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Abstract

AIM: To investigate the changes in the levels
of serum suppressor of cytokine signaling-3
(SOCS-3), interleukin-6 (IL-6) and tumor necro-
sis factor-o. (TNF-a) in patients with ulcerative
colitis (UC) and to analyze the role of SOCS-3,
IL-6 and TNF-qa in the genesis and development
of ulcerative colitis (UC).

METHODS: According to the severity of UC,

59 patients with UC were divided into active

group (n = 46) and remission group (1 = 13). The

numbers of patients with mild, moderate, and

severe UC in the active group were 15, 24 and 7,
%%ﬁ;ﬁfg . respectively. Twenty healthy individuals served
mi i@k E asnormal controls. The levels of serum SOCS-3,
F I‘;u IL-6 and TNF-o were determined by ELISA.

RESULTS: The levels of serum IL-6 and TNF-a
were significantly higher and that of serum
SOCS-3 was significantly lower in patients in
the active group than in those in the remission
group and control group (all P < 0.01). The lev-
els of serum IL-6 and TNF-a gradually increased
and that of serum SOCS-3 gradually decreased
with the aggravation of UC. Significant differ-
ences were found in serum levels of SOCS-3,
IL-6 and TNF-a among patients with mild,
moderate or severe disease (all P < 0.05). A posi-
tive correlation was noted between the levels of
serum IL-6 and TNF-a (v = 0.817, P < 0.01), and
a negative correlation was observed between
serum level of SOCS-3 and those of IL-6 and
TNF-a.

CONCLUSION: A decrease in serum levels of
SOCS-3 in patients with UC may correlate with
the progression of UC by negatively regulating
serum levels of IL-6 and TNF-o..
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(P<0.01); FHhed, &, P, EEEL OF
IL-6. TNF-a& 2/ = €2 EZR 5, i
SOCS-34 &R # &Ik, ZRZ A L7 AH
“it 5 & L (P<0.05, P<0.01); 48X M4 &
B, fFIL-64% 5TNF-a4% 20 2 E40 %
(r =0.817, P<0.01); £274SOCS-34% 51L-6.
TNF-04E¥EZWHEAMME(@E = -0.667.
-0.611, P<0.01).
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J¥(n = 7). HIEHUE AR E @ = 20015 bt 4l

VP (43.1812.58) % ; BRI T =7), L@
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9), %(n = 11), “FIIF6(43.32+3.78)%.
1.2 7%
1.2.1 AR A S EE: 00 A2 45 A0 1) B8 Rk & 1
THORES T REFEHIKMS mL, & T K
B RRRE T, EWE P ACE L b, 4 CEL
10 min(2 000 r/min), HUIALTE CE 7E-20 C kA
£ H.
1.2.2 MERI8AFA 7 ik K ELIS AWK I 1ML yi5
IL-6. TNF-a. SOCS-3% &, IL-6. TNF-a.
SOCS-3 ELIS A& R 56 A4 T 7%
A F) AR, PR A AR UL A TR, e
AR R IR B2 I AR 2 B X D-7n B B A 43
.

it Ab PR RJUSPSSIL.58 AT S,
X EHRAT R YE ST . SRR Ky 25k
R; ARG 3T b, 0T IE A 2045 1, LA
mean+ SDKIR, [EASAEINE 7 2257 TR
Ji& K BT RE A (R eR 56, JF 1F 25 43 A Ecis FH %
MATFEA R AESHOR L, AHIME MK HISpear-
maniE 17434, P<0.05K 7R 25 5 A7 Geit24 i L.

2 BR

2.1 UCZR 5 *F B 48 f2 7% 1L-6. SOCS-3. TNF-q
S s UCTES AL G H MG IL-6. TNF-a
T T AL S R 4L(P<0.01),
MHSOCS-3 7 & W K T 0 M4l J 2% i 4
(P<0.01), 1M 2% fift 21 55 508 BUAH [R) G 4 v 2 22
(P>0.05, &1).
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HBHMIEIL-6. TNF-o % 58 R I, ik
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R PR TR INP<0.01), R I
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/b B B (P<0.05, #2).
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DR n IL—6 TNF-o SOCS-3
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ZERA 13 15.91+7.10 9.53+3.42 98.66 + 13.92
IRA 20 16.55 + 6.33 8.26+4.10 96.49 + 15.05

"P<0.01 vs &4, °P<0.01 vs TIRA.
FEREE  n IL-6 TNF-o SOCS-3
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BEH 7 88.20 + 16.71™ 30.77 £11.23 2455+ 11.42"
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M@ =-0.667. -0.611, P<0.01).
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PE 0 SN (A% O IR T UC R IR e 2 4n
LR 72k Tt im, 40098 DR F 20 WA REDR AN 2, A
R A R i) 2 M I N, R i . 3
T S T 9 A0 M DR A 2R Y. ) DR
. ARSI R IIL-6. TNF-a25 A2 AL 40T
S M IR 1A TUCH R, Hood E R IE 1] 521
¥ I g 0 1 e A 5 i, A T 3 T M B, il
IR P 6 1 B B h e, (B HARBLBIAS 5 4
HAE.

AT ARSI I, SOCS-3fE#IL-6+
TNF-a i 54 ", SOCS-3/ESOCS K ik i) 1%
A2 —, AT O BE . PR
LE, FTESHREBEAKEE,. IL. TNF
AN A5 5 5 T, AEVE 2 Ho % M I 0 R UK
P R R E, AMUE N2 E
SRR E A, £S5V 2 Rk RO
()i 29 R0 5 30 4% 0 4% (1 R G VR YO H T,
SOCS-37EUCH IA/E AN 2. A0 it
KrllUC 3 MiEIL-6. TNF-a5SOCS-3% &
KIL, UCTEsh4] B Mi5IL-6. TNF-a 2 &5
T AL R A AL, HAEU CAN A 1 99 A8 i g

T, S B A 0 0 E v, L
UCHH R T RH BE T A, MO
F UM IL-6 7 5 TNF-o & 5 W) S iE A o8,
$/RIL-6. TNF-odyZ 5 TUCH &K, H5UC
Wi AR TR B UM O, X5 E N AR IR —
A HAT B JE R R U CRE R, 3R 38 i
R ME R 71 Re ks, TL-6/2 2
(R 2 1 DR 7, 8 52 2% (0 40 i DT 7 P99 4% ek
HUL AT TL-60] 38 2k 175 5l AR -2 356 PR 1 36
KRB TNF -0 4. TNF-o & 32l 5 H 0
I B 7 2 TR AN 22 0 1R 9EORE Ik 4 M IR, 3L
5T 4H R A 38 1) [V T8 9 R v ke A T 2 1 g 3 A
BORPER. fEUCH RAERES, IL-65TNF-a
A& [F AR .

AL KIN, UCIE B & fiFSOCS-3
TP R ZH ) 22 A 20 B Wl Dk AR (P<0.01), HLBE
U CHEBE IR G AN T B, 763 U C B Ik
. MK TR, MiESOCS-35# Y
IL-6. TNF-of5 f 35 5 01 W 57AH G, $27-S0CS-3
A fEil i IR AT IL-6. TNF-aZ 5UCHI &2k
RJE. SOCS-3 /&4l Mufi 5 % Tl 5 JAK/STAT
I EEAIENE 57, IEEWEOR, RN
SOCS-3FRILKPARAR, HZMa I 7. 4K
K7 A% £ SOCS-37615-30 min Y IRIE A L. &
PEUESE, IL-6FI TNF-o il Janusiig/ (5 555 5
FN% S 1% F(janus kinase-signal transducer and
activator of transcription, JAK/STAT){5 ‘5 i& 4% 1%
$S0CS-31%EIEM. SOCS-3 5% 4i i A1
ARG S, Wit IAK/STAT S 54 Siiif S %

www. wjgnet.com



PEM, %F. [ESOCS-3. IL-6. TNF-aftRZIT SR EEPHLCREET AR 3373
ik, HFRIAP W) N ) R Sk M 48 IR T single-blind randomized controlled trial. ] Clin Gas- M@ % %4~

I FIITAK/STATIE 5%, HATAKIM, SOCS-3
F T AT AK P A O, 5 A T
ARG, 5 T OB AR (protea-
some) P BRI 3 M AN TAK/S TATIE B8 HEAT
P, Berlato R ILLPSEET 5 B M40 g =
A2S0CS-3, 1M 1ISOCS-3 S AEFIHIL P SHI %
ELWE AN i 43— E AL B (NO). TNF-o. 1L-6%%
BN Ay, HE T L, SOCS-3[RIAHE N, Aed
T ERE DR (17 A, 98 2 .

M2, SOCS-3n gl i £ 1 i 5 1L-6.
TNF-aZ 5UCIH KA K RE, HEUCH ™ Bk
FHOE. LASOCS-3 0 #EAx, Hid {21 SOCS-3 13k
LT RE AN HIUC 90k K R MBig 12, (HUCH
IL-6. TNF-a5SOCS-3/ffit) 5% & M AL w20
AHICIE A5 1 R 4R BRI 5T

4  SEXE

1 RDA, XU Byt R 20na T et ThEH
EPyEs 2008; 2: 18

2 GRHL XSTHE, BERE, TSR, BUGHE. PSR R
FHMET Leptin 5985E R T TNF-or, IL-1B, IL-69F
KA R ZEBERE Bk 2011; 32: 386-388

3 Fantini MC, Pallone F. Cytokines: from gut inflam-
mation to colorectal cancer. Curr Drug Targets 2008;
9: 375-380

4 PIEECESHIURE Y R AOEEGR I EA. thiE 5
KEMENIRIZ WA T G R UL, R R
2008; 47: 73-78

5 Gionchetti P, D'Arienzo A, Rizzello F, Manguso F,
Maieron R, Lecis PE, Valpiani D, laquinto G, An-
nese V, Balzano A, Varoli G, Campieri M. Topical
treatment of distal active ulcerative colitis with
beclomethasone dipropionate or mesalamine: a

10

11

12

13

14

15

troenterol 2005; 39: 291-297

Chow DK, Leong RW, Tsoi KK, Ng SS, Leung WK,
Wu JC, Wong VW, Chan FK, Sung JJ. Long-term
follow-up of ulcerative colitis in the Chinese popu-
lation. Am | Gastroenterol 2009; 104: 647-654
Sventoraityte J, Zvirbliene A, Kiudelis G, Zalinkevi-
cius R, Zvirbliene A, Praskevicius A, Kupcinskas
L, Tamositnas V. Immune system alterations in
patients with inflammatory bowel disease during
remission. Medicina(Kaunas) 2008; 44: 27-33

REFy. TNF-a. IL-6. IL-85i85 k% 5™ S L
BERRSCRITSY. HHIE S HR2Y 2008; 3: 3-4

Senn JJ, Klover PJ, Nowak IA, Zimmers TA, Konia-
ris LG, Furlanetto RW, Mooney RA. Suppressor of
cytokine signaling-3 (SOCS-3), a potential mediator
of interleukin-6-dependent insulin resistance in he-
patocytes. | Biol Chem 2003; 278: 13740-13746
Dimitriou ID, Clemenza L, Scotter AJ, Chen G,
Guerra FM, Rottapel R. Putting out the fire: coor-
dinated suppression of the innate and adaptive
immune systems by SOCS1 and SOCS3 proteins.
Immunol Rev 2008; 224: 265-283

Li Y, Chu N, Rostami A, Zhang GX. Dendritic cells
transduced with SOCS-3 exhibit a tolerogenic/DC2
phenotype that directs type 2 Th cell differentiation
in vitro and in vivo. | Immunol 2006; 177: 1679-1688
TERRM. B A7 28 BB IISIL-6 . IL-8, TNF-o
AN X ILZREEZY 2010; 50: 57

El Kasmi KC, Holst J, Coffre M, Mielke L, de Pauw
A, Lhocine N, Smith AM, Rutschman R, Kaushal
D, Shen Y, Suda T, Donnelly RP, Myers MG, Al-
exander W, Vignali DA, Watowich SS, Ernst M,
Hilton DJ, Murray PJ. General nature of the STAT3-
activated anti-inflammatory response. | Immunol
2006; 177: 7880-7888

HitE. SOCSHIIFNATAK /ST ATIE VAN AT .
FEbr st 2008; 31: 311-313

Berlato C, Cassatella MA, Kinjyo I, Gatto L, Yo-
shimura A, Bazzoni F. Involvement of suppressor of
cytokine signaling-3 as a mediator of the inhibitory
effects of IL-10 on lipopolysaccharide-induced mac-
rophage activation. | Immunol 2002; 168: 6404-6411

mE FER B FEA

ISSN 1009-3079 (print) ISSN 2219-2859 (online) CN 14-1260/R 20114 A H Fi 4 N ig i A% +&

o ‘Yﬁﬁ- o

(ERFEATGWZ L) AT

AHER AT H BCE QR VE, TS, NS, SRR, SCRERIE, IR, IRIRZER, WS, &
WL, SRR N HBRATE . SEREVE . TP A SEHIE, B, SO TR, Bl il AE, SAERIE, RIAHER.

www. wjgnet.com

R R |
w4 K
B RiFIL-6.
TNF-a. SOCS-3
aE, AT A
5 3t b 4 i X

VAR SR gm P EAR
BEWX%R, A—
EHHTE.



