16 BMAKIESZE $31% 93 201645 A ] Mod Lab Med, Vol. 31,No. 3, May. 2016

WO PENBY TR R AL S
AR Tho 2RI &3 4 g B JLI DR & 3

& RS R FeLxlaae,eh FRLF R R
R R R RIGERE a. SCRIZWFRb. fn e, B 200433)
W E.Br iR AR A A AL (primary biliary cirrhosis, PBC) & % 41 J& 2 Th9 48 e p7 & & 4 W5t F 38t L ik
KEL, Ak mARXMERER PBC & H (n=238) fofi B3t B # (n=38) s} & f2 Th9 %0 e B & & 2 o, A B s & K H
st % F 34T Mayo #F 4. R A 8358 £ % PCR R4 0 B % 20 Fo & 2 B8 20 91 B ofe 38 A 4 2w B, (PBMC >L1’ 1.-9,PU-1,
TCFR#W kL&, KA ELISA Ztem B F bk P L9 RiA S, #t—F o4 Thy e d 55 PBC & F £ 1L ¥
ARAn Mayo #4698 %, R S AR a4 . PBC &4 ThY e g 4 b3 & (1=27. 29; P<<0. 01).}11&@/&%4};1;]
MmERHIEZ, 1L-9,PU-1 = TGF-8 mRNA #) &A% 8 %38 3 (t=14. 69,23. 92, 10. amiéj P<<0.01), H foiF P IL-9 &
f@k TR FNEH (=11, 66; P<<0.01), AR (ALP,AST, ALT,GGT, TBIL) 4 4 B 3F B 203 2 53 & (= 10. 94
.95,10.56.,14.92,27. 7033 P<<0.01), Th9 Zahe & 5 ¥ 55 & & Mayo # 4 .AST,ALT,GGT #= TBIL 4] £ 48 % ( P-
0.05), Z5i¢ Th @ TH AL T PBC Lmitdl, LS Rmme L EME XA KRR S HEMAT B 7R EGIRE/BET 1)
R IE
SS9 - Th 20 5 i & M IRy 48 £k 5 4t e PR+
FRE4 S R75.22;R392. 11 XEAIRERE A XEHS:1671-7414(2016)03-016-04
doi:10. 3969/j. issn. 1671-7414. 2016. 03. 005

Expression of Th9 Cells from Peripheral Blood of Primary
Biliary Cirrhosis Patients and Its Clinical Significance
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Abstract: Objective To investigate the role of Th9 cells in primary biliary cirrhosis and its clinical significance. Methods
The percentages of Th9 cells in patients with PBC (n=38) and healthy controls (n=38) were measured by flow cytometry.
Patients clinical data were collected and Mayo risk scores were calculated. Determined the levels of 1.-9, PU-1 and TGF-
BmRNA expressions and the protein levels of I1.-9 in plasma. Further analyzed the correlation between Th9 cells and clinical
parameters. Results Compared to healthy controls, Th9 cells percentage was higher in PBC patients and increased with dis-
ease stages (1=27.29; P<<0.01).1L-9,PU-1 and TGF-BmRNA expressions were increased compared with healthy controls
(t=14.69,23.92,10. 48;all P<{0.01) and the protein level of IL.-9 was also up-regulated (t=11. 66; P<{0. 01). The clinical
parameters (ALP,AST,ALT.GGT and TBIL) were higher than healthy controls (t=10. 94,12. 95,10. 56,14. 92,27. 70;all
P<C0. 01). Moreover, the percentage of Th9 cells were positively correlated to Mayo risk, ALT,AST,GGT and TBIL (P<<
0. 05). Conclusion Th9 cells may be involved in the pathogenesis of PBC and related to the disease stage, which provides
new clues for future immunotherapy.
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