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and interleukin 6 ( IL 6) are required to induce the development of Th17 cells from naive T cells.

Th17 cells were identified recently as CD4 + T cell lineages.

Atherosclerosis

Transforming growth factor B ( TGF -B)

Retinoid related orphan

receptor gamma 1 ( ROR ¥) is the key transcription factor in the differentiation of Th17 cells and 1L 47 is the main effector

molecule.

ease.

Th17 cells/ILL.47 play an important role in inflammation.
Inflammation plays an important role in the occurrence and development progress of As.

cal trials have found that Th17 cells/IL 47 play a role in As.

Atherosclerosis ( As) is a chronic inflammatory dis -

Animal models and clini -

This paper reviewed the research progress in recent years on

the related aspects of the relationship between Th17 cells/IL.47 and As.
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MR PR EEERYT . KENTRIE
52 1L 23 7E A5 /NB Th17 40053 1k (9 5 BARY Bt &
FESRBEIEA, 455 T Th7 gifffaE" .

WKL THEE Y interferon, IFN -y) A1 1L 4 1]
LA A 4% Th7 40234k 1L 2 #018] Th17 40273
T EAE 515 3 S S BOE R 1 5( signal transduc -
ers and activators of transcription 5, STATS) )5 5,
STATS W] DAEE o 470 1) 40 B B A% N 24K w( retinoid -
related orphan receptor gamma t, ROR %) 3% 14 3k 40
il Th17 4HF) 70 4L, LR IL 25,10 27 1L 35 4541
P IR 7t AT USRI 4% Th7 4R 4k

7E Th17 4R At fE v, 2R R E T2
HHAGEREEZIEM. ROR ¥ /& Th17 4516
IR SR B B S UE BRT, ROR SR 2K B /) BRAR
W IL A7 /KPIEHAR, 1M ROR ¥ i B2 Rk i ar LR
E Th17 Ao o B EERAE A Z4E o retin -
oid related orphan receptor a, ROR a) #& M & liE 5 &
5 A=A, LR SR I ROR o 8RR Th7
2 FF AN 5E 42 32 B4, 11 ROR ¥ ROR o [R] i K
i, Th17 4080 7 46 58 4 52 B . STAT 3 2 Thl7
Y 3 AL AR R A b — P E R B S KT, IL 6. 1L -
21.1L 23 $J7] LUl 06 STAT 3 i #% R (e 2t Th17
MAEI 4. HEAMTFPLER T F - 4( interferon reg -
ulatory factors 4, IRF4) 40 i (K 715 5 % S 401 1
3( suppressor of cytokine signaling 3, SOCS3) - 75 & &
ZAK( aryl hydrocarbon receptor, AhR) &5 4% ¥% 3% [ T
25 Th17 g/t
1.2 Thl17 4035 H Al CD4 + T 40/ H) % &

Th 21 9 BT 4K ( Th cell precursor, Thp) 7E$T 5 [
T AT RL4r A6 R ThO 28 i, ThO 48 Jf 75 AS [7) 48 il
7 R A iR 5 B & KR AR A T AT By
PR Thl 20 f9 . Th2 Z0AE . I 35 1 T 40 8 ( regulatory
T cell, Treg) 1 Th17 40fd. 78K BUE— & 1 %1
i ARAE A R0 A 5~ BN, & WA 4 g 2 A) AT
DA B AR R LR B S 1 2 . s sk
WETEAHL—HE CD4 + T W] LL[EI 203 IFN -%. 1L 47,
24 CD4 + T 40l [7) Th17 J7 1 43 o #2 o, TEN -v +
IL47 + T 40 fd( Th17/Thl 40 f) &5 AH % — &84, 76
A Th17 HARHE T R IAFAE IFN -Y+IL47 + T
A, BAEL A Th17 QAR LG IFN -v+ IL -
17 + T 48 Jf3 31X Ffr o 6] 4R 25 20 2 150 Thl 48 JE %
AR B SR S TGF -B 5 IL6 A LA ik
ThO ZH i [) Th17 A5 15704k, 1M 54k TGF -B w) A
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[A - 3( foxhead/winged helix box protein 3, Foxp3) &
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CCR6'™™ . HATE#A % T Th17 5 Th2 41 g 7]
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43I TL 4 4008 Th17 40005531
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[ 2 PO L (R 20 P R T A, AT R As 1)
RAE, B SIS R IR ST TIEN -y AN As 1B R,
T BELIBT TEN -v A DA 35 9k 2> As BEBRTE AR . Th2
YUATE As P O1E A MR BA, King 25 R AR
JE G 85 1 5244 ( low density lipoprotein receptor, LD -
LR) ~' " /NRBF AR R I IL 4 2k i 32 3 ik 5 0
F BN AIPER TR >, 378 IL 4 RIE(R As EH,
AT T /N 1 o — T 78 20 A B TL 4 FEAS 52
ApoE /" E{ LDLR '~ /MR As #EFE o H BTHEFTIE
S2TGF -BAHL As FIAR € BE P AE FH, Treg 4 f 1T
DU IS 73 W TGF -B ok K45 1 As FIER & BE B AR
ﬁﬁ”‘” .
22 AR 17 53Rk
BFFCIESE IL 47 2 — MR KM K, 2 HAE As
W FH AN 58 4 B AR, K 2 B0 5T 1L 47 R $%
it As VEFT . 7E20 25 H N 30 3 fik 316 B Bt e o ) 3
Bk B 5 B 5% N ( reverse transcription polymerase
chain reaction, RT PCR) 1] LRI 2] IL47AIL47E
S ALATF BRI Rk, 785 & Bt dd vy Dok ) 3]
ILA7A/ILATE + A 1% ki 40 g, {5 3% W %2 3 1L -
17A/IL47F + T( Th17) GHLEIAFEAE", 3 — 25 (Bt
FAFHE & RT PCR A G 2 AL J7 VA UE 52 30 5 Jhk s
FEBEBR A AZLE TL47 R H TR F 1L 21,1123, A
IL47 5B GBI K o 15— Rl R
For B I R TL A7 KPR A AR B K 4, —
Le =2 2 TR As Jo 2 ME e ik 25 A 1 ( acute coro -
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nary syndrome, ACS) & M # 1L47 /KF L IEH
SHHEZHB 2 T, T Eid &0 BARTE As B
Ay DU I 3 1L A7, RSP HA Fm&, 3RATTH
Il PRAIT 70 45 R B 7s A AE D H ACS 83 I 3% v Aer
B ILAT7 MAFE™ . AR RA BT E R, 4
B RATHIW TN N AT B 5 &AW TRl e B v L
RAE MHAREAR T (B AN [F] | M2 ILA7A KPR 555
IR ISR AP L A7 32 B8R K B R ) & AN /) 45
FEAx.

H AT ApoE =~ /N R I As BBEAL, 1
FERIL ApoE ™' /N BB FE BEHR K 1ft B BE AP IL A7 ()
Rk m, 45T ILA7 BHUE YT 5 AT DL 2 40 ) 54
FEBEH A ™ . Smith 257 il F ApoE ™'~ /N B
T 78 A BLPE T TL 47 A J5 7] BAY 2> 3= 30 ik o i g
A oAk R ¥ CXCLL B3R I8, 2 k20 B B £
T AT T B kS IR 4 T IL 47 J5 ] DU 3
Bk ¥ CXCL1 A HG N, SA% 40 RS B 58 ) 48
He ApoE ™"~ /NERZ T ILA7A #4505, 7T LB E R
/b SRR D HL A 5 A0 i A, A IR T b, Y B2 4
JOAN G e 4 R THI AL 70 3R 38 T I, L 6.4 iR 3R
BEIRF o tumor necrosis factor -a, TNF -a) & {LA -7
CCL5 SE4NAR N 7 70 Wi /b, AR 5h LB R WY TLATA
A CATE A G 20 B % SROPR 4 D L~ LA R 55
HORAERE AL o van Es 7K IL47RT N
B HERIES LDLR /R, A TRERa G
ARG B Ik 585 8 B8 A D B (R A AR, 8 — 2B $ROR L -
17/ILA7R /862 5 1 o ik s B B8 AL B0 A il 72
ILA7A ™" /DRA TR R E S EERRERRHA D
5827 ST iTDNAN ISR 401 1R S5 NN T
BUESE ILA7A AT LAYE AL Py B 4 A, 177 P 2 4
F 4 0 ML LR 7 AT DA T SR A T i 2T . B
WILAT 5 As RAMBIAEZ, (B IL17 £ As HH)
HARAE RIALH AN+ 5 B 1, A S0 385 57 40 B 0t 58 K
L ILA7A A7 L@ NAD( P) H AL~ A iE TR
AT 51 A2 I~ P UL 0 ¢ 1 S 82, Patel 25
I SEES I TL 47 38 AT DLE 1 40 g A0 3R 7 8 B R
P ( extracellular regulated protein kinases, ERK) 44 i
1% ¥ 3 B ¥ 8 ( nuclear factor -¥8, NF -18) F
CCAAT/3E5g 7454 5 H B( CCAAT/enhancer bind -
ing protein B, C/EBP B) y& 44 Hl e R 3h ik P 1 WL
Y M & B o> W C 4 B H ( C reactive protein,
CRP) , i et T Bk L . (BT
— IR 78 K B B SR TLITA/ApoE ~'~ /N AR ST F
ApoE ™' /INBRUAT LAY/ 3 B ik RB R A B 1 40
PSR AH HRLFRIIRE I, 1900 = B ik — AL B K, H

IL47 FEAR InpE B o 4, N A] RS B ) 45 4 g
e R,
2.3 Thl17 48 530k FEaE AL

Thl17 M 7E As TR R B> H4 B £,
Wang 25" Fil i3 240 B AR BIF 70 2 BILTRE IR 30 Bk 9
AR Th17 400 EA 53 %2, 57 4R P ST PR B 70 th
UESEA RS 8 PR O S0/ ( unstable angina, UA) 20
JUFEZE ( acute myocardial infarction, AMI) i 3 44 4
Th17 4 Eb 3 B 2 & T2 52 B0 48R ( stable angi -
na, SA) B N IEH XTI, T Treg 40 i b R 08 B K T
SA K IEHXTHRZH, $27R Th17 /Treg 400 2 8] ) 5K 17
eSS T ACS KRR . (BIAT B I R
FAERIRE 45 5, UALAMI B3 4 A i Thi7
M LR A £ E Bh SR o A AR R AR
41, [ P 2 6 AN A B A (841642432 JA) 1)
ApoE T U/NREBEAT TR, BLAR BT R SR T
ROR ¥ 7KF- T+, Foxp3 7K PB4, {H R+ CD4 +
IL47 + T( Th17) 40 b R A& . Gao 2
Wi RGERKI ApoE ' INRIAEL TEIEREE
AN [ B[] LA A Th17 400 B L3RG BT AT, 76 8 &
i, Th17 ZHA &% Thl 4UM0FEARE 2, MTEEE 16 AR
Th17 20/ A Thl 40 HE LR 36 w5, B & & T 1E 5 xR
9, fEXTER 24 FIRIT AN AT R B CD4 + TFN
Y+IL47 + T 4008 B3 2, B 5B 1 AR K
XK. AR RIAE 21 FIE ApoE ™~ /MR
B S BKA AT TL47 + v6+ T 408 & CD4 + 1L -
17 + T 405 Th17 408) BH &5, (HAbt 50 %A 1E
oAt fa) AT AR A . BAR DL B AT B ek ]
BN Th17 FUH7E As I FE AR R FES As 1EF, (2
Taleb ' (BT 70 5115 2 AH I 45 51, 75 Rl o 4 e IR
TAESHSIMH 2T 3 1 LDLR ™' /MR I E 50k
FEANPE B As BEHEAN B B 45 /0, BEH A T 4
FURBOAZ BT AR B 208 2>, T 4 7= 26 1L 47 3£,
1M SOCS3 w] LA Th17 40 #9434k, $-7% Th17 41
MITE As HRATRE R FELRIPEH

BE & B 7 RN, B TN Th17/Thl 40 fd 2
Th17 4 — ALK, BEIF I 43 IL47A A IFN -
VIEERRARZE T EHEE, RIEEWR
R BUAE R 7 B S RERE Ak B e IR 0 ik b TL47 B2 TFN -
Y 7KT ) 488 vy, L R v T RS 38 [ B 9t 1L -
17/TFN -y 40, 3t — 207 75 % N S RERE AL
RS2 B 0 T 41 A, 483 s S R LA 4 T -
17A FIIFN ¥, IL48 '~ ApoE '~ /N4 T =i g
PREE e 7 AL R H 3 = R K T B R T, Bh ik
SRR RE LR B 0 R, ) S 02 4 Ak G £ R B3 R



CN 434262/R R EBhIKEEL 2 E 2011 £33 19 556 10 3

873

WRAZ H Th17 4HE3E 2, Hdh g —3# 45 Thl17 4000
AT LA P2 42 TFN ¥ 21 78 ApoE ™'~ /N B30 ik s B
BEYUE 5 3 0 m] DUAE A A I 31 CD4 + IFN -v
+IL47 + T 4B e 2B IRATE o Il R BT 7%
BRI T 500 BB R AEAE Th17/Thl 41",

Th17 ZHMI#E As 1 BIAE & A 75 T — 2 0 AUk

3 4 b

gx HanE N A PR AP S 56 45 R,
BATHED v BEAE As ¥ BB I 2 5, Thl . Th17 K&
Treg 41 M2 [8] AT BEAS Wi AH L #4 4k, 25 /> 40 i S B 72
As TERLA B I B R AR RIER . B ATk 2 $
WA A Th17 4HM/IL 47 KIES As VEH, BEE
Th17 4045 52 Th17/Thl 40805 5% KE N, B B)
F3t—25 T f# Th17 40ETE As FHIVER, DAE R 47
PR As BIRAE R EITHFE, T ARG As $ AL H
) B .
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