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[#ZE] HI g PBC BFSMNAEIM Th17/CD4T 4IMAHSCANE F (IL-17. 1123, IL21. IL6. TGFB) ¥
Fik, ¥ Th17/CDAT 4 4E PBC &8 fER. Jiik kg 26 ] PBC AR (PBC 41), 20 i HBV &
(HBV 4H) F1 20 flfdEE ABE (HC 4H) AOAME I, % A B 0 o8 % v (enzyme—linked immunosorbent assay,
ELISA) %€ 3 4HARH MG 1L-17, 1L-23. 1L-21, IL-6. TGFB MK, & 3 A pyFaAaFol. &% PBC &
HIME 1L-17, 1L-23, IL-21 IWFIRPIE & T HBV BE AR A (P<0.05); PBC 4 IL-6, TGFP KikHI R
BT AL (P<0.05), 15 HBYV AR LA FE L (P>0.05) . &€ Th17/CD4*T 4 S H A3
RSN R T8 PBC (60 Ko & 4545 TR H
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Th17 Cells and Expression of Related Cytokines in Patients
with Primary Biliary Cirrhosis
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[ Abstract] Objective To observe the serum profile of Th17-related cytokines (IL-17, 1123, IL21, IL6
and TGF B) in patients with primary biliary cirrhosis, so as to investigate the role of Th17 cells in the pathogenesis
of primary biliary cirrhosis (PBC) . Methods Peripheral blood samples of 26 PBC patients, 20 HBV infected
patients and 20 healthy subjects were collected. Serum levels of the abovementioned five Th17-related cytokines were
determined by enzyme linked immunosorbent assay (ELISA) . Results The serum levels of [L-17, 1123 and
IL21 in PBC group were significantly higher than those in HBV group or HC group (P < 0.05) ; the serum levels of
IL6 and TGF- were comparable between the PBC group and HBV group, while the serum levels of 1L6 and
TGF- B were significantly higher in the PBC group than those in the HC group (P<0.05) . Conclusion Th17 cells
and its related cytokines may play an important role in the development and progression of PBC.
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(interleu — kin 1, IL-1) , 1L-6, 11-17. IL-23 Fi%%
KA (transforming growth factor B, TGF —
B) %A HEIAH, Thl7 4105 PBC B & A
K, ABELARBLE] M A BB, A 5 AR I
25 Th17 s- b MREFE R 1L-23, IL-21., IL-6.
TGF-B ¥, #RiF Th17 7E PBC &9 FHAO1EM.

1 #AREFE

1.1 —fER

2012 4F 1 A & 2013 4 5 H RWAERI RS —
Bt e = e A B PBC R 26 i, 2 Wi £F -5 2000
AR5 E PR A S IHETERY PBC 248 RS, YR
FHI R Bt . AR 2 IR sl L At Sy 1 1 571
WsRFAYY. BRI R (HBV) B 20 ],
ZWIRFA 2000 454 [E AL e 5 2 A U R 2518
BT RF R IZWibREY. X IEZ] (HC) 20
), g B BERL R 5 i B2 B BB AR 7 AT
BB VIR A I A8 5, () HE S M A P s
SRR E TR SR . AL R R 1.
1.2 WARFE

RAEWFFER GO A #F KL 5 mL, R AR 40
R AASI B 52 % 42 1. Th17/CD4*T 4HMIAY H A, K
ELISA J5 #: & W 1L-17, 1L-23, IL-21, IL-6,
TGF- B Fik/K . R IA 5% %] 52 51 Ja 1 37 o
9 ALP, GGT {H.
1.3 SGritF4eE

WL SPSS BRAFAHEA THET 4T, HERORI L
AN, AT BOR HES BB S, P<0.05 24
ZSAGIERE L.

2 &R

3R 5 HBV 41f1 HC 41 tkds, PBC 41
IL-17, 1L-23, IL-21. /KFEEWRE (P<0.05),
ZRAEGIT¥EY; 5 HC 4, PBC 4A
H C 4 IL-6., TGF-B FKikKVHm, ERARIT
¥ (P<0.05); PBC 45 HBV 4%, IL-6,
TGF-B RXKERUAHE S, HERTHITEE XL
(P>0.05); HBV 415 HC 4 Hede, X IL-63 5 B
B, ZRA%ITFEN (P<0.05), WLk 2.

F1 HARMNFERER (x=+s)
Tab. 1 Clinical data of patients (v +s)

m A il PBC (n=26) HBV (n=20) HC (n=20)
iy (%) - 51+9.76 39.75 + 12.37 508 +15.4
R (B4 - 7:19 11:9 9:11

ALT (U/L) 7 ~ 40 146.23 + 130.79 40.45 +28.45 252+2.86
AST (U/L) 13~35 141.80 + 165.94 362+ 12.5 284+3.8
ALP (U/L) 50 ~ 135 346.10 +216.59 95.15 £37.03 78.25£19.31
GGT (U/L) 7 ~45 527.54 +471.51 33.75 + 26.60 249 +2.77
TBIL (wmol/L) 5.5~25 7248 +57.78 147 +5.72 10.8 +2.44

F2 FHAMFE Th7 HXEREFKELRE [(+s), pgml)]
Tab. 2 Serum levels of Th17 -related cytokines in each group [ (x+s), pg/mL)]

4o IL-17 1L-23 IL-21 IL-6 TGF- B

PBC 41 28.37+537% 11636+54.98°%  112.66+50.79" 2629 +7.33% 875.55+ 515355
HBV 41 20.79 + 4225 71.623 +28.08 78.04 +22.67 22.08 +7.53 640.19 + 78.07
HC 41 17.13 £ 429 66.40 = 13.60 76.56 + 19.57 13.31£5.67 598.20 + 279.50

5 HBV 4 IbE, "P<0.05; 5 HC A&, 2P<0.05.

TH17 £ 1L-6., 1L-1B . 1L-23 FFE{b4E K A
+ (transforming growth factor, TGF) -PY/EFFH
WIhf CDA*T AR oA S, AT 430 22 i 240 i [H]

W IL-17. IL-21 #0 1L-22 4.

AW R IL, PBC B 1L-17. 1123, 1121 B
BETFHBVA R HC U, Z2REGIFEX, 1
HBV 4H M HCAH H# AL 178 5 Gt L.

HAEMAR, 1L-17 SRIERE . RIENE . &
EHER SR AE A . 1L-23 B—FfR
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BIRGNM A T, A IL-12 1Y pd0 BT Rk
B pl19 WA T, Wl IL-12RB1 A1 IL-23R &% —
RUZIRE YR KEGES. Lan® KX HHESFR
W5 R BITERI UG T A oAb #2 v, 1L-23 AT
155 Th17 difE 516, SUAE4ERF Th17 240 35 56
HREEEN. 5 R, A5 PBC.
HBV 4185 1L-17 ¥3 5, $m 2 IR K BT
RIEIRZAS, 1 PBC B 1L-17, 1L-23 B2 & F
HBV #0 & HC 4, /18 PBC &% o 1L-23 A fEfiE
#E Th17 09554k . B, M b oA & A
IL-17.

IL-21 W& Th17 43 WA —Fh At iR+, FRESS
SEXT 1 2R 5 A 9 3R WIAE HBV IR A [
SR, RAEMIE 1L-17 1 1L-21 kMR, A
IL-21 £ k58 T 1L-17. A5, PBC B &
IL-21. IL-17 W@ 3 T HBV 40 ) HC 41, x5
M PERFRA L, £ PBC &5 BT IIE P9 A7 76 o B 5
B SE R, Jf H IL-17. IL-23. IL-21 7£ PBC
1) 2o T AT RE R A A B B A4 .

IL-6. TGF-pB S8 TH17 43-4kny 2
LR F-.  Veldhoen S5 /5% & B TGF-B il IL- 6
A3 Th17 40ME 540 r 75 B AR I+, AT
IL- 6 5 TGF- B FLFIFEERMEN T, Eat &%
FVEF A BE R A S Th17 diMry A k. ARpedgno
HIBFFE N TGF-B1 5 PBC HEAS 1 Bz 40 i 451 453 1)
JEE AR DL A A TR R e AR BTG R
BT R PBC HBEM IL-6. TGF-B % & T1E
W, M5 HBV 4IAEL, T4it¢25%; HBV 41
SIERAE, L6 MEESiT%ES. 1R
TGF-B A IL-6 25 T RAEMTY, {H TGF-B 1E
PBC A 1845 rh i) REAF T E 2L

gk LRk, AR5 KB PBC BEIMLIE 1L-17,
IL-23, IL-21. IL-6. TGF-B /K EHl @i, 1%
ATh17 4257 PBC AN, 41K 1
IL-17. IL-23. IL-21. IL-6. TGF-B %I TH17 4H
Moot EESEREZA/EH. H TH17 78 PBC KW

H5 THI % Treg IR LA BIC R, AR
A FIBL AT e 2t — L.
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