592 FTREF 2016 F 2 A% 45 5% 54

doi+ 10. 3969 /j. issn. 1671-8348. 2016. 05. 005
Th17 @EEZBEARFEHEIEFRPHREREN

M ML IREEES,EEATL.ERE.F AL LA B &
(JEERAXFE—WEERNLAE, S BT 530021

(HE] B ®T Thl7 @me i AN L REHBAAXEF R T EALRMEIX R, HiE KERE AR E(CHB
%% 21 ) (CHB 40) \HBV A8 X AT A AL % & 36 4] (LC 48) & A& e sh B4 20 4] (HC 48) . A7 X @ je R4 sh A fe Thl7 e
JEOIR F B BR S, 0% B R 2 (ELISA) Al e 2 g @ e ~& 17(L-17) K F; 5 af 3 58 £ & PCR F 40 440 P IL-17mRNA 5 &
B R RAENFRERNITFREAR Y o FFINFHE G (cSMA W K Fp A, R LC fo CHB 491 A o 3 /45 29 i, (PB-
MCO) ¥ Thl7 @mpedm &  f s [L-17 K-F¥HPE R & T HC A (P<<0.01), Bs A o Thl7 S E 52t m f ¢ 11L-17 K -F 2 E40 X
(r=0.430.0.660,P=0.009.0.001);LC 4% ZAa2 + IL-17 mRNA K-F . «SMA 22 ¥ 25 F HC 4 (P<<0.01), A o
SMA # &8 5 Ik K5 A2 B (r=0.602,P=0. 01 F &F 4L 5 1 (r=0.506,P=0.045) 2 EA X, £i® Thl7 @ THRAL T
HBV A8 X 4 AT AL 09 5 & A KR .
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Expression of Th17 cells in patients with hepatitis B virus-associated liver disease and its significance”
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(Department o f Gastroenterology ,First A f filiated Hospital of Guangxi Medical
University , Nanning . Guangxi 530021, China)
[ Abstract |

disease and its mutual relation. Methods

Objective To explore the expression of Th17 cells in the patients with hepatitis B virus(HBV)-associated liver
21 patients with chronic hepatitis BC(CHB) .36 patients with HBV-associated liver cirrho-
sis(LC) and 20 healthy controls(HC) were collected. The flow cytometry was employed to determine the Th17 frequency in periph-
eral blood;the plasma interleukin-17(11.-17) level was measured by the enzyme linked immunosorbent assay(ELISA) ; the real-time
fluorescence quantitative PCR was used to determine the expression of II.-17 mRNA in liver tissue;the immunohistochemical meth-
od was used to measure the expression and distribution of a-smooth muscle actin(o~-SMA) in liver tissue. Results The peripheral
blood mononuclear cell Th17 frequencies and plasma levels of 1L.-17 in the LLC and CHB groups were significantly higher than those
in the HC group(P<C0. 01) ,moreover the peripheral blood Th17 cells frequency was positively correlated with corresponding plas-
ma IL-17 level in the LC group(=0.430,P=0.009) and the CHB group(#=0. 660, P=0. 001) ; the liver tissue IL.-17mRNA and
a-SMA expression levels in the LC group were significantly higher than those in the HC group(P<C0. 01) ,moreover the expression
of -SMA was positively correlated with the degree of hepatic inflammation(»=0. 602, P=0. 014) and the stage of hepatic fibrosis
(r=0.506,P=0.045). Conclusion Th17 cells could be involved in the occurrence and development of HBV-associated liver dis-
ease.
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Y B9 B8 MRS . LT 3R Ay JFE A Ak R R A0 M T TR AR
NG, AHFEEW.CDAT T 400/ S 1Y 3% 15 2 40 5
BAE LT R 9% B (hepatitis B virus, HBV) @42 BT 2019 JiT 248 ity
50 AT 4 29 4 0 ) 22 R LA PR B R ™Y . Th17 40 i =
VAT R R B — B v F Thl. Th2 40 5 i% 2% 8 T 40 j
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B 6 A~ N AR H 2 BUR 5 K S R IR 9T s R HERR & 9T HIV &
P AT T AT R RS M . BB B M S L R S
FEEGIR I . ST I T IR 20 B (HC 4D, H, 3B

» EEWHE-EZAKPEEGTIH (81260083) ;)7 P4 A 48 Bl 2 4 ¥ B U1 H (2014GXNSFAAL18203) 5 7 P4 i 4% B} 24 BF 58 i H

(KY2015YBO69) 3 )7 P4 0 A JT 5 i 2 3 3 A 2 52 0 28 T v e W BB S 4R 3t D i 450 4 JR 6 T8 N PP E A 2 RO BE B i H
HE 1988 —) TR AR L WF 52 A=+ 32 BE A 2 S 322 0 W X I 2F 24 10 52 il B9 BT 5

E& B PR
BEIAEE . Tel: 13977121496 ; E-mail : withoutgloom(@ sohu. com,



FTHRES 2016452 A% 45 5% 51

12 %4 .4 8 £ 4R 24~45 & AL 4E 1 35. 50 % . B T I R 9k
5, HBV I35 2455 4 ¥ 010 IFTh BE 45 Wie AR B % . BFR &
A% A B 2 By 2 L T AT X G2 38 4 B I IR R A .

1.2

.21 FERH 58 3k 7). IFN-y-AF488 ., 1L-17-
AF647 1L-22-PE.CD4-PerCP-Cy5. 5 Hi {& K [7] 7 %f B8 Bt {4 . &
FEMEHR BB R R W LR A A 35 E BD A Al B 2 TR
(PMA) B T8 R W H X E Sigma A A, 1L-17 ELISA 7] &
W H bRt ki A R A R A A . TRIZOL R 7 W H 26 [
Invitrogen 2\ w) , ¥ 4% S i ¥ & L 55 i 98 0k 7t PCR R 7 &1
H 2 Roche /A ®], T EAL : W =N 40 4 (S5 & BD A &),
ABI 7500 52} 9 652 B PCR KB AX 7600 B4 [ 3 A= 1k 43 #r
X CEBA B LA TD . SYM-Bio 2 B 3l 5% 23 #7 4% K DA-7600
SEH S BTN,

1.2.2 FAMEAGIANE I Th17 4082 IF £ Bt
B2 R M R AEF KL 3 mL, B 300 pL 4 I . A+ U 58 R
PMA 50 ng/mL. T &% 1 pg/mL. ZEREE F 0.7 pg/mL, i
AT 5% CO, ¥FEMIFE 5 h, RFIMA CD4-PerCP-Cy5. 5 #ii
K5 pL FIREEEMF T 20 min, A DXFIMLE RA . 5 iR
JEIEE 10 min, 300X g B0 5 min, 3 _EER L MA 250 pL [#
SEW R T 4IRS, IR LM E 25 min, 500 X g B0 5 min,
#EERCHEHESPE  LREMA IL-17-AF647 L& . IFN-y-
AF488 ik . IL-22-PE {4, % B i A TR B X R H0 4k, =
HEIEWEE 30 min JF, 120 2 R HEE 300 pL 2,24 h g L AL
R o A 8 40 0 A A 349 7 R O =X A0 B A S AT R T R
FlowJo7. 6. 1 # {4 #4348 #F. CDA" IFNy  IL17" IL-22-% X
i Th17 40 .

1.2.3 ELISA #:l [ % 1L-17 K 8 A0 i ) 4y B9 I B9 0 BR
M2 FFRAFF — 80 “CykAH. 3¢ IL-17 (3 3k /K F 38 12
ELISA Al , ™ 4% e B 136 B 5 1647

1.2.4  SEHPS 6 & PCR Kl 4140 IL-17mRNA [y %
kR4S A 20 fi] LC 418 . R I R 12 Wi 1 4L 9F R 5%
T7 R V5 R 3 5 12 0 1F 3 % B8 CHC 41D, Sk JE I 450080 L P 28 b 25 |
PERTAR F 3 AMREF AR DI B (9 1E 3 F 4140, i fif JF 41 ZUUH
JESE B A WA P R AT — 80 CkAE & M. UL TR-
1ZOL 2 7 45 U 41 £ 88 RNA, J 30 % ik 7 & & i oD-
NA, =P VKB 5 — 20 C kAR £ . SEmt o o e
PCR §"#4 1L-17 mRNA, DL 3-B5 5 H i % i & B (GAPDH)
Ve s 3L, 1L-17 3| ¥ K %) . F-CTC TGT GAT CTG
GGA GGC AAA,R-CTC TTG CTG GAT GGG GAC A; GAP-
DH B| )% %] . F-GCA CCG TCA AGG CTG AGA AC,R-TGG
TGA AGA CGC CAG TGG A, i 27 **C{H R mRNA FyAH

Xk,

1.2.5 JIF4 40 HE 71 Masson 4t {0, 357 f iF 20 22 Ck ¥ [A)
Lo2. O BM JE Sz B RE A2 F 4% W, 24 ho N PR R
He, WEHLESEY] R, R HE fl Masson 40, 0622 B8 T
WML IEAT Scheuer PEAYT . RAETE B EE 43 N Go ~ Gy, F 41k
BIE DN S ~Si,

1.2.6  Hps 20 204k 24 g (o6 U IE 20 20 oo SMA 11 363K
TP GRIER 1. 2. O A A AR A 3 pm JF LY AR
SP . U1 i s KA BRI E B —PURIRE VR iR
B AR S A AN Y KB AR T B
B FMEE. UL PBS B —HiikfE s xt B, Mgk A5
o B 4R . AR AS B 5 44 0k 7 AR BT 5 AN AR TRl
LS (XX 400) , fdi ] Tmage proplus6. 0 #4543 1 & 48 2F & =
ME o SMA )3, 115 F ¥ 6% B (average optical density,
AOD) i,

1.2.7 iR 4 [ 3h 4 UK ALT, TBIL
& F I RB 4R A5 - SYM-Bio 2 {3 & 4 i AR I HBV 1 i
Frii ¥ M DA-7600 52 B %€ 0% & i 7 B {X & Il HBV DNA
i,

1.3 Ziibab3 SR A SPSS16. 0 X £ i 47 7 #r » 45 SR &
F GraphPad Prism 5.0 # 4 0) T4 s B XM . B4 AR
FHAETC AT ¢ 46 5, 4L IA] Lh %5 R FH B B 38 O 22 43 BT » A O 4 43 A
AR HE B8 25 AU 33 4T Pearson 8% 3 Spearman #H 3¢ P43 #1. LU
P<C0.05 AEFAGIFEL,

2 % ES

2.1 34 ANE I Th17 4055 % thde % A o =X 40 R
22 68,5 6 A3 BT W K I A0 JE) 1. Th17 40 Mo 492, LC 41 .CHB 41 /1
HC 4440 1 Th17 440 #4351 (2. 48 0. 34) % . (2. 17+
0.39) % F1(1.1140. 24) %, L.C 240 .CHB 4 2 % 4} & 1l Th17
41 Hf g 2 1 i F HC 41 (P<<0.01), H LC 41 ¥ & F CHB 41 &
H(P<0.0D), WA 1,

2.2 3K IL-17 KF- i LC 41 .CHB 4 &3 1 %%
IL-17 43 514 (32.5149.57) . (21. 75+ 4. 68) pg/mL. 5§ HC £
BI(11. 73 £3. 20) pg/mL i, Z R HFHIT % E X (P<
0.0, HLCHE CHBH LK. R ERAFHIT¥ B L (P<T
0.01), [A]B 23 B9 () 41 2B 3 b i 3¢ 117 Fn 4k J& i Th17 48
JHO 55 S B A DG M L R B LC 410 CHB 21 8 3 1 3% 1L-17 4 JH
i Thl7 ZH MR 2R EMK, ZRYEHIT R L =
0.430.0. 660, P=0.009.,0.001),

2.3 L IL-17mRNA £ %24 1L-17 mRNA 7£ %}

BEZH A N ek B E N 1,00, 5% B 21 b, LC 41 W) B T
(3.3242.80) . R A G E L (P<0.0D),

A:CDAT T iy #07:B: HC 41 .CHB 41 . LC 414N & 1l Th17 40 i 55 = i i =X 1A
1 SAFTEINEM Thl7 AR ES
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B L, B A T K A DX R AT A ) B X P L 5
RIEFERE (r=0.602,P=0.014) M £ 446 43 ] (r=0. 506, P =
0. 045) BEIEAI I, H o SMA 335 541 & it Th17 40 i 45 % &
EAE & (r=0.789,P=0.000), L& 2,

2.5 SN Th17 40 555 56 55 i i 2% 38 b5 09 A0 256 v

LC 4
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BFSNE M Th17 40 s R 5 & ALT. TBIL /K K& HBV
DNA #% 58] 3 JC B % A5 56 (r= —0. 040, — 0. 153.,0. 177,
P>>0.05); CHB 4 # % 4 & i Th17 40 i 5 % 5 i ALT,
TBIL K- % HBV DNA #k & 8] s 4 & BLH] B A 6 M Gr=
0.264.0.195,—0.056,P>>0.05),

A FFHEL - SMA g AL B0 s B Xt BRZH A LC 4 AFZH 40 o SMA ik A9 L4 C. LC 4P 4141 o SMA (5 AOD 5 BT JIF 48 S 72 B 71 £F 4k 4k 43
WIRI AR M s D LC 4 AT 44 «-SMA By AOD 541 Ifi. Th17 41 A5 3 A9 A 56 5. P<C0. 01, 5 HC 4] L4 .

E 2 LCHBEMEAR

3 3t s

HBV J&— 51 1% JIT DNA J5 # . J& Ye A fR J5 7T 5% 48 o 12 1
B R EL10% ~20% B9 CHB B % 16 5 4F N & JB 0 I 18
AU TR AR B R L 1 A8 P R AT SRS . e — b sk 2 b
99 PRI 300 s 52 A O 50 ) R 1 P 450 s L 00 L 9D 5 R Cex-
tracellular matrix, ECM) 19 T il Fl B SR K iF & R 41 g Chepatic
stellate cell, HSC) By E M4 MED Y, BRI KZH¥EH AN
HBV 3 i i JF 45 473 1 % 0 -5 AL A4 240 T G 3 0 68 B fa 938 T %
WANAR T . CDA™ T 3k E 40 i 2 ML A 0 88 107 245 Hh A 2 22 34
53 s FEMUR G 2 I8 v R G A A Th7 40 if & 3 ok & 3Ly
— AW CDAT T 40 M0 38 LAy i K& 1L-17 M ARAEET, B
B RY Thl7 4125 2 R0 DE5E0 09 & A K e B )& Xt
F A HBV A 56 M B4 Ak BB 3 P i 4 FH AL 38 ok 58 i 1

Thl7 41 ffd 6843 Wb 1L-17A (B 1L-17) \1L-17F . IL-21, TNF-
a G, 3 S 20 PR - 35 A A R A RN 1 40 i O R v
LA ) SR AR A S AE T A AT D B AT L TIL-17 R
FEEM R E 7 HZRTERN AT &b, IL-17 RAE—
Pl ER A2 4 A I R 7 » & 8 T S HL A4 e 40 g IH 7 (a TL-
6. TNF) . Fa b IR 7 1 4 & 25 11 i 98 35 N B 9 0 40 if 32 i Fn 4
ST, A TE g 45 B B R, LC 41 f CHB 41 & % 40 & 1
Th17 4 AR R A3 1L-17 K P& F HC 4. LC 4 X & &
T CHB 41,475 Th17 40l v figi@ 2 1L-17 X} HBV #H5¢ 4
R R A R R E] T — & R AR .

TE P4 40 v, A WF 58 B PCR A4 75 ¥k K6 0 JIF 20 21 11~
17mRNA [ K ik F oL, 45 R 8w, LC 4 B & I 4 4 1L
17mRNA A X 2635 1 B B/ T4 4, 5 Bk Ah A o i 25
B—, BT IL-17 2 Th17 2080 5 5 vk 40 W6 09 40 B 57
H AT TL-17 ik K0l e me Th17 40 g% . feroe s
BLROR LC 4L B H RF N Thl17 40 s & F ot gl .

JHF £ 245 A 2 JF U b1 1 358 45 1) 08 2 ) i » LA ECML St 1

a-SMA B RIEE R

Az R B UL RUCA R AR | AR AL 2 S £F 41 R R e B I B . A
JIF £ 4 £k 305 82 3k 72 op & 4 vp o0 AR T 0 & HSC, 5 3 A 0 38 5
I BE2F 4 A HE B A TP 0 3R 9500 i 3k o SMA 2 HSC i 1k
MR . ASBFFE N LC 4R34 AL 4UiETT o SMA 1 o sie 411k
Peto R ER « SMA PR EA LCANEA S HE
JHF B 4 AiE T 2T 24t Ak B BE 522 T AH 56, U BH BB 1R P 9 R 0 65 R
B, 4045 7 3, 2 7 7E I 2 2 Ak Jr sl 2 v, 0 5 0 f Rl
HSC &b F 80 IR 25 i 3006 B9 HSC A W43 i ECM, i &8 il
JFREAY . ATFI I — 20T « SMA 588 & 1l Th17 41 i 45 2
ZIEAE TR R EMBIEM KR, i i3 Thi7 41
A g2 5 HSC (3E .

tF Th17 24005 JFF 8545 400G A WF 5% 43 Fr He 5 1003 2 48
B B AR G4 T 9 45 S 2R 0 L )R 3 A1 8 1l Th17 40 i 45 2% 5 JiF
405 1L 75 # #6548 ALT.TBIL & HBV DNA 2 & [8] 35 JC B & 4
.5 Liang %1% CHB Ml S5 4 45 R — 8. A2
Zhang ZE5 (U BF 5T 45 R85 8 CHB B b, 4hE 1 Th17 40
Mg 5 v ALT K& HBV DNA # & ) 52 8 B 09 1IE A7 ¢,
Xof b IS R B, HL R A (81 5 E A K T A 5T N A A Li-
ang 20 PR BIF S AT L 0 KRR AR B B4 T LA A D O N A% A S bR
OEAEU

25 PR ABISEIN g Thl7 48 i 2e HBV AH 56 ¥ T 6 1k
TR BT E AR W BE R IR TR S L 51 g B 15 1Y AR
N BUFME R AE M G i1, 2 SR A gk kB kB H
BAAE LRI 0 R T . Thl7 4000 00 BF 506 ok A& nl A
Sk VELTS ML B g8 A 1 922 5 22 R 4R AL BT VA T B S . IRAIFARY
Th17 41 7E HBV #H 5¢ 1t FF 88 4k (9 1B AT, o7 66 A JiF 4 1k &
B R R T B AL BT 1Y) SR
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