b

F38E W2 EallIpNE e qQrRE S0 )) Vol.38 No.2
20174F 3 H JOURNAL OF SUN YAT-SEN UNIVERSITY (MEDICAL SCIENCES) March 2017

- Il PRAJFSE -
RGN Y s AEEAA IR AR R AE AR A 1143k

fRaBxk !, W% 2, X P, Zam!, FEE!
(1. R ER R E S — BB H A MR, K 4000165 2. RS A N R EBTHAL MR 1R 16 11 57031153, 43 FHTTEE = AR
BB, DU 4R BH 621000)

i ZEHM] BRI E % 5 B A AE (PI-IBS) R IR 5 1 2 27 5 AE (NPI-TBS ) 835 Wi PRARAE K7 266 B 40 ]
ML IL-17A . IFN-y 1 IL-10 B9 3k . [ 7k ] 1275 AU 1BS 5% 44 41 (PI-1BS 21 4] , NPI-1BS 23 4] ) , 8 5 %J Wi & 10 ], 5%
GSRS .SAS . SDS ft £ VAl W 5 i £ G AE JB3E B W E eIk AR R MRS . M NI & 38 R M B AR A, s ks
Kl IL-17A . IFN—yFI IL-10 9335, ELISA B4 A0 J5 1M IL-17A IEN—yF IL-10 (Y 353k . [ 45 5 ] NPI-IBS 8 3 86t FR 40
SDS P43 T (P < 0.05) 5 PI-IBS £ & H X B2 SAS F1 SDS 43 T 5 (P < 0.05) ; PI-IBS 41 %% NPI-IBS 41 GSRS . SAS H1SDS -
Iy BETIE (P <0.05) 5 5% AL G , PI-1BS £ F1 NPI-1BS £ [7] 5 3B 1 B 1L-17A JIFN-v AR5 THE , 1L-10 A R IR FRAT
(P <0.05); PI-IBS 4 IfiL 7% A IL-17A B9 F k50t BEZH TH 7, IL-10 A9 K FEAIK (P < 0.05) ; W 266 A0 40 & 1l - PI-1BS £ 1L~
17A FlIFN-y i #3558 NPI-IBS 4 R 55 , (H 2 0G24 SL(P > 0.05) . [ 4518 ] PI-1BS il NPI-1BS 5 7776 A [5) 15 BE 11 45
& TAB IR, A1 A I A Bl R IL-17A R IFN-y ) 235 FH i, IL-10 IR FEAIC, {0 PI-1BS 8 35 Il PRAE R AH X T, 20
F AR R ), PI-1BS W] fig 5 NPI-1BS A3 AN [A] A9 A AL

S48 : PI-IBS; NPI-IBS; £E&; #M4L; IL-17A; IFN—y; IL-10

FE S R574.4 XEKARERD : A X EHS:1672-3554(2017)02-0260-07

Clinical Features and Expression of Cytokine in Post—infectious Irritable Bowel Syndrome
Patients

DAI Ying—huan', LAN Cheng’, LIU Dan’, PENG Yun-li', ZHOU Xu—chun'

(1. Department of Gastroenterology , The First Affiliated Hospital of Chongging Medical University, Chongqing 400016, China;
2. Department of Gastroenterology , Hainan Provincial People’s Hospital , Haikou 570311, China; 3. The Third People’s Hospital of
Mianyang, Mianyang 621000, China)

Corresponding to: ZHOU Xu—chun, E-mail : chqxchzh@163.com

Abstract : [Objective] To study the clinical features and expressions of IL-17A, IFN-+vy, and IL-10 in serum and intestinal
mucosa of patients with post—infectious irritable bowel syndrome and non post—infectious irritable bowel syndrome. [ Methods ] 44 diar-
rhea—predominate IBS patients (21 with PI-IBS, 23 with NPI-IBS) and 10 healthy controls were recruited in this study. Investigation
questionnaires of GSRS, SAS, SDS were carried out to evaluate the gastrointestinal function, anxiety status and depression status of
IBS patients. The expressions of [L-17A, IFN-+y, and IL-10 in intestinal mucosa and serum were measured by immunohistochemis-
try (IHC) and enzyme—linked immunosorbent assay (ELISA). [Results] The SDS scores of NPI-IBS patients were higher than those
of controls (P < 0.05), and the SAS and SDS scores of PI-1BS patients were higher than those of controls (P < 0.05). The GSRS,
SAS and SDS scores of PI-IBS group were higher than those of NPI-IBS group (P < 0.05). Compared with healthy controls, PI-IBS
and NPI-IBS group showed significant rise of IL—17A, IFN—vy levels and decrease of IL-10 level in intestinal mucosa (P < 0.05); In
serum, the IL-17A levels were up—regulated and the IL-10 levels were decreased in PI-IBS group but not in NPI-IBS group when
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compared with controls (P < 0.05). In intestinal mucosa and serum, 1L.—17A and TFN-+ levels in PI-IBS group were slightly higher

than those in NPI-IBS group (P > 0.05). [ Conclusion] PI-IBS and NPI-IBS patients existed various anxiety and depression. The

levels of IL-17A and IFN-+y increased and level of IL-10 decreased in PI-IBS and NPI-IBS group. But the clinical symptoms and

changes of cytokines of PI-IBS patients were more significant. There may exist other pathogenesis in PI-IBS but not in NPI-IBS.
Key words: PI-IBS; NPI-IBS; anxiety; depression; IL-17A; IFN-v; IL-10
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Table 1 Comparison of clinical features among control group, NPI-IBS group and PI-IBS group

Control NPI-IBS PI-IBS X FIt P value
Cases 10 23 21 / /
Gender(male/female) 4:6 12:11 10:11 0.418 0.812
Agelyears 40.9+13.0 43.4+8.5 43.0+12.9 0.177 0.838
SAS scores 39.6+4.6 44.6+5.8 50.4+7.6”7 10.621 0.000
SDS scores 36.4+2.8 44.418.9" 52.3+£12.777 9.221 0.000
GSRS scores / 7.6+2.5 10.7£3.6" 3.299 0.002

Chi-square test was used for the statistical analysis of gender; One-=Way ANOVA and Bonferroni was performed for analysis of age, SAS and
SDS scores; Student’s t—test was used for analysis of GSRS scores. ” P <0.05, * P <0.01,vs control group; * P <0.05, ¥ P<0.01, vs NPI-IBS group

%2 NPI-IBS #A PI-IBS £ & £ 8 . MEBTE D 5 GSRS 2 K S

Table 2 Correlation analysis between psychological status and clinical symptoms of IBS patients

SAS scores SDS scores
r P value r P value
NPI-IBS GSRS scores 0.490 0.018 0.483 0.020
PI-IBS GSRS scores 0.506 0.019 0.485 0.026

r: Spearman correlation coefficient

GSRS.SAS 1 SDS P-4 B . Fh 5 (P < 0.05, % 1)
Spearman AH JC P4 45 55 i 7 7 NPI-1BS & 35 1 PI-
IBS F v, £E IR AR5 A i e R e 3 A
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Ileocecus: A: control group, B: NPI-IBS group, C: PI-IBS group; Rectum: D: control group, E: NPI-IBS group, F: PI-IBS group ; X400
1 IL-TTAEBHBARNRE REALSPRE

Fig.1 The expression of IL-17A in intestinal tissues immunohistochemical staining
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Ileocecus: A: control group, B: NPI-IBS group, C: PI-IBS group; Rectum: D: control group, E: NPI-IBS group, F:PI-IBS group ;<400
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Fig.2 The expression of IFN—v in intestinal tissues immunohistochemical staining
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Ileocecus: A: control group, B: NPI-IBS group, C: PI-IBS group; Rectum: D: control group, E: NPI-IBS group, F: PI-IBS group ; X400
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Fig.3 The expression of IL—-10 in intestinal tissues immunohistochemical staining
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Case: n(control)=10, n(NPI-TBS)=23, n(PI-IBS)=21, One-
Way ANOVA and Post—hoc comparisons (Bonferroni). A : F=20.649,
P=0.000; B: F=6.697, P=0.004; C: F=11.926, P=0.000; D: F=
11.506, P=0.000; E: F=29.592, P=0.000; F: F=6.485, P=0.005.

1)P<0.05,2)P<0.01, 3)P <0.001
E4 KAFBFEIL-17A, IFN-yF# IL-10 Rk K EH

A
Fig.4 The expressions of IL-17A, IFN-vy and IL-10 in
ileocecus and rectum tissues among control group, NPI-

IBS group and PI-IBS group
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Case: n (control) =10, n (NPI-IBS) =23, n (PI-IBS) =21, One-Way ANOVA and Post—hoc comparisons (Bonferroni). A: F=4.459, P=
0.016; B:F=3.084, P=0.054; C:F=15.647, P=0.000; 1)P < 0.05, 2)P < 0.01
E5 PI-IBS, NPI-IBS 48 & i 5 %1 BB 28 5P &) 1l 40 Bl Bl F IL-17A , IFN—yFa IL-10 7K 3 #9 bk %
Fig.5 Cytokine levels of IL-17A, IFN-+y and IL-10 in serum among control group , NPI-IBS group and PI-IBS group
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