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Abstract

T helper cells play an important role in
the immune modulation of human bodies.
According to the different cytokines secreted
by them, T helper cells can be divided into
two subgroups, named Thl and Th2, and they
participate in the modulation of cell-mediated
and humoral immune response respectively.
Thl and Th2 can affect immune patterns in
bodies by co-adjustment. Coming from the
common precursor cells (ThO), Thl and Th2
can commutate under the influence of different
cytokines and antigens. In normal physiological
condition, the immune function of Th1/Th2 is
in dynamic balance. Once the balance is broken,
organisms will be in morbid state.
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U TETE0 i (helper T cell, Th)XF AR K4 1%
ARy e e ¥ B EEOR AR, feth B
A0 AT, BRI R A T 40 R 1) 2 A A,
SENUAR N — S E B G AT A0 . AT A
W0/ BL3T4 T4 (424 T ACD4 T4 i) v
B, RILFILHT A R A2, BT 4r A Thi
AITh241 /e, Thi, Th2 &4 fe B R AE K %
% ARG AN CD4 apTCRTAN MV AE. 11 5 & 30
Th1FITh240 i by L (7 i 57 B 40 i ok i o, /i
G20 M slie T — 3 Rk, PR ThOAN fiig. 19914F
WEI 5 /N L3T4 T4 —#F, ACD4 T4 fuJn
AEAETh LA Th248 J P AN 2K, S5l IR, Kl
PR S5 Clnn B A 1) RIS W e s L A
— PR R Th2 AN, J5 3 n] b A A K
[A|-7-B(transforming growth factor B, TGF-B)J-45
PUTh1 40 LRI IL A S 2 40 Dh . A3 KX F
O3 UNEAR A K R T Th2 41 o #k S Th3 4 i, Jf
A TLE G S S Hh AP 57 e 1 1 R,

1 FHENUTRIREYE S S IE R R E S TDAE

Th4i i 72 fR 4 T RE 23 R — T4 v #f . 4
oW 4 W X1 I AN TR RS 23 ThO, Thl, Th2
ANTh3 448 Thi 4 i 3= 227090 A 40/ 3%
(interleukin, I1L)-2, F¥iZF (interferon, IFN)-y,
IFN-o, HRIRFEE F(tumor necrosis factor,
TNF)-B45, T2 T 40 75 M) 8 20 A R
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THE, 5. e TRIReVAREL R AoH = 1533
GRER R, SRENTIRE L, 2 s KR manas
RO 26 10 2, R JEREPE T, T S ThTho
RN AR 2 TR R AU N T (T 41, REhns Th4Bie Th24mie f;gz ﬁ; ilﬁ
[AIM, Thl 40 e AENUARDTIE Py IR Ak e b ke § CD30 - +++ R, PR
TR, Tha4i 5 B4MAIL-4, IL-5, IL-6R1 GO CCR5 CCR3 917 A£Th1/Th2

Tim-3 + _ m o o A& 22 Fe R
IL-10%5, = EEhfe ok R B A0 Hu s 5E I 7= A= fo s s AE A, JF AThl
KK [1G(immunoglobulin G, 1gG)1 A1 H & Bk i ig?ﬁjg?i
(F(immunoglobulin E, TeE)JUIk, SAAMGIER 28R MIOAINE Tk . SEmItsaE. 5l #RpT 2Bk

5. DRUThA0 M FR A Th3 40 HD, At kg 20 s K&
IL-4FIIL-104F, 25 KIETGF-B, H@EA%
WAIL-2FIFN-y, nJ LU N 85056 2 40 M (antigen
presenting cells, APC) & Th1 40 i ()35 PE, i 55%
FOHI4E . Thl, Th2 R Th3 48 J ) dh i A 40 B Tho
TR, AR AT 1) T 46 fp #K b Th
R R(Th cell precursor), AT i $22 fish 8K 5 %
241 M58 D e D T A s — i A B o RDIR S,
FRThOAH . ThOZH i BE 73 W Th1 24 4 i K -+
IL-2FTFN-y, X /W Th2 R 40 f K F1L-4, v 7E
ANEHE 5 R 236 Th1BRTh240 i, BR itk
Ak, ThURITh2 48 Ji 34 531 3 [+] (1) 48 Jf R -1 1L-3
FURL 41 1 A% 40 1 5 9% I B R - (granulocyte
monocyte-colony stimulating factor, GM-CSF).
ThURITh2 40 fu Bk /- s AN [l (R 40 A7, R PEAS
I 1) B B A I A, Al AT 25 B4t TR 4 1T 32 A4
HVFZ AR ASIR] )2 1 52 AR AR BLE A
S3 B Thl/Th240 W i 2 i br &4, 1y HE 4500
Th1/Th248 Jfox) — Lo 48 Ja PR (1) [ N g g, AT
WA Th/Th24 e il 7 A6 5 Dh e (K 1). &k
[K 132 4K C X CR-3MICCR-5 (1) 35 F&E Th1 44 i 1)
Frid(R2ERIE T Th14l M o T Hp2YE FIkae
AR, WA BRBGE SE R 13, CDy, 150, CD162,
CD49f/CD29%%), ififCCR-3, CCR-4, CCR-7#1
CCR-8H BEETh240 il ik, CD30tH H 5 Th241
A OGP, Thi g RRSE %k G e Bk LI R &=
3(T cell immunoglobulin mucin 3, Tim-3), F1]
RE T L 2 FLEE 25 5-9(Tim-3-galectin-9)i& /2411
THIT 20 A 52 1) S8 S N A5 S5 A1 J f iz i

Z0,

2 HENMTRREVBIR D AIB T iR

HUAARIEH I, ThiFITh240 JE ) GE AL T 3 &1 5
RAS, HEREHLAA IE 1A 40 M G 38 R4 R G 752 T
RE; BUASZ 2 CPUE G, ThUAITh240 i
T — N RE DR T, 5 — TR D RE BRI, %I
ZE A Thl/Th2E 8. Th1FITh244 i3 M Tho4H
JO AR Ak 1T >k, ThOZH 2 7] Th1E Th240 i Ak Ak rf
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JE R R S . Bt it 2 320 A i 1 2 7R % 4 i
ZARE FEA LAY R A R (major histocom-
pability complex, MHC)I¥)2EH1 ) #1555 55 2 Fh
DRI 2% 14 5 0 GO 5 o 40 M R 1 1 o2 52 iy
Thal AL K SSEE R 3. — A K, Thai A i iA
(Th cell precursor)/EPLIRIIHIELT, 7346k ]
B B 1 ThOAH i, 32E 1fil 76 AN [ PRI A 858 7, ThOZ4H
JO PR 434 ) Th1 B Th240 fiy.

2.1 B3R IR Arid 2 A -, IL-12811L-4
X ThO4H LI 6P oAb SR 1R 2B
W4 BT P R ITL-124E R, i SR kGt
F14303%, 3R ThoZi i i Th1 40 B /346" i
TEN A HUW, HINKT4H i AIDCHT ™4 [WIL-4, 1]
HEAEThOZH 434k A Th2 40 ffa. fun SRR 858 v ] B
AEAEIL-4FNTL-12, ThOZN i 1) T # Ak s Th2 4l
™, IL-1252 44 (IL-12R)B1£E Th1 A Th2 41 i #42%
I8, TMIL-12R B2IEFEPE KL T Th1 40 . A2
CD4 T g P 0% J5 R IBIL-12R, {HIL-4 0]
FPTHIIL-12RB27RIL, BHITIL- 120015 5 S, ffIL
AT T A ST AL I (STAT)-4 AN e b
WO, TR Th 40 i VE . TFN-yAE
WHIL-12R B2I1IE, ETh241 ik & 40, IFN-y
ARFLERIA, X LE A AT IR FEXTTL-12 3 25 R
1, TEIRIL-4XTL-12R B243 i3I FH . Th2
Ao b)E, BIFN-yRIAGRR, TL-455 4] T
Th240 fig_EIL-12RP2[ L, {2 K ZRTTL-121)
SR PRI, A G 7 Hh Th240 fitd ) 3% 4% 4 Thi
A, IR IR G, BRI T A Th2 41 i
HIAREW S, IFN-yZ A o, PHERI K, TFN-y
5 AR R PR 45 6 5 0N A5 5 4 5 - TF N-y
(STR-INF-y), STR-IFN-yX} T4 = 4= 35/
F. ThURITh2 40 Bl 47 INF-y 32 AR o, (2
IFN-ySZ Ak BEE L AEThOZN . Th240 M 20 il Pk
I, FETh1 421, Bk, BT Thigh
STR-INF-y ARV i 2 1 TFN-y s 2L )3 i
YEH; {HSTR-TFN-y£ETh240 g - ] s, BT
TFN-yXF Th240 i Sk /st 7 B8 b £ A
1L-4f81H 1 15 FSTATOIE, S 3 ThO Th2#k
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o &;’;;m ﬂ@gj TGATA-3[MHKIE, GATA-3TER /K- Th2  FUAIMRZRE2, W 0 Th1 BL40 8y~ (1L-2 A1

FZ 18 6948 I %
v BAER, B AT
FEWs R PRk
J AT A 25 AR RN
AR Ga B S 95 S
A — B AN
.

0 M A Ak, LN T 1252 7R pAE 1 ik
AT h 40 (¥ A4k, 2 Th2 48 f i i Aet .
IL-18A SIL-12thF, MM RIFN-yRIEH &
B, SERETh 2" TL-184F b —Fi i 28 V41 i
7, AU T N B I 4 e T 20 24
(I Kupfferdil jfd, {2 37E TeAITh1 40 M 38458, 15/ Th2
RN 1= EMFasti TS, HA24K AETh140
J R L BERIE. TL-1368 51L-42 a2 545 7,
WA Th23 1k TL-66E L1840 B K715 5 Fm 6 4
“F1(suppressor of cytokine signalingl, SOCS1)#
IETANEITh 734k, [ S LC D4 T4 i 5y
WIL-45 FTh2 04k, 4K B, TGF-BREWK
IFN-y# ik 54 B, 1 HETh W,

2.2 APC A 5Ok 40 fi(dendritic cell, DC) & &
HRAR A 2 APC, 7EThal i iR = iy % &
VR, BN SR IL- 1200 - ks, PR 240
PR W40 i o APCHY, Ath g RIS ThIf Th1 434k
HVOE, B AN 3 5 470 455 3 Th2 73 A AL
. NKH e L B2 K AP C A2 34T 5 ) 77
A IFN-yFIIL-12, IFN-yFITL- 1240 Th1 40 ffa = 4=
IFN-y, IFN-y X1 Z F 4 fluMHC- 1 28 HIMHC-
11285572k, TN IA BT i n) TAH i 11 52 34
TF N-yid 1755 H A 40 i 53908 350 98 1 40 Ha DT -~
WA A . TFN-y ] DAIRITL-41%) 733, FH1EThO
S i 17 Th2 48 L bl Ak, AH AR L B AP Chnie
KM 1 T b 4 M 55 52 0 B i R e A
KIRIL-4F1IL-10, FHITFN-yFIL-12f8 431, FH
WIThOZH A ) Th1 41 B (AR A", DC% 3 Tha i
I8 B 53 B RAS ORI R R B A O,
PGE2474E ] LD CAN i 40 AT L-12, {24 Th
AP Th2 46 B iE K, EPuies 2
1, DCAH M FI] 4T 40 i AH BAE H D C 4 1l 53
WATL-12) 7K 2 v 58 D CAl i S T40 i 401k
Ir] i OG5 R 3.

2.3 R EA AR HUFN Thal i) 70 A0t A7
PR, LR SR ST R ik, &
F KR R PR AR BETh2 4H i iR B, 5
ThURMHIEH. 52 L5 KM, BARFIE Pt
JECRMIG 3% A0 3 1D C 5 Thi i 18] A B A4 A7 Al
TR Th2 G SN, 1y HLAG IR & ) S5l
ORIV 1 T 440 1 5 4952 A T ) SR AN 5 s R T
Th2 S (1 & RN, Si4k, TR TESSYE 3 Th2
MM 51k, T2l s AT A (purified protein de-
rivative, PPD) = %475 5 Th1 41 g -1k

IFN-y) 17748, A {22k T h2 84 4 Jfd [X] - (IL-4
MITL-5) 0= Ay XCwops j2 s« 22,
25(OH)D3fE BETh2 0 AL TN Th [ 2%, T ARk
2= AR ME S A W] e Th o k.

2.5 FhW o F a9 AE R IR DO 40 I 17 Thi 40 i
PRI, A7 T S T A 40 e R G B 47 1
(intercellular adhesion molecule-1, IAM-1)F13k £
411 i B fig A T 5 - 1(lymphocyte function associ-
ated antigen-1, LFA-1)%5 L0034 7 5 Th14i i
RMAH N AR S, A BEAT ROBIE 2 T 17 Th2
M P bt s, oy AR T rIZh.

3 Th1/Th2R1Z BURF %55 (hepatitis B virus, HBV)
R

SR 5 I G I, 40 0 S 8 4 T 440 PR A0 5 s
BRI R A T, 0T h 2 2K A 5 LA )
SR HEVIAOC. IEHHUET, Thl/Th24b T
AT, Th1/Th2 A4 i) 32 B i A
)95 PR A, Th1/Th2 L2 15 P S HLAA B 15
A 50T R 0 R A A ) R R
AR Th 40 M RE o5 35, K i 328 4 i e 92 f
N, HEFERCD'8 TN ML AITETE, M i Bk 4 i v
B, (HL[R]S 300 T BT f 985 S N AT Jon = T
AR B0, W0 R Th24m i o5 LA, K A
G E SN, I 40 M S SN, AN B R P TR
B 40 fitd (cytotoxicity t lymphocyte, CTL)ZH it 11k
WG, HFA BT, Sk A BRE 2T s R
LR sR AN, 2 sa A AR S I CTLAIThe
JH SN, AR AEAR P 7 B R, g S N
TR5S, ASBEATIN ERE 5 1 A T 40 i S V. s 25
SN PRI 55 A 0 B RFSEAT AR ) R BRI LAY
JHF 98 975 5 5 g G JHF 40 B 1) T B M 4 i
B P, T4 M 3405 5 i 2 0 S g S N AT .
PCHHB VG J5 41 52 ThREAIC T & F 3 HBV
S E RN 2 T 2RI
LT B FE AR AEAE I ThL/Th2 40 i R 7 f7, .
A 1T e S TN AR 5 I Th e S %, H 2
AT 2 AN ] 4 H I 2R A 5 AP C I RE B P
AR WAL, Ak B BRE ST 4
AP JE LT A0 AT 2390 (¥ 40 A7 AT h 10 78 4R
H; BTS2 IFN-aifI7 18 1 O AT 28 i,
oA 52 4 N A I B A5 BRHBV I U 44
P Th1 2840 i 8+ {2 25 7 =, TR Th2 2640 il
K723 TR, Thai fe HTh2 LA 7 Thi
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PR AT P20 LHLHIAT B8 L AL R %O
Jit (hepatitis B core antigen, HBcAg) i 574 ) Th
A AR Y RETE FRHB VA T i s ge . 1 HL&
TEXTHBe A glKBOE N A I Th1 40 R fIXTHBeA g
JRBAT N I Th 14— 7R R, TN
Th1 48 AT LA J5 56 A7 25 1) Thil 40 i F 386 5.
HBcAg%h ¥ fGIL-10F k855, 1 7= A TFN-y ]
CD4 T M AR /D AN Th2 28 40 i K7 IL-10
(107 43 W0 18 00 LA T Th RS 40 0 DR 1 TL-2 14 43 3%,
[F] B T IL- 10X TL-2 55 Th 140 i IR 7 (1 5 P AE
F, SO0 e 0 390 LARX 9 2210 40 i S % T fig, i
JSCI B I FRE YL LT 98 R T TR (hepatitis
B surface antigen, HBsAg)HIHBcAg/HBeAgtL
AT AN TR 440 R TR, 3 90 AN ) 40 L DAL 1) 4
Fl, HBsA gl R IL-2, IL-10FITFN-y[f] 53, 1
HBcAg/HBeAglit H#HIL-10, TNF-oFIIFN-yf >
Az AR 9 TR AN e DR 1) 7R A AL
ARSENERE. HBVIEYThl, Th2/ 2 &M Thl/
Th2 [ LR AR AR N AP, 99 8 YL PBM CH 7
P Th1 AT h2 40 M 7= A 1422 B 1) 422 1R e S A
HAThBIRZ, S D, DR, AIHBVAAE
FENERR, FERREIRY. WRM, 18Y AT
BAETh240 M 7 3k A2, Priimiagi
et al™WiH, 181 £ T A L TFN-y FIIL-2 R 9k
JiE 55 1E 0k FROMH BTG S 35 P 22 5%, T AE RORETE
S BN TEN-yIR FE T, [ N Jiang er a/PYil it
IS FE 9 2 RSO A £ A A7 T A%
41 i (peripheral blood monouclear cells, PBMC)
AN CDA T WTFN-y, IL-4FTGF-BHI#E
KGO, WEWIE P LR R B EPBMCH Tho4l
J o 22 55, A8 AT 98 0 5 B0 I Th 140 i 1) o)
FHEm, WESIE I O B Th L LR 5)
T& P 2 FF S5 B 48 n, 17 Th248 M oE 3 2 Fl 9k
B YE O R F TP 2R, X HRico et al™
T 3ok 40 BRI AR 0 A AL, SR 58
(P PE AL RTHLAA AT 41 . PBMCHIB45 5 4i i
PRI 1) 300 S o B R L 5 DD (R R 3R BB 4 Th
FNTh2 40 D -1 Dl i A JE U5 5928 22 G 3 M
FEIRN, XFThURITh2 40 i 218 1k 20T &9 vk
(RO 1E PR AT S A TR T A7 3Rl 4 it D811 1)
92 25 L5 Th1/Th207 84 (1 2 i 5 ) 25 DA G, 1
S PR 7 (A5 5 I 4 e K A 27 52 A%, AT
W Z RS, T8 AR 718 15 Th A
Th2ff L], 5 al e HBVRIGIT 3t — AN
i, (AR L RE R R R,

S i) A T REAT IR AN RIS
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UL AE A Th1/Th2 40 i 52 W 2 D e A2 A0 5 9k
I 0% Z A F Uk Jie E I, X Se T ] D
BT ANZETh/Th240 B i) A= BRI ERAE T, I8
Th1ETh2 45 (1 G5 M0 I R VR T 32 it T
PR SR, BT A 40 B DR TR T R S
A A A, ASIRI 40 M B 7= o] LU= 2 A [ (4
FH, 17 T3] — > 4 6 BT 75 AS ] 7 4 B 0 AN ) 4%
PERIREE = A AR S AR . 0 — o 4 ff LA
T B — AR, 1 A D A Gk R B AN
EAEH S, IR ReSs LG, DAL, T
Th1UAITh2 4 f 5% Dy REIWT T, SOERS T
fif 20 e R -4 FH 11 2 A5 R A 4 i v S it il
T A S 175 8.
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