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JEC R PR P T Ak S A )R] i
AR TL-37 Rk BRI AR E X

FEA L HR R EES L AMAL A m Rk PR IR R AR BT R oA

(. B _FERFMBKIEBER, F# 2004332, % 100 BRI 215007)
B OE.BE A0 R AT AT AR AL (PBC) & & 9 A fo 8 4 4w i (PBMCs) F 1L-37 9 R 2 K P, ik —F R L &
PBC #ymid P ayle R ESL. Ak ME 2013456 A~2015F 8 A T RKHERAML 6 42 4] PBC & F= 38 4] B k4
W hE AT B SN A R A EASE B S k5 B PBMCs, L a3 kR B B A4k BB (gRT-PCR) # l PBMCs ¥
11-37 % mRNA & i& K F A B % 7% & Wk (ELISA) #m) fe 32 o 11-37,11-6, 1L-17, TNF-o, TGF-8, 11-18 #= 11.-23 4 &
G KF, a] B2k PBC & Fe9mB o4, 2 11-37 5 1L-6, TNF-o, 1L-17, TGF-B,11.-18 , 1L.-23 # 47 Pearson #8 % P 5 #7 ,
ﬁ‘ 11.-37 5 PBC % & % 48 #t /7 Spearman & 48 X 547, R SIHRM 5 B2 11-37 8 mRNA K-FFf &G K-F 55 A

2.8140.94 vs 1. 0940. 56.,356. 14+ 169. 36 pg/ml vs 86. 68£48. 23 pg/ml, £ F B A %t 5 &L (t=9.811,9. 462, P 3}
). 000 1), %ﬂ*f(']’i’}#ﬁf’\”ﬂ :1L-37 5 11-17, TNF-a,IL-6 , TGF- 2 £ 48 % (r=0. 561 2,0. 661 9,0.672 1,0.765 3; P14
#$<<0.00D) . 5HEmyMC] ~N)ZEAEX(rn=0.348 9. P<C0.05). it 11L-37 Ta AL T PBC ¢ Hmid 42, 3t % % R
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Increasing Expression of 1L.-37 in Peripheral Blood Mononuclear Cell
of Patients with Primary Biliary Cirrhosis and Its Clinical Significance
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Shanghai 200433, China;2. No. 100 Hospital of PLA, Jiangsu Suzhou 215007, China)

Abstract: Objective To test the expression level of 11.-37 in peripheral blood mononuclear cells (PBMCs) of patients with
primary biliary cirrhosis (PBC) and further explore its clinical significance in the pathological process of PBC. Methods Pe-
ripheral blood samples were collected from 42 patients diagnosed as PBC and 38 health individuals examined at the same time
during June 2013 to August 2015 in Changhai Hospital. PBMCs were separated by sucrose density gradient centrifugation,
qualified Real Time-Polymerase Chain Reaction (qRT-PCR) was used to measure 1.-37 mRNA expression level in PBMCs.
Enzyme-Linked Immuno Sorbent Assay (ELISA) was to measure the protein level of 11.-37,11.-6 ,1L.-17 , TNF-a, TGF-8,1L.-
18 and 11.-23 in plasma. Meanwhile, the pathological stages of PBC cases were recorded. Pearson correlation analysis was
performed on 11.-37 and 1L.-6 , TNF-a,IL.-17, TGF-3,11.-18 and I1.-23. Spearman rank correlation analysis was on IL.-37 and
pathological stages of PBC. Results The mRNA and protein level of 11.-37 in experimental and controlled group were 2. 81
40.94 vs 1. 09+0. 56,356. 14+169. 36 pg/ml vs 86. 68448. 23 pg/ml separately(t=19. 811,9. 462, P<(0. 000 1) , with sta-
tistical differences. The correlation analysis showed that 11.-37 was positively related with 11.-17, TNF-a, IL.-6 and TGF-8 (r
=0.561 2,0.661 9,0.672 1,0.765 3, P<C0.001),and disease stages ( | ~IV) (r,=0. 348 9, P<<0. 05). Conclusion TL-37
might involve in the pathological process of PBC,and it is significant for disease prediction and diagnosis.
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S B R IR T A R B R L AR Rl
T TR IR BT R CAMA) BH M, IFFE AT Bt 2ok K
HBPURA erete T A B aife™ . i T
AL Y AT 1 S IR AE 450 0 R T IR A AR L R AT
PR RS 2T 4 Ak i Ak, i 5 SO sh e e et
HTi PBC BFEHALE # B A6, R R H 5
s NI S R g R M L g T A2 RE ) A HLA A G
Arﬁll—[l] .

1L-37, 1 Y ff 1L-1F7/FIL-1¢/1L-1H4/1L-
1H/IL-1RP1,J& TL-1 Z % @ 8 il 5, H RE 4 — 2%
Toll #3232 75 Fn &0 JA i A~ 4% 48 M (peripher-
al blood mononuclear cell, PBMCs) fi£ & K T &0
TFN-y #4006 1 & ¥ e e Dy RED ) . AR5 28 W L
1L-37b AE 38 i 2 e K 4 2R -1 A ik A% o 0 3] 4
MUAZ N, R B L AT REZE A0 M N LA R T AR A
RE™S , RA L KN K 1L-37 16 A 5 etk
Wi . WA G5 M 21 BE R JE (systemic lupus erythema-
tosus, SLE) , 28 XU ¥ ¢ 5 & (rheumatoid arthri-
tis, RA) , & AE P % 1 % 9% (inflammatory bowel
disease, IBD) . 5 il 14 H # & (ankylosing spondyli-
tis, AS) FF B KRG8 F W, B 5 % IS 3 M A
S A HAT 1L-37 78 PBC A9 1 A AL i A B
B, AHIE 5 3 23 A I PBC B 3 1 3K 1 PBMCs o
1L-37 By IK K, i — 25 p Hr Ho 5 — 22451 48 /{2
RO T Z 0B K F L it — L 0E5E PBC #Y 0w Hll
il B8 5 HEAi o
1 #eFFEE
Il B st % SEEG 4 A 42 ) 2013 4E 6 A ~
2015 4 8 H T B2 Be KGR FL i 2 19 PBC 7%,
BLWHIH 16, FHFER Ny 45.346.4 ¥, &
HLWiAR UE - O I 5 B TR B CALP) fl v &
T2 iR CGGT) F 1w 5 @ JH 258 0 i 30 3% 6 245 2R Y
HF s O AMA BHE , HE B Al J5E PR 5 300 o 2 M
ARSI 2 . B2 3 . T IR AL A X
ST R = P | B2 S O = A P i R St AN E K= 2 RS
PRSP A R I 28 IV 3 O A4S AR 3 %, 31
ALY NFREAL (kSRR LT S Ak 27 ] bR, fi
R X6t BB 2H Sy W] 3 AAAS: Y 38 3l BRE AN, BB 1 7 ]
Lo 31 B PR AE RS 42.34+5.9 B, 5 AR
1% A R 2 R TG B L (P>0.05) . ADF
A TR R KO B e B PR B 5L 2y
e, B A 32 R & B G F .
.2 X7 54 %  Trizol(Thermo 2\ #)), Trizol
LS(Invitrogen A &), Ficoll 400 * (Sigma-aldrich
25D s PCR K O 57 & & 51 ) ( Thermo 242 F])
ELISA i3] & (eBioscience 23 ) , 2 #% 55 i 7 &
(Takara 2\ 7)), Nanodrop 2000 ( Thermo 2% @),

Lambda 35 43 66 11 (Perkin-Elmer 22 &) ,
iR (BIO-TEK)

1.3 ik

1.3.1 PBMCs 5 M3 852 U E 2/ 2~3
ml #bJE e EE I B 0> (3 000 r/min, 10 min) J5 , 14 3
M3 ZRAET —80°C R M. I A5 A< H] Ficoll 400 *
T 1T 9% B A B 2S00 , 15 3] PBMCs,

1.3.2 ELISA ki if 2% 75 W 53+ 19 & [ K . F
TR Eh AL 2 vh WK PUAR R B 1~10 pg/ml, &
ARBEALFI 0.1 ml ZE4 4 CHERE, K, F
FUPN M, T =W M —80°C BUH AR A |, itk ‘B e i
BIFFIAEAS 0.1 ml F LR W ALH.37CIFE 1
h, PE% . SfLMABRPUA 0.1 ml.37°CHEHE L 1
h, %, MY TMB &4 10~30 min J& . il 2
mmol/L & B& £ 1k & W . F 450 nm A0 I 3T 5 £F
W53 - B

1.3.3 mRNA K% 5 % RT-PCR: L) Tizol i
& H PBMCs & RNA J& . ] Trizol LS &5 & i
fralifb, RNA (9 7 4% B Takara i 51 & 16 B
BT 1558/ cDNA £ PCR B, PCR &
NAKRZR A 10 pl, B2 AT X RE A, B-actin 22 fl 3
PR SR AR X o Bk

o4 itz o XSEE S X A v g kT
PR AT P A ST BEAR ¢ K56 X 11-37 5 11-6 4%
A K F 3547 Pearson A HT (LA v E2oR) X
1L-37 5 PBC W AR 4 ¢ T ~ V) ¥k 17
Spearman FkAH M3 HT (RL r, 7R

2 H#HR

2.1 FihamlsxbmEa IL-37 AKX HFEN LA
EXf M40 11-37 A mRNA /K F 4 9 K 2.81 +
0.94,1.09 £ 0.56; & 1 7K *F 43 5l Ry 356. 14 £
169. 36 pg/ml, 86. 68 +48. 23 pg/ml, 2% F ¥ H A
it 2E 3 L (1=9. 811,9. 462, P<C0. 000 1),

2.2 SIS L xTRBIAAE K R 5T 6 R A K
W1, SXFHRA A, S84 1L-6,11-17, TNE-
a, TGF-B,1L-18 I 1L-23 5 M &, 22 55 BA 484t
2EE L (P<<0.05),

=1 SIS A 5 Xt B8 4H 4 B [ F K
B EL % (o 5, pg/ml)
) SR SRl XA t P

1L-6 352. 871184 54
1L-17 194. 73156. 98
TNF-« 182.64L78. 66
TGF-B 115.87456. 78
1L-18 92. 34446. 76

1L-23 357.98496. 27

212.674132.98  3.862  0.0002
126.89439.75  6.114  <<0.000 1
102.56468.42  4.835 <C0.000 1
87.56438. 23 2.588  0.0115
49.87+26.72 4,918 <€0.000 1
176.32457.92 10.09  <<0.000 1
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2.3 137 5@l -F. % %5mE 5 HagHEx M
oA LR 2, LW b 1L-37 5 11L-6, 1L-
17, TNF-a, TGF-8 R IEAMH &, S5%m AW ~1\)
BIEMG. 25 BEA%I=E L (P<0.05), 5 IL-
18, 1L-23 R EA M XM (r=0.129 3,0.192 3, P
=0.05),

x2 137 5EHEETF RRHBRESHHEXES R

i AT MRRBCrE r) P
1L-6 Pearson 0.672 1 <0.001
1L-17 Pearson 0.561 2 <0.001

TNF-« Pearson 0.6619 <0.001
TGF-B Pearson 0.765 3 <0.001
BRI~ Spearman 0.3189 <0.05

3 iFiE PBC & —Fh2 Pk B B s P 5 E 0%
BT A SR R ZE AL S L R E T 4 gk
YRR S w T, H Ak E X PBC S g HLH Y
TN BRAR B T X2 iy CDA™ T 40 i K 1 40 i 7
#f Thl/Th2/Thl7 By 55, X PBC [E A %8 K
N AR — BB AR 4 I F 4 TNF-o, IL-6, 4 2 [H F
wn1L-4 %%, TLR %5 5 3 % 0 BF 58 JF %% % %
EE,

1L-37 J&— Mg i 1L-1 R 5 . 5 Rk 25
HEHRE RV TL-1 G805 i A A [A] s B 2 — o) [
A 9% RN A P EE G s o 7 5ROV e 12
T 4 | I 0 i ) A 2 h e BT AR O . 5
FH] PBMCs 58 584k 4 ffl (DCs) 7£ TLR Beik 5
— BB 5 P AR R N TL-37 (Y4 s it
TL-37 (A3 ak sl ok B 3% 3K i 4 ok fe 4 il 42 % I3+
40 1L-6 . TNF #92E =50 %f PBMCs #f — 25 41 1k
SrIEAIRGY K B 11-37 A Had /) M1 &Y 40 B
e LPS Jili Z 5 R i p38, ERK, INK #i 2 fk. 1
TRES 1L-6, TNF-o BMRE IR, Beabh 78 LI/
FWEAN R RAW S 828 09 B 5% v & B, 11-37 4k
PRAG MO B KB LPS B ERH T W T
[ JRF L GM-CSF, 11L-1B8.11.-23 %5 40 ity [ 1 7=
RN FE DL R THP-1 458 i B
S5 & 1L-37b 5 Smad3 A 347, Smad3 1
700 40 3 A4 200 L 43 0 TL-18 A T B T Smad3
£ F TGF-B {5 5 il i T i, # 1L-37 AN Al g 5
TGF-B By FRH K,

VT4 R TL-37 76 A B S b 19 4F FH 7R 32 W
PP GE RA B 2 5 % PBMCs  11-37
BEWE, H5F A& TNF-o, IL-6, 1L-17,
CRP, ¥ 955 1% 3 4> 50 28 (DAS28) £ 1F AH D,
SLE ##& e 1.-37 5 1L-18,1L-18 45 5% H

(IL-18BP) , IFN-v, IL-16 , % % 1 2 & (SLEDAD
EAISE, 5 C3,C4 SAHSC ™ s o B 95 A A FE 3 1l
W 1L-37 5 BASDAIL, CRP, ESR £ iF A %1%,

5 ELPE T AL R . R G LD SRS i A 1Y PBMCs

FTL-37 AR HR 4 & ] F TNF-a, 1L-6., 1L-17 2

o gAY A E AR, BT 1L-37

£ PBC H AR FI S AL 1 A B Af AR SCHE |3

HAS RS 1 B 1L-37 25 T PBC %9 E i

L AR 0 AT ) 2D A I RN PR 5T 45 2R R B TL-37

f& PBC & Rk iy . H 5 1L-17.11-6. TNEF-

. TGF-B R IEA 5 . 5 P 15 30 BE 52 1EAH G . & W

HAlfe 25 1 PBC B pLl % . (EARSCHEA

WD BT YR E S TR L i 1 i — 2B AR ST A
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