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Clinical significance of peripheral blood Th17 cells and their cytokines in tongue squamous cell carcinoma”
Li Yanbo',He Zhiliang' ,Su Danni® ,Wang Chengyang',He Chenggong' ,Cao Lei'
(1. Department o f Stomatology ;2. Operation Room ,Chengde Municipal Central Hospital ,Chengde, Hebei 067000 ,China)
[Abstract] Objective To investigate the clinical significance of peripheral blood Th17 cells and their cytokines in the patients
with tongue squamous cell carcinoma. Methods Sixty-six cases of tongue squamous cell carcinoma in our hospital from January
2013 to January 2016 served as the research subjects and contemporaneous 42 volunteers undergoing healthy physical examination
were selected as the control group. Peripheral blood was collected in all subjects. The proportion of peripheral blood Th17 cells was
detected by flow cytometry. The IL-17, TGF-8 and IL-6 cytokine levels were detected by ELISA. Results
eral blood Th17 cells,1L-17, TGF-B and IL-6 in the observation group and the control group were (1.46+0.41)% wvs. (0.31+

0.12)%,(123. 36 = 21. 20) pg/mL wvs. (20.76=+8. 95) pg/mL, (215. 80+ 21. 52) pg/mL wvs. (26. 90+ 10. 41) pg/mL, (17. 32+

The proportion of periph-

8.02)pg/mL ws. (5. 85+ 1. 49) pg/mL respectively, the differences were statistically significant(P<C0. 05). The proportion of pe-
ripheral blood Th17 cells,IL-17, TGF-3 and IL-6 levels were increased with the increase of tongue squamous cell carcinoma clinical
stage (P<C0.01). The TGF-8 level was positively correlated with the IL-17 level (r=0.626,P=0.021), the IL-6 level was posi-
tively correlated with the proportion of Th17 cells and 11.-17 (+=0. 626,0. 597, P=0. 021,0. 034). Conclusion The increase of
Th17 cells and 11.-17 expression plays an important role in the development and progression of tongue squamous cell carcinoma,
Th17 cells and I1.-17 cytokine can become the important target spots of anti-tumor therapy.

[Key words| tongue;carcinoma,squamous cell; Th17 cells;cytokines;clinical significance

T 0l 98 e g DL B0 S U W M R 2 — , HOR T T B UK
FRIF ARy L 5 AR E AR BIR, AFSE R B, 0 B 1

YRR T T AR GRARST SEYRA T HEBR A e R B A
Ly G PR  JLA A I S B T O AT E IR 2

I Y G B L R R B R R LA R L RE D R
9 1 G 8 3R 9T R B T R AR L BB M T 40 g 17
(Th17) Fe ARG R T 1 4 M A 2K (TL)-17 e fp A KR T~
BCTGF-R) Hl IL-6 TE A AE M F1 F B 4 i 1k 5 g v R #3046
AR A SCRNIT ST 8 R SR il Th17 290 /8 B H: 20
BT A I R

1 #REHE

L1 —fBORE DAACKE 2013 4R 1 7 2 2016 47 1 iR B9 66
191 5 598 £ R IE X R (LA AL  # G B 2 e A i
45 5 BURH R T A 12 L SRV 2R R O D sl . L2 B

*  BEETIE 2013 R RHEE AW 5 & 5 H (2013201,

KIIGIZITE .«

DU g [a) B A7 i e A s 1 42 B AR R 3 ot IR, R4
38 il . L 28 ) X AFE S (52. 18 8. 65) & s X I 4L 15 23 4],
419 B EBER (51,708, 25) %, Bl MR AERERY
TG L (P>0.05 , RA ] k. W 4L IR 43 14K s
] By BT B 23 B B (UTCO P il i b, T 49 11 490, 11 19 16
i, T 20 461, IV A 19 6], ARAFSE 2 R BE AR #R 22 A S ik vl o
HEEHEBAMGERZ .

1.2 Xk W gnie il (3£ E BD 4\ FACS Calibur) .
BB i % (APC) bRid M HT A CD3 B, 5 B 0 BR 98 0k %
(FITO 4RI bt A CD8 Bt \PE Fric i9PT A TL-17A By (3

TEE R AN MU (1983 —)  FIRBEIN AR, F BN 48 0 SRR



2762

[ eBioscience 2 7)), Wk B 48 J 43 88 W [ e A R ) 4 (35
Sigma /A @). A IL-17. TGF-g #1 IL-6 M B 5 % W [ i 56
(ELISA,Z[E BD A #)).,

1.3 ik AR R T s 1 # KL 5 mL, 80 B
gt ELISA 50 & st W] A5 46l 1L-17 \TGF-B #1 1L-6 7K -
IO T P O 00 )22 R AT B M A I N B L SR S B PLAS
I Th17 40 b4l

1.4 Sib2sab3  SRA SPSS 17. 0 44T St 40 3, i &
FRF G IES i U 7k £oR R e BF Rk, A5G IED
O3 A BT 2 AN 55 2R AR S BOR 36 OO RS 36 o A 5GP 43 17 2R
H Pearson 7} #7 i+ BAHORLR AT " K25 P<<0.05 M ZERA SR
TR

2 & ®

2.1 AhAIM Th17 400 b A 1L-17 K Hede W% 20 i xt
HeL 20 S0 R i Th17 20 B Lb ] 43 590 2 (1. 46 420, 41) %, (0. 31
0.1 % , ZRA I E XL (+=3.314,P=0.014), WHE 1,

FTREF 201757 A% 46 %% 204

Th17 &40 M1 b {51 BE 2 & 8% 98 I R 43 359 09 39 g o v (P <<
0.01), WL 2.3 1. WLEE2H At B 4 40 A il TL-17 7K S 43 31
H7(123.36E21. 20) pg/mL. (20. 76 8. 95) pg/mL (1 =4. 983,
P=0.006), TL-17 JK V- B & T % 5 I K 43 01 @4 3 o imi 74 &
(P<C0.0D), L3 1,

1 M AF X RASMNE M Th17 48 h bk 5]

B 2 AESHESEEEINEL Thl7 45 L Fl

x1 AEASHHESESRE Thi7 @G 1L-17  TGF-3 1 1L-6 7k F (T +s)

il Th17(%) 1L-17(pg/mL) TGF-B(pg/mL) 1L-6 (pg/mlL)
8 0.62+0. 21 56.50416. 52 62.98418.01 9.81+3.25
1R 0.91+0. 33 112.89+27. 46 170.40-+26. 93 15.4943. 81
[11:2] 1.3440.53 125.90+25. 21 193.36+25. 31 16.98+7.28
IV 1.9840.67 160. 50+29. 31 339.40435. 20 25.60+6.62
F/H 5.013 11. 646 23. 141 12.053

P 0.001 0. 000

0. 000 0. 000

2.2 b TGF-BF1 TL-6 K F b8 UL 5% 40 FOuf BE2H 5
M TGF-p /K 3 43 5] Jg (215. 80 + 21. 52) pg/mL. (26. 90 +
10. 41) pg/mL (U = 102. 213, P = 0. 000); 1L-6 7K 3 /3 % K
(17.3248.02)pg/mL.(5. 85+ 1. 49) pg/mL(=10. 589, P=
0.000) , TGF-B.1L-6 7K~ i % T 8% 97 i DK 43 391 14 184 g 7 v
(P<<0.0D), L3 1,
2.3 Pearson fR4FHT 45K TGF-B7KF 5 Thl7 41 g L 4
To B W AH o (r=0. 431, P=0. 103) , TGF-8 /K F 55 1L-17 7k
R E AR X (r=0. 626, P=0. 021),1L-6 7K 5 Th17 4 il It
RN 1L-17 3 2 IEA 2 (r=0. 626 ,0. 597, P=0. 021.,0. 034) ,
3 it it

Th17 a2 5 MEM R B & et m S B MY b mE
FEFPE IR AE R R TR AR R S g 2 I 5 I A

AP, TL-17 & Th17 400 % 9 4 2 VR A 2 24 i I 7
FEARAE IR B B G M RS A HE R R h R AR
ERE,

WFFE B 22 e 40 455 B0 5898 L 5 0 O 0 8 R L R
Y A7AE Th17 40 i i I2 1 A0 IL-17 FR g ms™ . 1L-17
A k2 R I A A R R T 2Rk A i A ) R KRR
(VEGPE) (R 5 i 3 E, %07, fE Mg 4140w, Th17 40 jd 1) i
T A TL-17 &3k 4 38 0 0 i 5 25 B2 &2 IE A 56, 3% Th17 4
H’ﬁu IL-17 mf i 4 b 93 o 45 9 A BN T £ 32 i 19 & 2B L R

o FERTAN M A U, Th17 402 32 E AR I 40 , {2 2F
m%%ﬁi%‘ﬂﬂﬂﬁiﬂﬁz_ JRS . Z % v E s . Th17 40 e bk 4l
IL-17 (35K 35 Tk HELAG 42 30 B U0 A0 M A < 4 i AL
TRGyE REMFE ™ . DA ES5 R ¥R Th17 40 1L-17



FTRES 2017 %5 7 A% 46 K% 20 19

TR AN . ASWRIT R E B B MR i Th17 20 4 L
BT TL-17 7K - 35 4 35 1 T % HR L L Bl 25 50 095 988 1355 1 A 20
IR BT, Th17 40 i L ) F0 TL-17 /K SE B Z 7 &, #2878 Thl7
i A TL-17 3K B3 e 2t & 8 i K & R R rh il B &
EAEM.

WEFTFE W] Th17 40 i 78 o988 S 2 vh ik B A DR 4P 00 . (H 3
B A SE 4280 . R B % Th17 40 i 5 0 72 3 45 ok
W9 B8 = - Th17 40 vl il i IFN-y & #E50m 176 F 38 vl 5 o
ZL4E Thl 40N & ¥ B bR s . DL B4R R Th17 40 fn
IL-17 B r] Re AR AE R BT 4 F . IRtk , Thi7 48 i fn 10-17
PR - 412 P 98 0 P e 40 280 7 T e 2 1 5 Py R 3 85 L b 8 8005
P2 2R R R I B A5 A 06, JL L ARL R 38 W 5 £ 1 F 5 LA
HE— SR

TGF-B ] 3 fin i 52 40 i b VEGE f14 85 B, i 11 410 i %
E2 1l 1L-6 A 3 [F] 4t fF 5l 2T 2 20 10 =22 18] 4 266 BT 20 1% 3%, AT
R 30 10 BB AT . AR 4 i o RN LR 10 B A B o, TGEF-B
A TL-17 eI B, ifd TL-17 ] 42 33k i g 40 i A 4 [l et ke 59
T T AR T . TL-17 R ) g B €0 250 40 e M Te) B 40 e
A RS S R AR TL-6, 3 5 STAT3 55 ik 42 4 37 4 1
B AR . ASTFFE L i RS A A I TGF-8 A IL-6 7K
ST i S R N BRAL L B 94 g AR I DR 4 90 B8 . TGE-
B TL-6 KRz THE . B TGF-3 k¥ 5 1L-17 /K 5 1EAH
5%, 1L-6 /K5 Th17 40 Lo B Al IL-17 34 8 0 AH %, #7872 55
3 h TGF-8 A 1L-6 W Ft i — 77 1 W] 155 Th17 48 il 431k .
S — 77 T E R 2 R 0L A 2R A AR R R R YE R AR .

25 F TR, Th17 40 F0 TL-17 32 3 9 3% 0 7 35 85 0% 1 &
EVRBRREL EEAEM. Thl7 408 # IL-17 B+ 71 8N
BB IR YT I T B A AR IR Wl — 25 T 5 DAIESE .

£ % 3Tk

(1] fs5 R BEFR/R . EAKM, 2. FasL } FasL ASODN 7£ %
5807 M D S 8 R SR P AR T LT . SRR 5%, 2015, 44 (1)
27-31.

[2] Pan JJ.Ng WT,Zong JF,et al. Proposal for the 8th edi-
tion of the AJCC/UICC staging system for nasopharynge-
al cancer in the era of intensity-modulated radiotherapy
[J]. Cancer,2016,122(4) :546-558.

[3] Joerger M, Finn SP, Cuffe S,et al. The IL-17-Th1/Th17
pathway: an attractive target for lung cancer therapy?
[J]. Expert Opin Ther Targets,2016,11:1-18.

[4] Zhang N,Ma ZP,Wang J.et al. Human papillomavirus in-
fection correlates with inflammatory Stat3 signaling activ-

ity and IL-17 expression in patients with breast cancer

[5]

(6]

[7]

[8]

[9]

[10]

[11]

(12]

[13]

[14]

[15]

2763

[J]. Am J Transl Res,2016,8(7):3214-3226.

Young MR. Thl7 Cells in Protection from Tumor or Pro-
motion of Tumor Progression[ ]J]. J Clin Cell Immunol,
2016,7(3) :431.

Wu X, Yang T,Liu X.et al. IL.-17 promotes tumor angio-
genesis through Stat3 pathway mediated upregulation of
VEGF in gastric cancer[ ] ]. Tumour Biol, 2016, 37 (4):
5493-5501.

Maniati E, Hagemann T. I[.-17 mediates resistance to an-
ti-VEGF therapy[ ] ]. Nat Med,2013,19(9) :1092-1094.
Lin ZW, Wu LX, Xie Y, et al. The expression levels of
transcription factors T-bet, GATA-3,RORYyt and FOXP3
in peripheral blood lymphocyte (PBL) of patients with
liver cancer and their significance[J]. Int J] Med Sci, 2015,
12(1) . 7-16.

Feng P, Yan R, Dai X, et al. The alteration and clinical
significance of Th1/Th2/Th17/Treg cells in patients with
multiple myeloma [ J]. Inflammation, 2015, 38 (2): 705-
709.

Majchrzak K, Nelson MH, Bailey SR, et al. Exploiting 1L.-
17-producing CD4™ and CD8™ T cells to improve cancer
immunotherapy in the clinic[J]. Cancer Immunol Immu-
nother,2016,65(3) :247-259.

Zhang W, Tian X, Mumtahana F, et al. The existence of
Th22,pure Th17 and Thl cells in CIN and Cervical Canc-
er along with their frequency variation in different stages
of cervical cancer[J]. BMC Cancer,2015,15:717.

Guéry L, Hugues S. Th17 cell plasticity and functions in
cancer immunity[ J]. Biomed Res Int,2015,2015:314620.
Peng X, Luo Z, Kang Q. et al. FOXQl mediates the
crosstalk between TGF-8 and Wnt signaling pathways in
the progression of colorectal cancer[]J]. Cancer Biol T-
her,2015,16(7):1099-1109.

Sun X,Zhang J,Hou Z. miR-146a is directly regulated by
STAT3 in human hepatocellular carcinoma cells and in-
volved in anti-tumor immune suppression[ ] ]. Cell Cycle,
2015,14(2):243-252.

Hayata K, Iwahashi M, Ojima T, et al. Inhibition of IL-
17A in tumor microenvironment augments cytotoxicity of
tumor-infiltrating lymphocytes in tumor-bearing mice
[J]. PLoS One,2013,8(1):e53131.

(e H9:2017-02-03 &8l H 1 :2017-04-08)

r“wwwwm

(BEXEF)NImAKAREXEFCEFER

JUBEA T 3 Je N0 A= 10 B2 2 F 5296 3C A48 107 150 B P 7 A ) o P e 1 40 el A8 L o A 2 5 e COR O R ) 3 XA 1Y
B R ITAG IS . R (D) RIS R .

A A A R A R R A R A R R R R R R R R R R R R R A R R R R R A R R R A R R R R R R R R o

(EREZF)HIE




