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Study on difference of inflammatory cytokines and STAT3 expressions in intestinal mucosal tissue
between Uyghur and Han patients with ulcerative colitis in Xinjiang region”
Yang Tao +Zhou He ,Cui Min ,Yao Ping” \ Tan Qinghua
(Department of Gastroenterology ,the First Af filiated Hospital of Xinjiang Medical University ,Urumqi , Xinjiang 830000, China)

[Abstract] Objective To explore the difference of inflammatory cytokines and STAT3 expressions in intestinal mucosal tis-
sue between Uyghur and Han patients with ulcerative colitis (UC) in Xinjiang Uyghur Autonomous Region. Methods Thirty inpa-
tients (15 Uyghur cases and 15 Han cases) with UC in this hospital from June 2015 to October 2016 were selected as the UC
group. Contemporaneous 26 individuals (13 Uyghur cases and 13 Han cases ) undergoing physical examination served as the control
group. The colonic mucosa tissue were taken for detecting the mRNA expression of IFN-v,11.-22,1L-17A and IL-17F by reversal
transcription-polymerase chain reaction (RT-PCR). The expression of STAT3 was detected by using the immunohistochemical stai-
ning technique. Results Compared with the Uyghur control group,the mRNA levels of IFN-y,11.-22,11.-17A and IL-17F in the
Uyghur UC group were up-regulated, the differences were statistically significant (P<Z0. 05) ;compared with the Han healthy con-
trol group,the mRNA levels of above inflammatory cytokines in the Han UC group were up-regulated, the differences were statisti-
cally significant (P<C0. 05) ; but the mRNA levels of above inflammatory cytokines had no statistical difference between the Uyghur
UC group and Han UC group (P>>0. 05). The immunohistochemical method found that the STAT3 was found to be colored in the
cytoplasm of intestinal mucosal epithelial cells. The positive expression rate of STAT3 in Han and Uyghur UC groups was higher
than that in the corresponding control group, the differences were statistically significant (P<Z0. 05) ,however there was no statisti-
cally significant difference between Uyghur UC group and Han UC group, the difference was not statistically significant (P >
0.05). Conclusion In Xinjiang Uyghur Autonomous Region, the expressions of intestinal mucosal IFN-vy, I[.-22, IL-17A, IL-17F
and STATS3 in Uyghur and Han patients with UC are significantly increased, but the above cytokines may has no obvious difference
in UC occurrence and development between Uyghur and Han patients.

[Key words| colitis, ulcerative; interferon-v; interleukin-22 ; interleukin-17 A ; interleukin-17F ; signal transduction and activa-

tors of transcription-3

47 L 46 1 % (ulcerative colitis, UC) & — i i& ¥k AR R A I8 A2 A48 5 2 JORE 1 W i R o ) — A BLIR RN . BB 1 T
PR W 18 JAETERN . H ETA A IZ0W B AE—E s e W T LA (ThO 17 & —28 CDA™ T ik 40 i I B JHG 23 6 1) 2
NS 32 25 8 % W T Al 4 00 o B 0 e v L o T B % M T A (L) -17AIL-17F 15 58 5 ik %Y H 54 . 1L~

x BEETR . WEAT/RARKARFFESEIH H (2014211C033),  EE® N A% 1984 —) AFFRE I, B 1, EEMNE WL R G w
WU, & BIE1EH.E-mail:pingyaozh@sina. com,



FRES 2017 5 12 A% 46 5% 35 M

22 WRBZAGE5 /S E O ML ZEE R T 3(STAT) W#,
BT E-yAFN-v) SR & F . 51 R PR M. M4k, UC
B 22 G ATAE — R O ol AN ot 1X 22 5, 31X AT A S R 4E 0 BR
B TSk T KO R E AR N R — 2R
T B A Hh o B T AR I b R R R VIR B A AL 2 R
9o 1140 2 9 1S 00 R I DR R A R B M R 2 A . A S TR AR B L T
SREDU 5 4B IR TR UC 1 9 1 B0 B e R4S A 8] 4t 5 JR T
UC 1 &5 26 T DU, Hovb (IR B J 3 I i 22 F DU {1 5 3
BORR 22 TR R R E R MR i R ARBESE B e a0
Y B R BB UC 3 Kot B4 i 26 s 41 20 TFN-y 11~
22 IL-17AIL-17F Jx STAT3 § &k .4 #r Bk R FFE4E & /R
BEIERE A LZER.

1 #BRGHE

11—kl 4E 2015 4F 6 A & 2016 4 10 H A BE K 1L
BHEBER) UC #3530 il (UC 41, UC B2 Wi % A 2001 4F
HEE 4 T AL IR 2 43 23 X 48 P 19 94 12 3R 9T B9 1 A
WO, UC B g B /RIE B A& 15 0 (4 5 /R % UC 4D, |
W5 8 . 7 B R AEES (47, 46 8. 27) % W R 15 f
(Ui UC 4 Hod 55 6 . % 9 9, & 5 47 % (52. 13326, 87)
. iR UC BEHEZHERE IR UEE L, 7%
) 390 76 A B 4 435 W B A 4 %5 26 B4 S fe B IR A, e 4
IR 13 ) (4 B R X B4 . B 5 il & 8 i, F 4
(43.525.28) % s DU 13 B GRUE X B4 . 55 6 fil, Lo 7 il
AR (49, 37427.92) % Il PRECHE MR S (995 Dy R (8] 45 9
AR L AR HT L REE IR AT 2 K Y 32 B R AR AE - g 23
B AR % % Hardy-Weinberg - 7 K5 56 2 7w Ak F 18t 1%
RTINS 3 7/ T BB I NI A (o LTI - O (g IR
20140818-03) , Jif 4 b3 A< 19 3 B I 4R AT B 50 00 42 1) S0 19 [ 2
1.2 FEMZRHH (D5 : TRIzol® Reagent RNA 25
iR 57 (35 E Invitrogen 24 7)) ;6 X FFEGE sh ik ( B A Takara 2
ARk 2 8E (£ | Sigma 2 7)) ; FastQuant RT Kit (With
gDNase) il & (b 5t RARAE (L BH A R 7)) 5 SYBR Select
Master Mix(ZE [ ABI A #]) ; AR B/KOBE(CRETE T4
ik T KR 2 6] ); Agarose (3 [E Sangon Biotech 2% &)
RPMI 1640(& 10% /N4 1fl #) (3€ B Gibco BRL 22w ; fe#t
STAT3 %% {& (2 E Sangon Biotech 24 ], % %5 : D220083-
0025) s B FR L 28 Ml (PBS) By 71 : pH 7. 4~7. 6 Crig M 81 A )
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BRI LBBRAFD . (2)LH:GL-88B iR IR & #% (&1 H
MR AR A 25 7 A PR S 71D s Neofuge 15R & 20 5 38 8 5 B 0
BLCE 380 A 7)) s K5500 4% R 2 1 f X (AL st gl A 7)) 5
DYCP-31DN J DYY-6C #17K Pt Pk A S v #8 (Ab 50 78— Hi Pk
7)) s BER R R 88 (£ UVP A RD ; B il & (f8 E Eppen-
dorf 23 ) s # Ji PCR {X (24 [E Bio-Rad 23 ) ; 52 i} %¢ ) PCR
X (EE ABI A F]D s —80 “CHRARIE VKA GE/RAFD .

1.3 ik

1.3.1 RNA #H BUls 354 2R AT — 80 °C (% I vk 4
ORI A 4140 100 mg R EAIZUE 1.5 mL &
DEHIMA 1 mL Trizol, I HER A, iR H H 15 min; 1A
200 pL G0 OUENR 5T IR HHE 5 ming4 'C 12 000 r/min #
O 15 mins L EWHWRES —H i 1.5 mL B0 A &R
SN EHEES, —20 C#HE 30 min;4 °C 12 000 r/min &
> 15 min, I B IMA 1 mL 75% Z B[ 75 % £ 1 R A2 ik 1R
. ZTE(DEPC) K i #il 4% ¥ RNA PLiE, R 44 °C, 12 000
r/minB.0 3 min, 37 _FE R A B UL, EE T8 2~ 3 min;
RNase-free H, O % it RNA; B8R 8 A 2 2 UK RNA K-
260 nm 5 280 nm b WE 5 BE fH B AH (Azso /Asso ) s HL UK 5 T
RNA S8, Bk RNA B S Agso /Avso (HFE 1.8~2.1 2
[f] . K bR AARIEAE—80 CHEET & H.

1.3.2 &S B A0 RNA B 5[5 X gDNA 22 il
Bt 2 pL.+ RNase-Free 7&K (ddH, O) #h £ £ 10 L& R B
I A LBR IR R RIS, R0 HFEF 42 CHE
3 min; K5 B T UK FSCE R R RS % AR inF) gDNA
KBRS BRIG R AR AT .42 °CLIRE 15 min; 95 °C L0
H 3 min ZJG T UK F 331 cDNA 7] F )5 2 56 31K iR
AT

1.3.3 4553 PCR % cDNA Il AB|4 . SYBRR Select Master
Mix,RNase-free ddH, O Bt 5% & 5, X} IFN-y,IL-22, IL-17A 1L
17F S HEAT 97 08, 2 06 Bt i b 6 Mg vl i L 10 B, 0 B Tl ofig 4 £k
DNA, 475 o #th 28 3= 9 TFN-v, 1L-22 , 1L-17A IL-17F mRNA %
KK L 45 5 DL I 3 Y (TFN-y, TL-22  TL-17A H TL-17F) 5 B
actin fy IR R . FIWFFI 3K 1. PCR B &1 : DNA 3% 1%
50 °C 2 min, 95 C W25 ¥ 2 min, 95 “C A5 15 5,60 CiR & 1
min, 60 “CZEf 1 min, 40 MEER . 2Z )5 F 2 20 S8 BHEE I i Uk » LA
B NAR F 40 (3£ Bio-Rad 24 1)) 4387 PCR ¥4

*1 EE PCR #1851 7 5

#H 1D N4 R 5175 (5'-3") FEPIR /N (bp)
3458 hsa IFN-y-F TCG GTA ACT GAC TTG AAT GTC CA 93
hsa IFN-y-R TCG CTT CCC TGT TTT AGC TGC
50616 hsa IL-22-F GCT TGA CAA GTC CAA CTT CCA 140
hsa IL-22-R GCT CAC TCA TAC TGA CTC CGT
3605 hsa IL-17A-F AGA TTA CTA CAA CCG ATC CAC CT 151
hsa IL-17A-R GGG GAC AGA GTT CAT GTG GTA
112744 hsa IL-17F-F GCT GTC GAT ATT GGG GCT TG 160
hsa IL-17F-R GGA AAC GCG CTG GTT TTC AT
2597 hsa GAPDH-F GGA GCG AGA TCC CTC CAA AAT 197

hsa GAPDH-R

GGC TGT TGT CAT ACT TCT CAT GG
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x2 #ERE UCAEHERKENBEERKERF mRNA RIEKFELLE (TLs)

2H 5 n IFN-y 1L-22 IL-17A IL-17F

e E IR UC 4 15 2.02370. 949 1.58040. 602 1.52640. 759 1.61840. 639
YT IR R X IR 13 1.15940. 574 1.053+0. 328 1.080+0. 446 1.029+0. 265
P 0.007 0.008 0. 047 0. 005

*3 ik UC 5N E RAEKEREF mRNA RIEKFILE (TLs)
28 51 n TFN-y 1L-22 IL-17A IL-17F
Wik UC 4 15 2.00641. 394 1. 45940, 582 1.5040. 551 1.628+0. 626
UG KT HE 20 13 1.062+0. 376 1.009+0. 146 1.019+0. 216 1.01740. 182
P 0.023 0.011 0. 005 0.002
x4 ik UC HE%HE/RKE UC HEXMEREF mRNA RiZKFLRE (L)

2851 n TFN-y IL.-22 IL-17A IL-17F
45 Rk UC A 15 1.132+0. 531 1.082+0. 412 1.136+0. 564 1.07470. 425
WG UC 41 15 1.23740. 860 0.988+0. 394 1.355+0. 497 1.308+0. 503
P 0.691 0.529 0.268 0. 181

1.3.4 AL STATS BFEk B £ U0 F i o
Ji K 5 3% 3t AL A (H, O E TR E 10 min, i EH#UE &L
— PPl STAT3 Hiik, M BB 12 50050 pl,4 Cilix,
PBS ¥k 3 4% 3 min, i A 4 2 AL — b0, = HUILECR B (DAB)
B 5~10 min, EEMBE T EEROBRE, FARRKE Y3
min, R 02 LB b BB K, ZHORE B P W I . B
TR TR 5 A HLEF (X 4000 TH55 BH P 40 A 28, T 43 5 v
(DY iR EHIW, 585 BN 04, BEROAN 1 4,
WY H S 2 455 (O I AIIE o b, <5 %5 A 0 43, >
5% ~<26%HIH 14,26 % ~<<50% F Ky 2 4r . =50%H K 3
5y . VPSS A K I EUE A TR 155y 0~1 A H R (—) .2 &
FINCE),3~4 AR+ +).5~6 AR +++), A
Image-pro plus 6. 0 5 {4 o1 55 #U4r W ok B2 f (IA fED. LA
GraphPad Prism 5. 0 84 1E & ,

1.4 ZEib2ab3 SRA SPSS19. 0 S8 it 3 4 i 47 G 1 43 »
FiA B R R S PCR R R 2229 Rom , e A 804k
TR R R TA B B0 2 Oy 22571, D T s R 4L LR
KW I Sr AR A ¢ R A3, L P<<0. 05 22 7 K it

2 £ R
2.1 #EEIRWE UC 45465 /R G0 IR 3 & RAEH T
mRNA RKKPIE 54EF RN R4 L. 45 R iR UC

H I FiE IFN-y 1L-22 | 1L-17A | IL-17F mRNA 335 K F#6 &
22 5 Gt F B L (P<<0.05) W3R 2.

2.2 DUE UC 45 DU X B 25 45 R T mRNA 3%
KACOF L 5 DU X AL L. DU UC 410 B TFN-y,
IL-22 . 1L-17AIL-17F mRNA 5K FH8 FH . 2% ¥4 5t
2B YL (P<<0.05), L% 3.

2.3 W UC 4 5468 Kk UC A% B & 47 T mRNA
FIEKF LR DU UC H 5 4E 5 /R Kk UC 4115 &l TFN-v,
11-22 1L-17AIL-17F mRNA 35 KF L. Z S Y L L%

BN (P>0.05, 3 4,

AU BRAL: B: DU UC 415 C: 4 F /R RN MR 4L D 4k 5 R R
uc 4
1 BEFFIE STAT3 FRik(X400)

2.4 JHFNESTATS B EMFRA B F WL (1D F B it
DB AN SR 1 20 18 M e M A e 0 L oA R 40 LK A
JH0 | BEA% A L A5 SR A R S 43 1] D oAk 2 0 9L T i UC 4
W4 T UL AR 1 B 2R 2B AR | R TR o T K [R] 5 £F 4 41 41
Work %, (2)STATS Yefh . m UL R b f7 410 B 766 15 (7] 5 P+
WL 2 B 5 200 B R A 0 P L0 40 DA B 0 R oA B R v A R PO
AEHEE G, (34 T ME UC 4 5% B4l STATS 4e 8% [k
(B HEWTED : UC 20 BHPE R 38 3 18 & T X B 4H (P<T0. 05) 5 4
HoRME UC 45105 UC 483 T A4 b R B R 1k SR
W25 (P>0.05), WWHE 1, &4 TA {H 4. 48 5 R K
UC 4 % 4k 5 /R G X I8 245 (10 834, 769 + 2 223. 562 ws.
7 895.642+998. 740,t=—4. 67, P=0. 000) , It UC 2H # I
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WHEXHE 4 TA {H 49 W] 8 Fh & (11 899. 884 4= 2 488. 163 ws.
6 921.265+2 881.709,1=—5.355,P=0. 000) ; 4 & /R & UC
A5 UCH TA EHHE . Z R TG 2#E L (10 834. 769+
2 223.562 vs. 11 899.884+2 488.163,:=1.236,P=0.227),
3 3 it

UC & RAE M 9 19— Fl, JLom B R AL i A B af . B
K FEEGIHEE L A e B R A, ORI BF S IESE T
UC 19 % 95 B 505 48 M i e o b s # R st f5 B R e UC
M RA KRR R BRI R . B 9 DU
54 E IR UC W &1 00 KGR R [l 48 8 R e UC 1Y)
RIREET T OO, B B E W B2 FIUR™ 0 S 80X f
2% 510 JEL R H TR ST L T AR 5 R M R A S B % DA
Ko ARG L R DUG 5 4B R R A R E A DG TFN-y,
1L-22 . 1L-17A IL-17F . STAT3 [ 5 ik , 4 V7 1 48 B IR 1 5 L
W A T2 5, A 5 5m R B TRk .

BWFIE I T bk L 200 i S0 B 5 JE e 0 1 400 181 7 22 i) 1
MEMEHZE5T UC K & p BT, Hdp 2L CD4™ T ik e 4
M55 UC i &Mk A% Y). #1h CDA™ T k& 40 il 7E TIFN-v,
1L-12. 114 W% S T b Treg. Thl,Th2 #1 Th17 4 4~ £
B2 M . AR SE BT & BL. Thl 55 Th2 240 g iy kb B 2% 1
AR 2R A B R, 78 UC IR A B il 5 T %A
FH. TEN-y & —Fh Z R A0B 2 A . i Thl 28 M43 W, & 1 o s
TR IE PSR S SR 7 A I AT MR R R 4 TS
IFN-y A 0IE 4% 25 20 it 35 T B D 32 s b R bk i 2 R )
g 1 — 4 AL A/ (NOD Y A i T 5 908 1 R A . ARBFST S
IFN-y 7£ UC BEF R0 R b B 8w T gl g S
1t 3 PR 45 1 9 14 & A 9 VI AR G (B I F 8 2 B R R 5 DU
UCIBETHRELHHZS,

IL-22 2 IL-10 RIEM A Z — . B 525 B & Gz 5 .
WFSEAE 55 TL-22 78 28 WG M D615 46 | o e TRV L 4 T O 45 952
W R LIRS TR RS BRI g AR T X
VLHH TL-22 AT REFE A B fye ey b R & WEMERH . UC BE
J B 1L-22 7K 7 b F L 3% 45 00 55 5 40 Hanash 457 4
Mg, EFETT G PR, UC B SNE M 1L-22 K
- Th17 5 Th22 4 i L 1 B S8 T i » HL 5 92 99 3 20 2 % B0 A
KRR TL-22 5 UC I K % PIAH G, 25 8 TL-22 5K F
T 2235 A S T ELAE BORAE F 30 391 92 78 9 2% B L X M 7 e
B BA R E R . TL-22 55 306 9 STATS i % VI 4
KLl 1L-22 /35 k. STAT3 7] 42 i & ¥ K 7 0 1L-8 1
IFEN-y (93835, TR 48 1t )i, 1L-22/STAT3 3 s 7] LA I 46 i
S84 LA A (INOS) .DMBT1 fil REGa, 1% 5 UC iy
LA 1L-22 SRR 1L STATS Bk N 5t s 2
HEEAR 2 AR APV T HG G o i 8 80 9 ™ A L SR G B 1 AR R 4
R e 5 o A 3 i 266 P L B2 A L R B 1) T G A BT 0 R I
BRI AR PG s L 1L-22 78 UC BB B B R 1 ik
B 0 IR 2 R L S W M 2 I R R A VDA G T
FE 3 BUW 1 96 M IO 5 e 2 g 766 B I R 440 Bt 5 B T A AL
] 8 AR F e 4 B R S UK UC (& iRk T Hl B
255, 5 BT RE S RO 28 5 T ORIk .

STAT3 5 UC KR % VIH I, STAT3 (55 2 T T 44
M2 ik 1L-22 Al 1L-17 6 A A A, STAT3 S22 T 41 5 715
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SN EEEL SRR TS Z M AR E TS AR E T Ja-
nus & B Z R EF (JAK) /STAT & & RS A (5 5 5%
SRR AR b R A0 o i 22 R S R, STATS f
53 % TR S R e P b I R A0 ) R 34 45 R 1 Ocelu-
din fil Claudin-1 {4 % ik 51 & UC fig 25 15 ML W5 B 41 45747,
AT STAT3 78 UC 4B Pk Fm F Xt B B H S
SRS S5 RIE S T STATS 3 B T 9 Al 46
BCATRYT UC 19— AT 7EHE AT

Th17 J& 54 P K 1 OG5 B 7 ¢ UC i Il IR
e, UC A 1Y Treg 40 M %k 98 /0 505 D g & % Thl7
20 0 5 A S, 5 P DR i 8k Th7 20 7= A e 9 1 i st 1N
F4E A B L IRILZ AR yt(ROR-v0) , 43 IL-17A IL-17F | IL-
L7ATL-17F 8l 53 oMo 400 2448 - 005 7 4 1 BN e F 98 1
Rk 7 K 4 T8 2R T YRR . DA T 36 1 P 6 i 40 21
RO R g UC B4 B B TL-17A (IL-17F £ kK
SR B RS UC 1Y 2 M SR % VI AR O, (148 b5 72
HeEIRE SRR E DR R 2R .

25 L TR i b X 4 R W AU UC % TFN-y, IL-
22 JL-17ATL-17F mRNA 7K K STATS KRB0 F2H B i
Frii R LR RS 5 UC 9 & . T 45 /R %5 3% UC
% 2 i) TFN-y,IL-22 . 1L-17A . IL-17F mRNA 7k % STAT3
TGt 25 5 48R LA 1 A TR A DU R B 4 T R R R
FERTRELE R . AN FimE -1 ZRIERE, AT 5L
25 N AR B 4 B R 5 DU UC (838 1 B TFEN-y,
1L-22 1L-17A IL-17F J; STAT3 Fik % 5., 0 Tk — 4
TTREEA  Z RG22 [0 I R 5 5050 = P58, DL UC &4
R IR S B L AR R A TE R s e R S RS R
UC iR Y7 A8 B

£ % 3Lk
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