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[(FE] 8 4 :JWEE LM%M E & (primary biliary cirrhosis, PBC) & # it 7 # Th17 4 {48 % % & F (IL-1p.1L-6.,
IL-17,1L-23  TGF-R) # & 4t , % it Th17 4 ML & PBC A Mt 2 o 1k Al . = ok« K H 88 B % 2 % MR 5 (ELISA) 77 i th %
PBC £# (n=78) . LA Jf k & FF# /L & # (PHC.n=230), # X B (HC,n=060) M1 7& # Th17 b WX W E F & 8. %
5 HC 448t ,PBC A& # i 3 1L-18.1L-6 IL-17A #n 1L-23 KF & & A & (P<<0.05) .71 TGFR AT £ R RLE T FEN; 5
PHC 4148 1t ,PBC & # % IL-1B.1L-6 #» TGF-8 A F 8 # 1%, M IL-17 0 IL-23 K F & # A & (P<<0.05), # # :PBC A&
FAFEERERS . ThI7T AR THAPBC WA R A BEABR TR EFELNER.
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Serum profile of Thl7-related cytokines in patients with primary biliary cirrhosis
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[ABSTRACT] Objective: To observe the serum profile of Thl7-related cytokines (IL-1B, IL-6,IL-17A, IL-23, and TGF-B)in
patients with primary biliary cirrhosis, so as to study the role of Th17 cells in the pathogenesis of primary biliary cirrhosis
(PBC). Methods : Seventy-eight patients with PBC, 30 patients with HBV-related posthepatitic cirrhosis(PHC) .and 60 healthy
controls (HC) were enrolled in this study. The serum levels of above five Thl7-related cytokines were determined by enzyme-
linked immunosorbent assay (ELISA). Results: The levels of 1L.-18,1L-6,IL.-17A, and 1L.-23 in PBC group were significantly
higher than those in HC group (P<C0. 05); the levels of TGF-8 were comparable between the PBC group and HC group. The
levels of TIL-1B3, IL-6, and TGF-8 were significantly lower and IL-17A, IL-23 were significantly higher in the PBC group
compared with those in the PHC group (P<C0. 05). Conclusion: Our findings indicate that PBC patients are in a status of chronic
inflammation. Th17 subset may play an important role in the development and progression of PBC.
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kin 1,1L-1) 116 . 11-17 . IL-23 A4 A= K K F (trans-
forming growth factor 8, TGF-38) 8 i PBC 5
Th17 OGN ML 7 /) ¢ & H RT3 AR I BG ., bk, 4
WFFEMEL T PBC f 3% Th17 AH G20 Mo 7 1y A2 4k, LA
B Thl7 giiefE PBC & B e9/ER .

1 #ERMAE

1.1 —f&FH  2007~2008 45 —FEERKERKA
ER#i #1120 PBC MAER A2 B E 78 f, HIFF

A IF G 4 2% 2000 4R HEFE () PBC B Wi dE M1
(1) T A T8 BB I DR SRE AR 0 AR AIE | JHF ) BE 46 A 57
o IR TR U IR 5 (2) B8 B CT alidi 47
JIELAE 3 52 1 o HC Al JE T8 A58 BEL PR 3R 5 (3) 1L v T 2k hr 1K
Pl (AMA) =1 = 40 8 AMA-M2 B, 30 $i] 2 7
B4 J5 HF A 4k 88 2% (HBV-related posthepatitic cir-
rhosis, PHC); 60 i {d FE Xt B Chealthy control,
HC) . g FE Xt ECA 2 JC T s 45 21 PR o 7 AL
#1.

x1 ZTANKHELEH

Tab 1 Clinical data of patients

Index Min-Max PBC(n=78) PHC(n=30) HC(n=60)
Average age - 55+15 53+13 52410
Sex (male : female) - 13 : 65 11 :19 17 : 43
AST z/(U -« LD 0-40 111+164 71+45 2045.1
ALT zp/(U -« L1 0-50 99+111 68+62 19+7.5
TBA c¢p/(pmol + LY 0-15 47454 63180 4.08+1.73
GGT zp/(QU « L™ 0-40 2294232 103492 25411
ALP z3/(IU « L™1) 15-112 2254127 1324113 53+17
IgM p/(g + 171 0.5-2.5 3.242.0 1.310. 66 1. 430, 50
Child-Pugh(A/B/C) - 43/15/20 16/6/8 -

1.2 iR Thl7 48X fo B F & A ds AR 69 ml 2
1.2.1 Thl7 Ak %0 0 B F 69 0 2 I AR A i
JG 4%, — 80 C URAE M I FURR R 1 IR, SR JH g IK
A 9% W% Bt 3 56 (enzyme-linked immunosorbent as-
say, ELISA) A I I 3 7 Th17 A5G40 i I+ 1L-
6.1L-18,1L-17 . 1L-23, TGF-8 (¥} eBioscience 2%
AP AO AAEAE LR BB R L 1L-18 4 pg/ml, 11L-6
2 pg/ml, IL-17A 4 pg/ml,1L-23 (pl9/p40) 15 pg/
ml, TGF-8 60 pg/ml; TGF-g M & Z §i . Il ¥ 7 2
1= SHiRE , B AL AR b AL B

1.2.2 HAugir eyl € AR E W (aspartate ami-
notransferase, AST) , % N % % i} (alanine aminotrans-
ferase, ALT), y-4 & Bt # Bk B ( gamma-glutamyl-
transpeptidase, GGT) , i P B & i (alkalineatephos-
phatase, ALP) , @ JH 7T/ (total bile acid, TBA) ., Ifil i AR
212 (TBIL) A1 1gM A9 5 >R F % X Modular P800
A 3l o3 B ACH JLAE AR A I, B 7 R AR R

Child-Pugh 43419 5 N RFE SR QLG AHZLZR JEK i
T8 AR VR B 68 0 8 D i) R JFF A B ) 1A 594
1.3 %t $a® R SPSS 15. 0 4k 4 (SPSS,
Chicago,IL,USA) , it &8 H =+ s Fon, 4 kb
R HAEZ B 2 Mann-Whitney U #:5 , P<<0. 05
RrzFEARITEEX,

2 # B

iR (R R 5 HC YA, PBC B I i
IL-18.1L-6  IL-17A Al 1L-23 /K F & F It & (P <
0.05), TGF-g Z R LG it & L;H 5 PHC 4
. PBC M I 1L-18.1L-6 Al TGF-B /K ¥ & 3% 4
flR(P<C0.05), IL-17A, 1L-23 /K F & 3 7 & (P <
0.05);5 HC 41M L, PHC ##F M 34 1L-13.1L-6 il
TGF- K- & Tk s (AP fH] 1L-17A 11-23 2% 57
TGt R L,

*2 FEAHRFMB Th17 BXEEEFKFRELE
Tab 2 Serum levels of Thl7-related cytokines in each group

pB/L(ygglf“;ff L PBC(n=178) PHC(2=30) HC(i=60) ST P:C@u;(‘ TR

/ US . b) USs . vSs v
IL-18 42.1453.2 1154108 20.4+18.0 0.001 0.004 0. 000
1L-6 23.4+22.7 69.5+73.5 2.9342.90 0. 000 0. 000 0. 000
IL-17A 22.54+14.8 19.4+4.6 18.0+1.4 0.036 0. 000 0.106
1L-23 2284254 104+56 95.9449.6 0. 000 0. 000 0.321
TGF-8 3324+1 496 5052+2 956 3 564+1 450 0.001 0. 364 0.018
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Th17 4 f 53 W5 0 28 A A 7 B T1-17 (IL-17A)
Sh B AL TL-17F  1L-22 , 1L-6 , TNF-o"'", 1L-17
VR —F A2 98 40 i R 776 N 28R/ BRI 7 22 18 7 J%
etk A B et T R AR, AR
KB PBC B Y TL-17A F1 1L-23 KV B EF & T
PHC#H Y5 HCH., HE W E R 22 R LR iT# & L,
XA e S PBC 1 PHC B & ML AS [F 47 6. 5
JNFREAL AT HE L TL-17 A 1L-23 76 PBC By % % i 72
TRl e Rk R B A AE Y, 123 J& o pl9
FTL-1204 pd0 S0 545 38 & — A7 5 AH 3% 41 0% 10 5+ —
RIKE—FT 25 5N et B % 2 Fh G s 4
FRLER o3 Ak K T L 8 A B A RE T 1 R 1 S AR
B4 R 7, 1L-23 0] DL o bR AR R E R
TNF-o IL-18 Fll 1L-17 % 43 Wb ] 422 12 i 4% 0 19 &
A, BAR TL-23 A& Th17 48001k 10 S I8 7 H
e AL IR 5 Th17 40 M A7 DI Re e fe DLl 2 )
A0 T 1 G 8 IO 24 TP R HER R S AR

B T 1L-23 4b, IL-1B.1L-6 Al TGF-p i J&: {2 i
Th17 43 4k /) & 22 40 Mg [N F. Acosta-Rodriguez
SEUORESY KB, TGF- A 1L-6 AT LIE S Th17 40
534 IL-13 BAR RE 0% {2 ¥ TGF-B Al 1L-6 if5 &
Th17 4088 54k AR BE B TGF-g # 1L-6 (91E
FHE i Chen 88 [ 44 Py 5250 & 8L, TGF-B 1l fig
X Th17 W5 AN RAVE T B 2 Al ge il Thl7 #953
fb. 534 Bettelli 25078 TGF-8 SR A9 /N B & 3L
Th17 4 A % 9 20, 3 R 38 TGF-p 19/ B
Th17 20 A 50 o AH L3 . AT N 56 [ B fe g 9
RS . 45N TGEF-B7E NSRBI Thi7 40
JfL o Ak 3k B b i A OF R — 20, B L TGFB 5
Th17 Z )6 RARF i — B oE . AR EE R &R
W, 502t Th17 o0 AL A7 ¢ 00 40 g I 5 TL-1B.1L-6
FTL-23 B4 I3 27 7K O 4B ik 38 e T e A, 0 H 2
IL-1B 1 TL-6 1A 44 N 8 22 A £ 4 4 il ] 5, ook
S i 2 T v 3 AT LS BRAIL AR Y S RE AR S L BT LA fR
X AR A 20 i PR B I v R LA HETY PBC B AL T

Th17 409 & BLEST Thl/ Th2 - B8 i4 #b
TN e, AHIE 58 A B RS T LA Thl7 4
AL B 40 8 R 7L AT R L 3 25 K SF T T fiE 4R R
Thl7 41125 T PBC &% {2 Th17 41 &% Thl
20 AR S FE RO T 56 R LA & Th7 40 7E PBC &
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