E AR I E ¥ 4% 2018 4 2 A % 39 %% 4 3] Int J Lab Med,February 2018, Vol. 39,No. 4 o 471 o

Gastroenterol,2014,14(1) :67.

[21] CADENAS C, VAN DE SANDT L, EDLUND K, et al.
Loss of circadian clock gene expression is associated with
tumor progression in breast cancer[ J]. Cell Cycle, 2014,
13(20):3282-3291.

[22] WANG Y,CHENG Y, YU G,et al. Expression of PER,
CRY, and TIM genes for the pathological features of
colorectal cancer patients[J]. Onco Targets Ther, 2016,
9:1997-2005.

[23] YANG M Y,CHANG J G,LIN P M,et al. Downregula-
tion of circadian clock genes in chronic myeloid leukemia:
alternative methylation pattern of hPER3[J]. Cancer Sci,
2006,97(12):1298-1307.

[24] SUN C M,HUANG S F,ZENG ] M,et al. Per2 inhibits
k562 leukemia cell growth in vitro and in vivo through
cell cycle arrest and apoptosis induction[ ] ]. Pathol Oncol
Res,2010,16(3):403-411.

[25] MIKI T,ZHAO Z,LEE C C. Interactive organization of
the circadian core regulators PER2,BMAL1,CLOCK and

.z . .

PML[J]. Sci Rep,2016,6:29174.

[26] GERY S,GOMBART A F,YI W S,et al. Transcription
profiling of C/EBP targets identifies Per2 as a gene impli-
cated in myeloid leukemia[ ] ]. Blood,2005,106(8) :2827-
2836.

[27] LEWINTRE E J, MARTIN C R,BALLESTEROS C G,
et al. Cryptochrome-1 expression:a new prognostic mark-
er in B-cell chronic lymphocytic leukemia[ ]J]. Haemato-
logica,2009,94(2) :280-284.

[28] MENEGAUX F, TRUONG T, ANGER A, et al. Night
work and breast cancer;a population-based case-control
study in France (the CECILE study)[J]. Int J Cancer,
2013,132(4):924-931.

[29] HURLEY S.GOLDBERG D,NELSON D, et al. Light at
night and breast cancer risk among California teachers
[J]. Epidemiology,2014,25(5) :697-706.

YRS B 1.2017-07-24 & [8 H .2017-09-17)

HERMNE- 17T 5Z2BRFRFSHEMBEXRME

oA R EHE FR
(ZHMEHKFE _WEERELEF, 4 230032)

H Ea@BAZTL-17 EXENARTEAZTEHERN LA AX G OB EEZAXELLE
H4E, LRAATHYTFRE ERKRER LM R L, EINRZNFERERES . RAETFRERG LR, mEFRE X
FER R, SR fdn P 1L-17 Ao E A m e 1L-17 mRNA K-F 52 A X TR, R LT ER TR
RABXMER I ERITZBERBRY T ML, 1L-17 ARBETZATF R TR IFRN REBTRETH T,

XER 9@ E-17; REFE; TH
DOI.10. 3969/j. issn. 1673-4130. 2018. 04. 025
NEHS.1673-4130(2018)04-0471-03

18 P 2 BT & (CHB) J& — Fh i 2 BY JiF R 9% 3
(HBV) e 51 (14 » FLGE A 28 it B st A ™ B g i 1)
SVt g, RIE HBV e it 114, CHB i3
245 3 000 J7 . HBV ZXUEEFF IR DNA g
L S5 5| R i CHB B Ak Ji & M 98 55 7T 18 Bl B
HEGETE T NFETS . 2 A . HBV X 41 il 1 5
5 32 B by LR PR G R S A Y e S R R
o S A 8 S T T B . A R (TL)-17 &
Bt Th17 40 i 53 3 1 — ol 58 P 40 1 [R5, vl AR
HEPLAA 26 5 40 B R T 40 1L-6 . 1L-8 . 1L-10.1L-22 25
FEIE W] LA S 5 LR 0 S IR 0 b R 40 i
ANBAZ AN 3R Stk R inE A S s . A
T TL-17 3% A JaR e 4 B 8 3 95 1 O 9 405

FEZESES :R575. 1
XHERERIRAD : A

1 1L 17 R REWMZFENE

1.1 IL-17 RIS 4F454 1993 4E . HHF5E kBT
— PP T 4 j ™ W, OF K o 4 O A M EEPE T 9k
E 40 B AH DG B 8 (CTLAS) ™, G AW K, CT-
LAS 7 25 L4 i R 7 B9V A L JF 0 Lo 45 o TL-1707,
IL-17 B 1 f Th17 4853 W 78 AT LA AL A4 1) [ A S
PEAN L Az A ydT A . B AR R A0 40 bk B2 4 4
SN N AN S T A SR < - A § B AT
VIR 16 2R [ A 0 28 S5 0L 1 3 0L P A 88 s I 1) — A 1
A TLA17 FIEA 6 A FE A, A 4G TL-17ATL-
17B.IL-17C.IL-17D . IL-17E IL-17F, IL-17 %45y
FEH 150~180 PN FER AL A, 7£ C Kim LA 2 70
MEMIER ., IL-17A 5 TL-17F B 8w 1 [ M 78

*  EETIH. %A HETE SRR TR IR 52 W2 2 F AT H (2016jxtd059) 3 2 #08 TA TR0 A48 5 28 52 2 2B} IR 2 1 IR
BHOFRE (2016 QKO14) 54 L PR B 27 55 [ @ = B ™ K AE 1R " BHIF I B (2015hhjho6) .

A B{51E¥E .E-mail: shiheguan@126. com,

A5 A ARG B . AR K17 5 S RIAT SR G i AT S PELT . [E BR AR B R 2 % K. 2018, 39 (4) 1 471-473.



o 472 EFAR I E ¥ 427 2018 4F 2 A % 39 %% 4 3] Int J Lab Med,February 2018, Vol. 39,No. 4

GRS 5 R Rk G T TL-17 2k
(IL-17R) J& | BUSIR ISR 14544, 2 866 1~2
FE PR 5% FE A B, L3 R A T Y ek 22q11. 22-q11.
23, TL-17R W] 33K T By A i JH I 200 i 1) =% 1vT 0 96 i
i ELOIR 40 M Kupffer 40 M. SER b B2 4 i, 1L-
17R K & 4t & I1L-17RA. IL-17RB, IL-17RC, IL-
17RD.IL-17RE 5 Ffi 32 &0 |

1.2 IL-17 =¥ppuhfe 1L-17 WS S-S F 8 M
5 IL-17R 4547 3@ 3 NF-«B.CCAAT/ 358 145
B P38, C-Jun B2 56 i 8 1 22 24 D 3 A 2R
fifi R AME 5 W A S o e s R AR Ak T CX-
CL1.,IL-8 MCP-1 ik, TL-17 W] LA )3 1L-18.
1L-6 \ TNF-o 1974, 3F 5 Z 77 A B R PE S ik R B¢
RN o

2 IL-17 5 HBV HXMERH X E

2.1 IL-17 5 CHB WA ERE, A {5k
PR 98 & A2 0 1 280 I & HBV Jgeds . Th17 4 i fir
O3 I HY BN Ay T 1L-17 AR A Y B R B 4R &
J& PR AT G KON AR Y fE CHB [ & A4 & e vh
INREEENMEO . ZHANG 2 7 1L-17 5 CHB
A EVERF 9T P & B, CHB #2340 J& i 284> 4% 40 it
1L-17 F Rk B 1, R 8 505 & R . i
ALT /KPR IEM S, BREESTIAN CHB i3 1L-17
I T v 5 A S A O . A AR B Y
R, TC e TE MLE P IR SR o, L TL-17 JKF 3
BT R HL TL-17A By 2235 BE % 1035 b 4 8
ST TF i T B A L TL-17C [y 42 1K B 25 I 375 v 24 E o
5 1 T 2 T 8, 7E 26 # , IL-17B. IL-17D . IL-17E
5 HBV-DNA R IEM X, EiRBFsE 4Rt — 20
IL-17 5 CHB % UM G fE R b L4 7 H %
EH

2.2 1L-17 5 CHB e L tH e R 48 ¢
PRI 2 i CHB &gk . 058 & 30, A0 X T fa
BTN & o A Ak FR 5 I 3 B 40 ) i 204 4% 440 i
1L-17 & H mRNA /KA B B I s s H 54 4
L4 #5 & & Child-Pugh ¥ 4r & 1E M1 56, DU
AL CHB o, £ 1 98 T A8 4k L % M T R
I3 v S8 2 A1 T I i 3 R Ak ) i B A% 46 i (PB-
MCS) it TL-17 7K -3 5 F g Rk g b 1L-17 7K
SAE 2RI 56 T AE AL BB AN R I R . YE S
KL IL-17 Rk 4E HBV #5747 35 F1 CHB AR 42 1 1 fi
A B AR £ 9 A0 BRI AL 20 2 BB B =
B0 TL-17 2 Rk 5P A UL E K ML 4 L,
DI S AR e fb FE B SR IE A G . L. TL-17 Wl g4 CHB
JFer e fb iy ft b R EE AR .

2.3 1L-17 5 & B R A0 5 M 5 & T I g 19 A ¢
P HBVTE AR N St &2 2 9 B 1L, fh 12 Pk 2 Al
T4 T AE Ak fe 2% % J8 W IF 9 o TL-17 ] LG 3 - B8
S VB F 4 2 1 0 e (MDSCs) 8 5 o983 e 5 M 4 i 73

T R4 (CTLs) YL I 5 56 2 N 2 A8 o I 40 i
Jei 1 e AR R YL A AT LAAE Ak Ak 4 PR T A A A K
i R O S e - ST W o N Sl 1| -2
B, A T8 A B B R P IR R L Ak e RS T e AR
H s VA T 9 A5 A0 R 3 I TL-17 7K SF 24 0 &
o T HE 2 LA A A BRIk Tk I e B 1L
17 7KF- B S 8 F TG 3o A 5% B I BB 5 R 2 B 98 I
ffi Al B . TL-17 7 52300 AT Je8 s 300 A 98 58 3 1l 335
B2k 25 5, Ui TL-17 X 2 Y 5 40 ¢ M I i &
RAMRIEER.

2.4 IL-17 5 & RBUNF R AH OGP 18 20tk I 5 e
(ACLE) B AH G S BIF R AH G ACLE & Z Fi [
F5e CHB B & U ae ol ol 1) — Fh e . B4
LU kL 5 CHB i M kL . 1L-17 £8 ACLF
ML A AKCE B TR A TL-17 Rk e SR
KRBT, LA Hr ACLF g 4R i T1-17 /K
K H 5 [ PR oAb H R R SR 09 o 4SS AR B 43
IEAH G 5 A g BE 2T 38 K T | B i R R () A O A
&, 5 1M EE R UM, 55 HBV-DNA # &
JTK,

2.5 IL-17 5 CHB g Y A e RS SR BLAL
B HBV Y & A i — A FE P, ol ad 46
ZE A A I AN AR A 4L 4 TL-17 Rk e R B, kA
HBV & G F AR kAR B R 2200 TL-17 Rk
T2 A, & PR G A A R I TL-17 7K SF- B
BT RBYA IL-17 5T IR A — 2 W
S .

3 IL-17 5 HBV MBI X &

HAG A 25 0T 3 % & CHB 1 £ 287
2. FIFRIBIT A RGE S IL-17 kg, HLH
ARE R TFIMEEANMKG Lk THREZHR S FHE
B % 4 Rl TL-17 mRNA B4 B, il 1L-17 3k K
SRR, PR, TL-17 | DL SR T 4 E R 07
CHB Byl RIF 2. 1R A B 459697 CHB B, IL-
L7 ZKSV-FEIR T 10 199 2 B w2 e 34, B IR 7 IR 18] 1) 28 K
1 TP IS % T A SV RS S 5 R O 1S
PG A — e
4 I© 71

IL-17 fE R —FP 8 R 7 76 RAE I & b %
R L LR R 1 4 a1k 26 Tk AN IR R E
RAEFRAL LR T 4 F 2R A A KO IR YL 4R A e
[E) o (LR B TR 22 SR e R 2 L AR 0 JHF U 488 45 % L I
T A 0 Je Wit . CHB. IV 8 4k 5 & 1 1T 9 M
ACLF B8 4120 A0 A ML L iE H TL-17 s~ A% i
Jg IL-17 mRNA /K% 0E % % I % B 8 7. IL-
17 BIBF5E & 3 CHB . BFRE Ak | JIT988 10 90 58 VA 97 42 4t
TH M.

2%k

(1] PR PMB S, £ BURT 5 0 3% L4 171 & R4k DNA 118



E AR I E ¥ 4% 2018 4 2 A % 39 %% 4 3] Int J Lab Med,February 2018, Vol. 39,No. 4

o 473 -

TEZRIF SR P > FAE W 2 pE s g e LD ] i A A
b2 & ,2016,24(12) . 1824-1831.

(2] . AL, 5k as, . AN/ 317 X8 ok 2 BT
#e B8 G2 T RE Y 2 IR B At U T AL SR A LD . G R R
SEH PR 2 27,2016, 15(13)  1271-1273.

[3] SHI M,WEI J,DONG J,et al. Function of interleukin-17
and -35 in the blood of patients with hepatitis B-related
liver cirrhosis[J]. Mol Med Rep,2014,11(1):121-126.

(4] AEZhRS, W 1B A, 250, 55 18 M 2 U 48 B8 35 40 ) Il
Th17 4 A1 TL-17 K e Holi R 28 LT/ CDJ. rp 421 R
B2 Ui 2% 75 (R RO 5 2011,5(14) 1 4264-4267.

(5] T ERA . JE i A, B2, 55, 18 1 2 BT 48 58 3 A0 A Il
Th17 28 b4l A TL-17 kK i R 3 LT K g e
#,2014,29(1) :15-20.

[6] SONG X,HE X, LI X. The roles and functional mecha-
nisms of interleukin-17 family cytokines in mucosal immu-
nity[J]. Cell Mol Immunol,2016,13(4) :418-431.

[7] YAO Z,FANSLOW W C,SELDIN M F,et al. Herpesvir-
us saimiri encodes a new cytokine,I1.-17, which binds to a
novel cytokine receptor[J]. Immunity, 1995, 3 (6): 811-
821.

[8] UHLIG H H, MCKENZIE B S, THOMPSON C, et al.
Differential activity of 11.-12 and IL.-23 in mucosal and
systemic innate immune pathology[J]. Immunity, 2006,
25(2) :309.

[9] CUAD J,.TATO C M. Innate IL-17-producing cells: the
sentinels of the immune system[]]. Nat Rev Immunol,
2010,10(7) :479-489.

[10] KIM B S,PARK Y J,CHUNG Y. Targeting 1L.-17 in au-
toimmunity and inflammation. [ J]. Arch Pharm Res,
2016,39(11) :1537-1547.

[11] HAMMERICH L,HEYMANN F, TCCKE F. Role of IL-
17 and Th17 cells in liver diseases[ ] ]. Clin Dev Immunol,
2011,2011(12) :345803.

[12] QIAN Y.LIU C J, ALTUNTAS C, et al. The adaptor
Actl is required for interleukin 17-dependent signaling
associated with autoimmune and inflammatory disease
[J]. Nat Immunol,2007,8(3) : 247-256.

[13] BERINGER A,NOACK M,MIOSSEC P. IL.-17 in chron-
ic inflammation: from discovery to targeting[ J]. Trends
Mol Med,2016,22(3) :230-241.

[14] HAN Q.LAN P,ZHANG J,et al. Reversal of hepatitis B
virus-induced systemic immune tolerance by intrinsic in-
nate immune stimulation[J]. J Gastroenterol Hepatol,
2013,28(S1):132.

[15] ZHANG ] Y. Interleukin-17-producing CD4+ T cells in-
crease with severity of liver damage in patients with chro-
nic hepatitis B[J]. Hepatology,2010,51(1):81-91.

(167 Bi$E. £ 2222 fh L 4. 1L-17 . 1L-23, TGF-B 1 1L-10 &
CTYJF 50 A e tp i R A BT L) ). e gie 2 2%k, 2012,

27(3):231-236.

L1771 035 ML, B B 6 F K L 46 AR A R-17 el o #Y
9oa T 1 S 48 SRR A A A P e 3k o g [T . E
I PR 24 B 22 2% 7, 2016, 32(6) : 495-498.

[18] YU X,GUO R, MING D, et al. Ratios of regulatory T
cells/ T-helper 17 cells and transforming growth factor-
B1/interleukin-17 to be associated with the development
of hepatitis B virus-associated liver cirrhosis[J]. ] Gastro-
enterol Hepatol,2014,29(5):1065-1072.

[19]1 DU W J,ZHEN J H,ZENG Z Q,et al. Expression of In-
terleukin-17 associated with disease progression and liver
fibrosis with hepatitis B virus infection:11.-17 in HBV in-
fection[ J]. Diagn Pathol,2013,8(1):1-7.

[20] YE Y,.XIE X, YU J.,et al. Involvement of Th17 and Thl
effector responses in patients with Hepatitis B[J]. J Clin
Immunol.2010,30(4) :546-555.

[21] HE D,LI H,YUSUF N,et al. IL.-17 Promotes tumor de-
velopment through the induction of tumor promoting mi-
croenvironments at tumor sites and myeloid-derived sup-
pressor cells[J].J Immunol,2010,184(5) :2281-2288.

[227] ZHAO Q,XIAO X,WU Y,et al. Interleukin-17-educated
monocytes suppress cytotoxic T-cell function through B7-
H1 in hepatocellular carcinoma patients[ J|. Eur J Immu-
nol,2011,41(8):2314-2322.

[23] alpk. 25 %, 24, 4. HBV B 19 S5 & P T 98 56 3 4h
JAMAE TL-12, TL-17 7K A DU B s IR 3 SCLT . e by e 2%
BE2f 4 . 2015.37(6) 1 419-421.

[24] BEE BN a5 180 BT & 838 S i TL-17
20 B T 7K P B HG W PR SCLT ] 74 2 383 K 2 24 4R (B
2FhR) ,2017,38(1) :83-87.

[25] BRELE . H A0 PR . 45, HBV AR S48 I S 1 8 3 &
# Th17 . Treg 4k K H 5 il ARAR G HELT]. AT . 201621
(2):89-91.

[26] 0 =, /4 1. HBV 2100 4 £ e 3k & & BHL W7
HBV £ 8L40 B % 57 i S e HL i [T ], o 1 fp e 2% 2k s
2015,31(6) :818-821.

[27] SRR LA B . 5. QA R-10.17.21 By
k5 HBV & ARG i A G HERT 58 LT . o [ i IR B A
2016,44(10) :92-95.

[28] Hfeps 2 & HF G 0 4. 18 M B R B 36 15 73 (2015
AERRO LT ] S AT I 4% 5 2016, 19(3) : 1-19.

[29] 200 ] K8, Bodt it , 3. RO 2 a TIRRXMEHES
R 8 3 138 TEN-v IL-17 . TL-10 19 5 Wi 7E F e Bl o)
(I S A Pk 2% 35 . 2016,23(1) . 116-120.

[30] ZHANG J Y,SONG C H,SHI F,et al. Decreased ratio of
Treg cells to Thl17 cells correlates with HBV DNA sup-
pression in chronic hepatitis B patients undergoing ente-

cavir treatment[ J |. Plos One,2010,5(11) :¢13869.

OfRS B :2017-08-10 & 18] H 91 2017-10-16)



