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(HEE] HIY HITEEZBFR  (chonic hepatitis B, CHB) FE AN MAHBIME T ANWAEE 17 (Th17) 948
WRmIRE L. Jiik 4 45 B CHB B35 . 26 BIEE A CHB B35 25 Bl 2@ ke & A5x4, il
N YR AME I Th17 4H AP ARR . 28 6 E & PCR ARG INAR B MR IIAZ Z 1K (retinoid-related orphan receptor,
ROR) ¢ mRNA fJ3ik. ELISA A TAMNE ML IL-17A FI7KF. 259 v CHB BE M & CHB B&4ME I
Th17 4L A4 . RORe mRNA A9 FRIAFIIMLIK IL-17A ¥ B2 5 FXF AL (P<0.05), 1" CHB 41 F1E B
CHB HzZ [E K4t (P>0.05) . &5 CHB BEAAAE Th17 MMAIS4L, Th17 4I51LATAES 5 T HBV
BRI I .
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The Changes and Clinical Significance of Th17 Cell in Patients
with Chronic Hepatitis B
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710002, China)

[ Abstract] Objective To investigate the changes and clinical significance of Th17 cells in patients with
chronic hepatitis B (CHB) . Methods 45 patients with moderate CHB, 26 patients with severe CHB and 25 for
physical examinations were selected as the objects of study. The frequency of Th17 cells, the expression of
retinoid—related orphan receptor (ROR) ¢ mRNA, and the level of plasma IL-17A were measured by intracellular
staining, real-time quantitative PCR and ELISA, respectively. Results The frequency of Th17 cells, RORc
mRNA expression and the level of plasma IL-17A were significantly higher in the moderate CHB group and severe
CHB group than those in the control group (P <0.05) , whereas there was no statistically significant difference
between the moderate CHB group and severe CHB group (P >0.05) . Conclusion The activation of Th17 cells
has been in existence in CHB patients, and such activation may participate in the development of CHB.
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1.1 HRIHR

Wi 2001 M FEPE IE R BT R 5 69, Ak
2012 4F 3 H % 2012 4F 7 A ZEVG 2156\ Be T
BHERBEM CHB #3571 1, J4E 39 6, Zoik 32
i, % 20~58 %, K3 (35.1+£9.8) %, Hrp
W CHB &35 45 5 (\hEE CHB 4) , #HJE CHB
B 261 (FEE CHB 4D . XFHR4 Nk A R4
Bl 2 fd A ik 25 B, Hoep Bk 14 1, Lotk
11 6, 4 22 ~60 %/, ¥ (37.2+114) .
CHB ZH X AL EAR IS . M B 22 R g2
X (P>0.05) .

HEBRARME: HAV. HCV. HDV. HEV #1 HIV
TG s RS TEIR s B ER R BAEN
A PURTRIT B BEE R RE. I RE
Tt (ARG #3825 28 G [ 5.

1.2 Ak

121 FERKFBRME BWAEARICH IL-17A
Puik . ZH MR E APRICH CD4 Fiik . [FHRY
X REPUIARFIZERE R R W H 221 BD A wl; bRl
BT % &R (Calbiochem A1) 5 RPMI1640 15 57
(Gibco 24 E]) 3 B RNA #2BUR5) Trizol (Invitrogen
5Hl) 5 DNA ekl (A TaKaRa A+ 5 5147
TaKaRa A w3 FIA G  TL-17A 1 ELISA &5
& (¥ ExCell 247]) ; FACS Calibur %5 41 iy
1% (Z£HE BD 2AH) .

1.2.2 SpEMEBANZAEAI N Ak CHB B
FIXT HA 2 SR AR 25 JE K ML 3 mL, FFZEHUEE, 2 000
r/min 2.0 20 min, 4320 MK AE -80 CHRAE, LA
FAGM TL-17A B/KF-, Ficoll B BRI 8.0 1543
[N (1R %2 ]

1.2.3  Th17 fRsRZER&N  PBMC ] RPMI1640
Bt R, AP IR (50 pe/l) . BT ER
(500 pg/l) MELEEFE R (0.67 mL/L) , & 37°C.
5%CO, AR A R E 4 h, LA PBS B,
500 g &0 5 min 7+ FIHW, A 20 wL CD4-PerCP
PBATTREUIR, 4°CHEEIFE 30 min, EEERLE,
FIA 250 L E / SRR TARTTAL, DARI T2
MR FYeft, 4CHEEIETE 20 min. 1 ml BEAR /
PRI E R PBMC, SRJ5 P34 45 Rl 5 4 Axet
WS, 43BN 20 WL IL-17A-PE H1 20 WL %}
BEBTIR, ZIRBCEE 30 min, BN / PEMVELS 2
W, I A A LSRN Th17 4 A5

1.2.4 RORc mRNA B#&M 4538550 & Y 1 HH
F, R Trizol — 4 24#% PBMCs 2B RNA,
5 S Y cDNA; SYBGreen %¢ 36 3 BHK Il RORe
mRNA AN} 35, RORe B9 RIS 192 5 M

5'-GCTGTGATCTTGCCCAGAACC-3' F 5'- CTGC-
CCATCATTGCTGTTAATCC -3'; GAPDH /ERNZ:,
RS ¥4 3 A 5'- GCACCGTCAAGGCTGA-
GAAC-3' fil 5= TGGTGAAGACGCCAGTGGA-3',
2- A ACT HA mRNA AYAHRT 5.
125 IM#E ILA7AREMEN HE 1L-17A
ELISA B & iUl B 15017, TL-17A Al (% 2 B¢
JEN 4 ng/L.
1.3 Gt

K H SPSS BRAE X B T4 B, TR TR
B+ bRz (X£s) 3RoR, Th17 4 A4 20
M3 TL-17A WA A IEA M, dH A B Fe s B
& 5227381, RORe mRNA IFRAAFFEIESS
A, a4 A Mann—Whitney U /55, P< 0.05
FESBGIEE L.

2 R

2.1 SMEIM Th17 HasR=R

XFHEZH . P EE CHB 4 fl & CHB 4 B &
Th17 4 A B9 430 2 4 51 o (0.99 £0.33) % .
(1.39 £0.57) %M (1.62 £0.58) %. 5xF ML
Fo, "W CHB 41 FIE £ CHB 4154 Th17 41
PRI BT (P<0.05), MAFRRRER CHB2 4
Z (8] Th17 AU BRM L, 2R G2
(P>0.05) .
2.2 RORc mRNA Fix

t A CHB ZHAITE ) CHB 2H F2 3% 119 RORc mR-
NA (R B 5 TRHEA, 235 H%E X
(P<0.05), HJFFERE CHB 48z H i,
ERAEGIEL (P<0.05), W 2.
2.3 M¥ IL-17A RET

HE CHB 41 FIEE & CHB 2H 53 M3 TL-17A
WA A B TS (P<0.05), 1 CHB 4117]
B2 I TEg I EE L (P>0.05), L3k 1.

3 itig

CHB & S5 e A &, T ke 4ife
USRI HBY pad ftrp AR,
B BFFE 2B CHB B E 1278 CDAT 41
B A/ s REBREG . il IRYT A CD4 T 4 a5k
WK, BEARANE HBV ZiHl, MEREN
T IhEE. WITH Y CDA T 4H L 7E A A 444 T 0l 43
fk. % Thl. Th2. Th17. Treg F1 Th22 Zfi i, CHB
BE W IRANMI TL-12 4390 N F%, {8 Th1 ZHARA 5>
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Fig. 1 Comparison of the frequency of Th17 cells in the three groups

5xt R4, P<0.05.

E 2 3#AHE%E RORc mRNA PCR ¥ 1% ih £
Fig. 2 Amplification curves of RORc mRNA in the
three groups

F®1 3#EH RORc mRNA RixfMmE IL-17A FRERILE
B (Xxs)
Tab. 1 Comparison of RORc mRNA expression and
plasma IL-17 in the three groups (X +s)

RORc mRNA IMIEIL-17A
4 5 n . ;
Fik HeE (ng/L)
POpEESE] 25 3.40 £ 0.85 21.24+9.18
hiEE CHB 4 45 9.51 +2.32" 2920 + 13.41
HECHB4 26 15.44 + 4.70* 32.79 + 11.28"

SXFIRH R, "P<0.05; S CHB A HEL, * P<
0.05.

A EAEE S1 0855, iz HBV X PBMCs A9 L4
R, i Thl GHAECR /D SLTIRE R RSO R
WESEMEIE K B CHB SR F A 7E Th 2 i) 3 2240
JIIRI - TL—4 f8) S5 0 AR X 1 5 7,

Th17 4 &I 4F & BLAY—FP BT CDAT 4 fg 0.
BE, FEM IL-17A F1 IL-22 S48 7, RORe
S H A AR A S -, WS UESE Thl7
YA IL-17A 722 KRR AE | 28 KR PE STy
R SVEREEVEIESE B B T ys e B 1 S E 1

P o R HE— R AR AL S it — 2B A5 Th7 4
Mi7E CHB Hg e, Abtssdad i ge e, 58
i it PCR A1 ELISA 5 :l CHB B85 41 I
o Th17 40 E9 4% . RORe mRNA (936 1k Hl 1fiL 3
IL-17A K-, 4558 EF: CHB B Thl7 4
BA% . RORc mRNA 338 FIM 3K 1L-17A /K
BRI B R (P<0.05), {BAEHEE CHB
W CHB 413F £ R (P>0.05), $2/5 Thl17 4
WEALATRES S T CHB &%, Th17 43l gE
Wk DR AN U5 T 5 & CHB B R A2, 5 —,
IL-17A VER—Fh R AR+, 15 N AR
REGEARAH M AN K A0 B AN 530 1L-6, IL-1B |
1L-23 1 TNF- o 28R 471, {Eik HBV js&ierh
FFRESERIVEIE; 26—, DA LAM AR F ot
ek AN B EE, NS RE; S, 1IL-17A
HES I ZFh i B 1L-17R 254, Hikid
HERAER N ; 45P0, CHB H 3 Th17 40 4 W
1L-22 MRE 108055, T IL—-22 7540 M His 25 sk e
FT AR AL P v & 45 A 2L

25 LAk, CHB IR NAELE Th17 AR5
1k, RAEAMIRAGES E Th17 4115/ CHB &
AESIN R, H Thl7 40 38TE AT BEINE 1 1
JUE SRy ¥ R 4 B B AE SN, AR T HBV L 148
PEALERE, A0 Th17 40 AT 68 R IGIRIRYT CHB $2
ML) S i
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