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Th17 400N Treg 40MIAY LB B F R AT IEZL (P<0.05) , WREZEFEFRL4] Thl7 A00A0 Treg 200 HL A5 247 5 F Joibk
B (P<0.05), H Treg 4kl Th17 4HMFHm A NI, WRESAEHE RS IR ) Th17/Treg (9 HLAEAR T JGHE
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BAMTMESEEBRAFELESR (P<0.05) . &5 4+ 1L-23, IL-10, TGF-8 F1 Th17 4iJ{dFl Treg 4 i
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[ Abstract] Objective To investigate expression of the Th17 cells and Treg cells in breast cancer tumor and
related cytokines in the peripheral blood, and study its relationship with lymphatic metastasis. Methods Flow
cytometry was applied to test Th17 cells and Treg cells in the peripheral blood of both 35 cases of breast cancer and
20 controls. ELASA method was used to test the expression cytokines of 1L-23, IL-10, IL-35 and TGF-f.
Results The frequency of Th17 cells and Treg cells in breast cancer was significantly higher that in healthy
volunteers ( P <0.05) . The frequency of Th17 cells and Treg cells in patients of lymphatic metastasis was
significantly higher that in patients of non-lymphatic metastasis ( P <0.05) , then Treg cells increased more
obviously than Th17 cells. The radio of Th17/Treg cells in patients of lymphatic metastasis was significantly lower
than in patients of non-lymphatic metastasis (P<0.05) .I1L-23, IL-10 and TGF- 8 expression levels were higher
than those in healthy control group (P <0.05) , but IL-35 expression levels were lower. There was no significant
difference in IL.-23 expression between lymphatic metastasis group and non-lymphatic metastasis group (P> 0.05) ,
while there were significant differences in expression of IL-10, TGF-f and IL-35 between two groups (P <
0.05) .Conclusions The trend of changes in the related cytokines I1.-23, IL-10 and TGF- is in agreement
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with that of Th17 cells and Treg cells in the peripheral blood of breast cancer. The rise of IL-35 and Treg cells shows

a negative correlation. The imbalance of Th17/Treg may be one of the factors leading to tumour progression.
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1.1 ImARZE#

WCE 2012 4F 12 F 2 2013 4 12 H fE %8 K2
B B BE 5 SR =8 XA 32 ARG YT Y 35 1] A8
HORTGANE ML, RO, A B R AR
ZIARIT XA FEIRYT . A BB AR A A HERR
Yo SRR s, AR JE BHHRI2 W FLIR I
WRELEE ALY 27 1], RIFEFEH) 8 ] AEEY
N, RS 22~70 %, B (46 £3.75) %
TEH X REAL 20 191, Bk Lok fd ek B, AR
24 ~63 %, F¥y (42+545 2. WA
SR Th17 . Treg 7E4M i itk T A b i) LA
1.2 FERRFIUEE

MaEMA (PE) FRid MY anti-1L-17-PE,
anti-Foxp3—PE Fl anti-CD3 PE-Cy5 B4, W41E
FEY) (PE-cy5), SRAIRYOEER (FITC) i
1E 1 anti—-CD4-FITC ¥.3T, anti—-CD8-FITC, APC
(Allophycocyanin, H|##52%) FRICHT anti-CD25 H.

b, B1rE= (lonomycin) , BHEFE R (Monensin)
W H (3£E eBioscience, San Diego, CA) . A
W AN Zr B e (JSHE TBD 23 w]) , RPMI 1640 K

FeHE (R RHEYRAD AR A ED . AT

Y g iR & (32 eBioscience A H]) . i

AR BD A, £ E1SR EVOLIS 4 H 5l

FEHRAL.

1.3 RRHEAR D
P s I AR Rk M 4 mL, F EDTA-

K2 Preiifs, M 4 mL JHFZEHTEE 42 i EC 200

L T Th17 A A4S, SI4x A% K 53 25 PBMCs

FHT Treg AR AVETIN, 435N AAARIBTAAR, =t

R ASCAS .

1.4 ELISA i&tf5hE I IL-23, IL-10, IL-35.
TGF-B BIKF
SRRSO ELISA J5 ik, Al i 7 1L -

23, IL-10, IL-35. TGF-B /K, SZEGutfiis &

2 X AL bR HE SR AL, MR AL, 2l bRuEh

2k WS AR E T 450 nm PEK R I ERE SR AL

WOERE (A) fE, RS hRAERTZ TS i b 25 4

JH PRl e S

1.5 it atE
IV SPSS18.0 2R AFFEATGE T #r . K&

DL (v xs) Fon. dEELERA K%, P<0.05
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2.1 FLBRESEHESNEM Th17 &5 CD3T HRaHIEE

1

FACS g5 8 n, FUME B ESNE M Thi7
di CD3*T 4R LLfE 2 (3.10 £0.96) %, W&
THEFEX B2 (1.67 £0.62) %, 2 HEIA G
L5 (P<0.01) . BB RFUIRIE B EINE
M, Th17 &5 CD3*T 40 JE /9 LB A (3.29 +
098) %, BEE T ILMELGHEBLEE (244 +
0.53) %, ZRA%Zi¥EL (P<0.05), WA 1.
2.2 FLEEEEINEIML Treg iv CD4'T dHAAIEL

1

FACS 7R, ZLIRIE B3 S8 8 I Treg 5
CD4T 40 bl (6.81 £1.87) %, BEET
AN IEZH (4.40 £0.57) %, 2 A1 2= RE G H#
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B (P<0.01) . WREEEEE R 7L B A E
M, Treg 5 CD4 T 41 g (4 L S (7.51 =
1.44) %, BEEHTILKEEEBLEE (446 +
1.07) %, ZRAESZI¥EXL (P<0.01), WA 2.
2.3 Th17/Treg AR EZLIREEEPHTH

IR RS BB R Th17/Treg B9 FL{E (0.46 =
0.18) %, ©Em THEFEXIE4] (0.35+£0.08) %,

LA BEGIEE L (P<0.05); WRELEER
F1) Th17/Treg B HAE (0.43 £0.16) %K T I
GEEE R E (057 +0.18) %, ESASIH¥E X
(P<0.05), WK 3.

Th17. Treg AH 5 4f Jfl A + 1L-23, IL-10,
IL-35. TGF-B FEFLIREINE M ik, W3 1.

*1 SNEAMAPMEEETF IL-23, IL-10, IL-35, TGF-P HIFE (pg/mL)
Tab. 1 Expression of IL-23, IL-10, IL-35 and TGF- B in peripheral blood in breast cancer patients (pg/ml)

A 1 RS IEH  (n=20) TMBEHBIIE (n=8) KL I (n=27)
IL-23 62.5+5.1° 96.7+7.8 103.1 6.4
IL-10 90.3 +9.8" 1124113 1354+ 16.3%
IL-35 125.6+13.8° 105.4 107 84.4+ 15.5%
TGF- B 225.6£21.8" 225.6+21.8 317.6 £23.4%

54 . TKEEHBAHILE, "P<0.05; SIMELEHEBAEMIL, 2P<0.05.
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Fig. 1 The proportion Thl7 cells in metastasis of

breast cancer with or without lymph node

metastasis group
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Fig. 2 Treg cell ratio in metastasis of breast cancer

with or without lymph node metastasis
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Fig. 3 Thl7/Treg changes in metastasis of breast
cancer with or without lymph node metastasis
group Th17/Treg
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monier 25PE B i BE OIS A PL, Treg A1 Thl7
AR L, H Treg % Thl7 A9 Z H B B (H)
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