-like receptors,
TLR ) 7EARTF e A HIER, WIR# RS
PRGN A AR AR P 2o Jurkat 20
FERIBF 5T TLR 76 EV71 8 AT 4i i b i) 3k 1
oL, BRIHAE EVT1 BURE ROV HLHI T Ve . BF
S5 R, EVT1 &Y Jurkat 40 0 J5 TLR7 mRNA #l
MyD88 £ [ iy FR ik 3, Bl EV71 F 2 it
TLR7 # S 6 M40 e Uil , TLR7 R IR 45 538 i
PSSR AR R, 5 AR KR
RINFZ 5B EIAE ROV LT R
2.4 Jurkat ZARAEEIZE EB SRS BT R A

EB 975 ( Epstein-Barr virus, EBV ) B 2%
oV b e Gn S5 R A R 2 — R A
1A Y b B 20 L RN B bk EL 4 L. EBV B AfA
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J BB E0T b B 40 R LR RS A kA . e
IS INTE T PR EBV B L (B35 CD8'T 4 Jf 11 L
i34, oI CD8'CD38™ 18y IV e B I 19 5
Siddiquey 55 i ] Jurkat 2 fitd & HoAth 48 it 3R AF 5%
RSt A BT VE AT, & SR S v ol 5 15 5
20 L 9] T 4 B R B RELIRY X EBV AHOCHY T 4 A
FE SRR 4IM (natural killer cell, NK ) kA
BEWMMEIER, T RERCAIRIT 7 R0 5 —Fb
¥, Kawada 25 27V (i F Jurkat 40 B0 A2 H: Al 40 it
WG RIEELS Y, 78 % 5w A A R
7E EBV AHSCHY T 40 M AT NK 40 At bk 457 40 it v mp
5 40 S S0 L e O B o e AR G, R — R AR A
IS 19 20 R A7 9 . Huang %5 Y 3 4 Jurkat
N MR AU 5T &% BE, EBV Zi 5 A miR-BART20-5p
F miR-BARTS 38 i #ll i y- T 9t & (interferon-y,
IFN-y ) STAT! 38 i 51 82 5 NK 4 A bk B4 90 i) 9 78
HERE . Chen 25 ™ fifi ] Jurkat 41 M5 RURFSE 4 PR,
miRNA-150 [ F- 3235 Al 3l 1 e-Myb 9 (40 I 55 %
753 EBV FHPEA R CUR 1) 71k
2.5 Jurkat £ i 45 B 7£ 571 2 BT oK B2 B 5T R Y
N FH

SR BT K P AR 4l R A8 A8 AT 43 Sy 0 A 1
AR ERY], FEFAETERmN, FHERK
CUREEROK A5 98, FE—E 550 R AT i 2 i
Jiti o R MAPRAEE ZR S IAER AL, T stz AU
Teixeira 45 P 38 3 Jurkat 40 MO RUAIF 5T o i 3 iR
SRR DK 5 DR A AR T E M Clg A
IR EEER RN E ], 2R Clq A E8hE4s
AR T UAE AT T- AN AR 2, BT e
KEEEIER, 207 — R LR MR REEE
KRG, Bk BB R R AL -3- S A
FII C 78 FhRi BT oK B 5 | e 9 4 i 8 1~ 2 1 il R
MAGE Y Jurkat AR TG AR B,
2.6 Jurkat ISR AR BT R R EBRAH RS
I Rz A

PRI R N BUF R 5 (hepatitis C virus,
HCV ) F 258 i MG Hs, PR GexE LA 05
BRI EE . HCV R0 8 AT 5200 1 3 20 JfL 0 T 4
ERGINIIRE, 78 HCV B & 4 . 12tk
DL KA 3 40 B A PR 2 A A o AR vl AR
HCV 08 AR 55 R IS AL T 40 A% N TR 5% 0
AR O i e L N B O DA E o~ 3 v EAE DO

AL FE R 3R HOV A0 8 1Y Jurkat 20 0087 19
ey i P Dominguez-Villar s BV R 9y IF 36
ik HCV B CD4' Jurkat 4 XSk &8 A
3 RIS I RERY AR, K ERIA HCV %0
B Jurkat 408 5 AT LGSk S8R 3 R4 i B
T bR EL AR AR LR 4 (9 BIE, FF el 90 CD4” A
CD8" T 4 ffd X}t CD3 Ht CD28 H| ¥ 1Y [ I o Park
25 BSE 3 Jurkat A0 OB BRI ST & BE, T 4RIk
() HIV-1 Nef 7] 38 8 S5 R 2 - I F 4558 HCV
MY, HIV-1 Nef S IE % s i F2 1) S HE A
R, W5 HCV SR8 7 G ) 4 i N A A
HIA R A T IR A R

2.7 Jurkat 4R RSB 7E H A B M RFA R A
W FH

271 RGRE B RIS R AR,
JRIE R LT B L) — B S AL e, AL e PEAR
SR, LA 9% RIS NGB RE RO RRE . B2
s Jei NAARTTARAT LA G fie 7o RRYZ e 2 3 2 00 1
I EEL 40 3 A 5 R 0 A e s Bl . Parrula 55 )
R Jurkat 20 i X A A0 i R AFSE R B, TR
YLK 5365 Pl 4 ek T 28040 2% S E 7 1)
BRI R, WYE T AT 2 vk b 40 i
AT AR BT s B e s A AR . Achard
S PRI R B, VAR BRI A o N
NI 2% A4 2€ 21 i AT 1755 Jurkat 20 0 % A i P ed 3R
FEH T A S T35 SRR S A i -, 25

IR M I A 50 ML A7 A M =g VR T AT e S S50
I 9e B8 S o

272 R¥WERE  BREHRERETIE AL
R sy = Az B i B ZUPE AL e,
AL RIE 50%~90% , BOAEIEHE FEZ AR, L
FEZE . ARIMAS AR e ol 2 A A B =il . R
N TE M RETE Bk A R IR A, BENTE
TR MG MR HE R R S . Wolf 45 17
i Jurkat 20 A5 A4 B 5% 352 T r o 25 T IA BE 2R
1T Y0 L 248 L0 T %) 68 0 R L 4 X 9 b P e
MR RRE J) o WP AR, AT R
MR a5 R SRIE I F - o o FET-SZ AR IR
R FAH SR T8 S RCAAR . ST Z KRB A E AR
SIHEMER /D Jurkat ZHHEA AT, AL, Jurkat 4
JHO T 5 2 B A R N Tk A R 48 R 1 85 6 g

WANSZ AT FEHEER 52

239~



2053
2018 4F- 3 A

b E %A ILA R E

Chin J Contemp Pediatr

Vol.20 No.3
Mar. 2018

273 MiFEFAHEBRE  WEEAREE MG
JEEE, S A I B IS, SHEARIESE/ N RNA SN .
AT B B IR AT 5 ERARHAE AL Y R R o
A IR R O R 2 - EERZRETE .
JEF A& W AP IR 98 o Al 5 AT 0 R R ML
IEEIESLSE L R A Beds RN NI Al
G g7, Shim %5 PY 3 i Jurkat 40 iR RUAIF O &
B, MIEEET R B 41 3 AUAT it cAMP/Rapl 38
O T 2 B3R T 2R A A IR 2 A B B AE DG -1,
P T AT LA 23R, 4 VP2-cAMP-
Rap1- Itk B 200 [ D) BB AH SCHT . -1 % o] BB IR Y7 T
BEAT R B 4 3 RURGLIAE & O NLR I — I TER
I Y

274 FEjmAE R ERE R GRA
R R AR R, ARz, Ha
FEARRIANE, JErE AR ST AP .
T A9 5 B 5 5 RS RAERE (1) R AL 85 5 A A
PR, A4 E, ol LIE 3RS
B RACIRTERY S0P ST, Melana 25 2 WF 5% 4= 995
R 5EAR Y Vp811 RFELIEYE Jurkat LAY /3 FHFE,
gt B BLIL-2. IL-2Ro Ml TL-6 (1) 3 3K 384 Jin, i
IL-1B A1 IFN-y W I3, Jf Al 512 HIV-1 LTR %
DRI AR ST, AT DR T B FNTS AL T 4 A A
T s, RARERPAEERGTEES S5
R AN 240 M 2 s

2.7.5 M EFFMA IR AEAAT] 53R TwAR .,
RN 3 AN YR, TwAR XTHIEI R G4 SUR
P, e RS St v S A R AT 42
ili 56 A< JEAR IR 5 225 1B LA T U T 40 it 0 48 i
Bo g2 OV E IR S e, 2 R8s Rraik
. Kobayashi % " i} T7E R H 2 M ILERIA A
I L Jurkat 200 il 58 A T AR 1) 285 B AR A HIL
il o BEAb, ili RAC ARG FT A ] Jurkat 20 a5
PEA 15 F2 41 p70S6K 1) Thr389 il ik 1k 28 i '),
TFN-y AT GE RN . I s AR A el F9 )5 56
SR ST AR R T, Tshida 25 YA g il 4 AR LA
TEN Jurkat 4 FPORSZ THER 9456, IEN-y JFA
AT EEL 40 6 T 53 Ml 5 A SRR, T T R A il 4%
A AR HE T — AR 7 R 10k k[ AT G g8 S
IZW A SR EAE R AR S

2.7.6 WERRRA YRR — TR
WA MMA Y, BT 5 R ik

JEEAE | AR A B T SRS R o U0 L4 PR 28 I A9
YRR A SRR AT 3 Jurkat 20 9 P G028 A 5 Y 5 U
N ANEREANHLEHTRAE T ™. Kubo 55 ™1 FHLAE
B Jurkat 4 EE 7 VIR AR JFAA 12 137 B R gLpsit
RIS IR A S5 A 3 3 vk U 400 oz 5l o) 2H U4 1
SRt RO

3 itig

Jurkat 20 HOBEAY AT AEADL T Uk L A0 MO 2 RE, L
A Gy W FRFRIEAGE I i, AT s S B sy Fn A
PRFRA BT, A% 4 1) 52 56 2 A7 PT84 o 28 1) ]
Fetke SR, F T 41 23R 20 i o A 5 k37 AR A7 7
NLHFRIEE T, SN A A B 25 5+
PR FRATTAE AR S0 35 55 4 M VR S 36 %o I, %
P S A5 RN BAE T PR S, AN AT
TEERIME RN, B E R S AN
SEE R EE T, 5 WK A] BB T BON 45 R0 i B i R
I A IRES 1 AL, (] Jurkat 20 KA BF
GEIBRYL PRSI I R 5 T, A% L R e g A
il 2% B8 A0 R A AR AR P A R A s R T
AT RE . A I A0 20 B 3R 0 G o AR AL Y R
EATRER, WAATRES R ERRREA ., KHY)
e sk AR, A R T RE T B M - A AR )
LRI ERAE S, Z5 ENAR, Jurkat 4HHOBIALE )T
T T AR S 7 5 AR RSz AR 3Rak
DL K A IR B IR ST ML BT, RS
50 45 SR PR Sy ] LI ok L2 0 i 5 5 5 2 1) A
WESEFIRTIASE g, X5 229000 77 0] B 2 7% Fil 4

FAEH
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