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Recent advances in the research on biological characteristics of interleukin-22 in tuberculous pleurisy and malignant
pleural effusion YUAN Yan-ming , WANG Zhong-yuan , CHENG Xiao-xing  The 3vd Department of Tuberculosis s
the 309th Hospital of Chinese PLA s Beijing 100091 s China

[Abstract] Interleukin-22 (IL-22)is a member of IL-10 cytokine family, and its biological activity is initiated
by binding to a cell surface complex composed IL.-22R" and IL.-10R? receptor chains. I1.-22 is expressed by most no-
tably T-helper 22 (Th22),Th17 and Thl cells, partly ydT cells, natural killer cells (NK cells) and lymphoid tissue
inducer cells (L Ti-like cells). Both of the concentration of 11.-22 in tuberculous pleural effusion (TPE) and malig-
nant pleural effusion (MPE) were increased. CD4" T cells recruitment from peripheral blood which induced by che-
mokine/CCR interaction and the differentiation of Th22 cells promoted by II.-1b, IL.-6 or tumor necrosis factor-o
(TNF-o) from native CD4™ T cells contribute to the increase. 11.-22 was involved in the immunopathology by pro-
moting the expression of matrix metalloproteinases (MMPs) in pleural cavity, and I.-22 could mediate NK cells to
produce soluble factors to reduce bacillary growth in M. tuberculosis-infected monocyte-derived macrophages. In
MPE pleural Th22 cells might be involved in the proliferation and migration of cancer cells,and promote intercellular
adhesion of cancer cells to pleural mesothelial cells(tPMCs) by upregulating the expression of cellular adhesion mole-
cules. To explore the mechanism of I1L.-22 in these two diseases will provide new methods for immunodiagnosis and
immunotherapy.

[Key words] Interleukin-22; Tuberculous pleurisy; Malignant pleural effusion

BRI » S5 RZATH IR R A S 4 9% f e ) A 34 A 24 800 £
T B I P EGH T 145 DT Bl s L SR
158 98 SR R A DL A — Fh 4 R 28 T I AR SR R W 2
Thiash, [ pA #2045 4% 1 i R 5 A8 oy R R e SR 1Y
3. 500 . BB 53— WL R R . BN
B ML U REAE R85 DL 1Y) TR RE AR PR A - A e I
PRI BB AN 18 240 PR < B B RBORI S8 3 T A i o
B AR BRI TR P S S IR — R R S

BATH < [H K A AR 54 (81071318)

1 B : 100091 ff A5 = O JUBE Bl i =B L B (o
A VEMIT ] S5 T E (BN AD

WAEVEH . F P70, Email : wzy2004177@sina. com

P T PG Y B P B B P A » Q[ A P 2
AR o p T s B P T R U AT RAT R AR R A
500 SR B RIS SRS I Ut A 5806 T
G RPN — Jy ThT 3t AR A BRI - — Dy TRIARMERR I 21 15
W AARAS s HL 2B R o AR e S PR B DRI g s B3R 1
WSRO .

P B s BRI B FE AL AT B 22501 (5L S RS oy T 45
A3 AT T R 240 A v 52 S8 i e A 3 ol 6
240 ML S P AR 5 O P AR A B 5 [ I 45 A I
2 iR P 9 £ 2 s e ) £ X i B P L 2
WRELAE . S IO R PR 52 BHL, BE 2 g FRE AR 24 e b g s R
TRCHE ARG T M AR R o DK v 9 2 2 5k B 2 494
S CDAT Tk RcR Zfig 2. T CD4T T
IR L 0 7 2 ) 200 PR s AR ) S e R P AL

TERTH A 2013 4555 5 ) — Akt



h E P EE S 2013 4FE 5 H 4 35 %% 5 8] Chin J Antituberc, May 2013, Vol. 35,No. 5 . 369

HXHIE AR A R AN/ 2 22 (interleukin 22, TL-22) {ifi
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R PR T~ 40 TL-22  1L-26 | 5 I 30 4 P 7 (leukemia in-
hibitory factor, LIF) 4, NK 4i 153 11.-22 f) & r] B TL-23
I LL-15 AR 5 55 1L-15 0 B0 T 535300
NK =4 1L-22 (4 Re J7, T 11-23 55 2240 )5 2 3% 40 g
(antigen presenting cell, APC) hHsRi5ES 1L-22 =0,
NK 4 734 i 122 AT T450 R T dedn i . e ik
B A i 356 A % 43 b TL-10, ke 31 B o 98 5 R AR 3 8 A Y
YERT.

DY HoAth 2 i

yOT YR R IR G FARATVE S e 1) S8 4k 2 B
B S e et IL-17A i TL-22 M EZERIRE. B TH
M3k TL-23R, R AT AE A 2 88 TAMBAEBUR I 00T, i
B TL-23 FR 0™ A2 SR - 63 TL-17A I TL-22 =2k
10-22 9 vo T 40 He 00 i 21 24k A3 o o A6 M 48 S8 S R o
HmZeY . voT 40HE ik 1L-22 [6)#f @ B2 K AHR 1)
FAE

R E L 2] 175 S 40 it (lymphoid tissue inducer cells, LTi
YA D SR TE /IS BUVE IR 2 21 b 22 B, B 5 76 /N1 R L 45 0k
B LR rp b Bl IE S AFAED) . TL-233005 LT 4010 )5 Al %234
K 1L-22 RIL-17A AN GR TEN-y. SEFL R SR

R4 1L-22 B4 A 7E B B AR R
BEBAD G RKIE

WA CD45RA, #4k H T (C-C 3£I0) Z 4 7[ chemokine
(C-C motif) receptor 6, CCR7 |F1 CD27 3 ik B I n] K1 41
i A 2 2 A Fp SRS AZ A T R G SR o P A
CD45 RA'T #ififigeix CCR7 MIW] I 5 Pk L 45, 28 T 41
J I E A2 AN s B = CORT B3 1 U)ok 41 s 53 1T % 8k
YU, 2 R ORI KON AL . 16 2R35 CCR7 Al CD27 11
T U R0 5L RE F1 08055

W5 & B A 1L-22 (9 CDAT T 4K 22 R v el
1227 CDASRA CCR7 CD27 -1 i 41 J& i w7 A
TL-22 (9 240 M ) SR A X AR A CCR7) . 33— st U A 7
A TL-22 BN EA 7t 704K & G SR st AT LAFE Ik B
SN KRG TE A RR A, I 7T S A1 L i b [R) 28 40 i 5
B Bkl e R AR M & #EAE M. X5 Annunziato 55
IS 25 RABAF £ IS v (0 P 1 2R 0 AR B o 328
AT AR B B A% 3 T B (R A0 il 4 2 ) 2 4 200)
eI B i AR TL-22 1) T 4. — 3% PPD #1 BCG
HE S TL-17 FNIL-220) CDA™ T 41 i 75 fe )3 AR 5 Bl 45 4%
SR AN I AR LRI R B 2 S5 A% S BT R 1
SAEFR B P b R 20 i 2 8 5 W 40 M % 7 4B -3« (macro-
phage inflammatory protein-3a, MIP-3¢) BF&4LAE T » #0 J5 ifi
st PPD Al BCG 5197 4 1L-17 A1 IL-22 ) CDA™ T 41
HE RS 2 IR A i N HE

S8 R e R T B s BB Th22 41 i 45 3

BRI AN KT 33 4 20 i I R S ]
FEAZEY o LA SRS LR o S B B, 0T RE 3B A LR B RO
U5 08 43I v T 10 Js RRO b A7 A S 5 T e AR % A s TR
TL-1B.TL-6 FITNF-o, 33 £ 5| 5 AT i 308 i B i v J5i 4] CDA4™
T 4l Th22 48 i 34k, Horp TL-6 £ e 1 1L-6 5
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