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ABSTRACT Objective: To research the correlation between IL-1RA in serum and the progression of NAFLD, and to discuss the
clinical significance of non-invasively diagnosis. Methods: 60 cases with the NAFLD who were confirmed by the liver biopsy tissue
samples and serum were selected as the study group, and another 30 cases who were examined no fatty liver symptoms by B-ultrasound
were chosen to be the controls. Then the height, weight, waist circumference and other physiological indicators were measured, the BMI
was calculated, the ALT, AST, AST/ALT, ALP, GGT, TC, TG, HDL, LDL and other biochemical markers were detected; dual-antibody
sandwich ELISA was used to determine the concentration level of serum IL-1RA. Results: Serum levels of IL-1RA is associated with
ALT, AST and GGT(P<0.05); hepatic steatosis, ballooning degeneration, lobular inflammation, periportal inflammation and fibrosis were
highly correlated (P<0.01); the correlation was high when the NAS rating increased its concentrations(r=0.915, P<0.01); serum levels of
IL-1RA in NASH patients was significantly higher than that of the Non-NASH patients (t=2.88, P<0.01); ROC curve analysis area under
the curve AUROC=0.986, the optimum sensitivity was 89.7% determined by Youden index, and the specificity was 97.9%, the best
cut-off value of 171.8 ng/L. Conclusion: Patients with NASH serum levels of IL-1RA were significantly increased. Serum levels of
IL-1RA can be used as an independent predictor to evaluate NASH, and used as a non-invasive diag levels of nostic indicators to
diagnose NASH.

Key words: IL-1RA; NASH; Non-invasive diagnostic

Chinese Library Classification(CLC): R575.5 Document code: A

Article ID: 1673-6273(2014)28-5520-05

RS PR AE AL, (F B3 T & T S 9 I PR B2 A
NAFLD 835 5 RE AL 88 55 A OGO R (2 BOREIR NG O 1l

FERT VAR 075 AT (NAFLD )2 — -5 B8 ARDT(IR) A5 A8k B 48 S5 05 0 10y XU 389, 7™ 7 £ 7 N 286 B A et
Figt A% 5y B YT A OC R AC I N, P B 4, FOR B2 U 5 g0, JEAS MRS T 4 (NASH ) 2 NAFLD S i R i1 ¢

RIS

*REEWH P EF R BRI S & T B 4L 58 524 (CFHPC20131020)
1’!3;5@}[ 36 (1986-), 2 Wi, £, FEEFT 7 1] ARG N i S T
W RGATT BURPLEIHFY . E-mail ; yangmei224@163.com
A ﬁﬁu’lﬁ%‘ S5 RY, E-mail: gxd302@163.com
(Weki H#7:2014-03-11 452 H111:2014-04-08)



REYES#HE www.shengwuyixue.com Progress in Modern Biomedicine Vol14 NO.28 OCT.2014

+ 5521 -

R B, NASH (4247 4E T 5k IS5 Ak B0 28 9 1) T 22 30
WRHEREZ — B, GEitBok R 15 % ~20 %[ NASH & # 7€
10-20 4F PN AT 4 J& ol AL 0, IRt I IR | M i #fi2 NASH
WAL

AT ARG R T8 G A, BA — e U, TR A
PR e, P, SR RS AT I TC B AG A T iE T T
NAFLD (it Ri2 76 HAT 25 3 BT 7R ,NASH B35 L)
PRI Ko/ Nt A 5 R IS T LA 2R -1 32 R 45407 (In-
terleukin-1 Receptors Antagonist, IL-1RA){E S {4 P il ——Fh K
SRAEYUR, BABTRAER], REREIRAR TL-1 51 HY— R 51 A= B A
S FH N, (H 5 NAFLD 4 5E P2 B KOs 12 1 Ji% ) RH DG i AN
fffio

A5 R I AR K NAFLD 35 105 H IL-1RA 7K
FHGTISE, HICI IL-IRA 15 NAFLD SR iF SR
BYAHSEPE, T2 K NASH, S JC80 P NASH, T il
NAFLD Ji F it AR L 1l v 27 To A2 Wrda o

1 PR 57

L1 IR E#

TEPEAR I ZE5R 302 EEBE 2006 ~ 2008 4FHiif ) NAFLD f#
HITEHLNRA 60 5], bk 13 ), 1k 47 4, FEIERN
26.18% 14.01 % . FrA il =4I i 2 8 8 E 4R
7 EB TR RS IR R O DI, B B BT I 1, HERR T
JIEPE JEF , TE A T 24 5L, e S P B (4 > 20 g/day, 53

P > 40 g/day)t™ SEHATE B WiEFA L KR F s, Bl IR AE I 2
FTEAGHT 1 F N BT - Y2 B G A ORI ITAE IR Y 1E
WA R BRI 30 4], 1 S Xt R

1.2 7%k

12,1 &BAENIEMRZIGE IL-1RA K E& A 5 51 &)
R By e AR, TSR RS 4 (BMI) , BMI = fR H (kg) / B
CRFETr (m?) . RriFehs : AR RS (ALT) || 14 A iR
RAERE(AST) T4 F PR 0 i 5 79 2 R 2 2 i 1
Z b (AST/ALT), tPEBEEREE (ALP). y- 7% 2 Bt 7% ik i
(GGT) G MHFEEE(TC) I =BR(TG)  JEBR s e 2 B i 2
F AR ERE(HLD ) %5 B B 2 1 IR RS BE(LDL ) o AU 5 3% « el
TR RS E 12 h B bk 3 ~ 4 mL,3000 r/min, E5.0> 10
min, 5 75 E -80°C VKAERAT o SR A0 ELISA 3535
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Table 1 Clinical characteristics of different groups

Control NASO0~2 NAS3~4 NASz 5
Age (yr) 313+ 11.6 374+ 11.3 30.3% 11.6 33.6+ 12.3
Gender(male/female) 17/13 2/0 15/4 30/9

BMI(kg/ m2) 19.36% 3.1 25.59+ 2.9 26.9+ 3.6 28.7+ 3.6
ALT(U/L)** 27.2+ 103 65.9+ 26.1 108.8% 36.7 160.6+ 28.5
AST(U/L)** 29.6% 5.9 33.8+ 16.5 50.1% 20.3 89.6% 25.2
AST/ALT 0.89+ 0.26 0.53% 0.15 0.65+ 0.18 0.64+ 0.21
ALP(U/L) 93.3% 16.2 100.8+ 18.6 1154+ 173 157.5¢ 13.7
GGT(U/L) 36.3% 17.6 150.3% 20.5 90.1% 16.7 87.5% 18.6

Cholinesterase

9025.8+ 1231.2

8651.4+ 1253.2 9239.0+ 1478.2 9742.8+ 1576.3

TC 4.75% 0.86 4.87x 0.94 4.69+ 0.78 4.78% 1.13
TG** 1.83% 0.49 2.31% 0.67 2.01% 0.56 1.95% 0.36
HDL 091+ 0.34 1.06x 0.22 0.95% 0.17 1.06% 0.25
LDL 2.88+ 0.31 3.61% 0.67 3.35+ 0.63 3.24+ 0.59
Steatosis grade1/2/3** 2/0/0 4/11/4 0/7/32
Lobular inflammation 0/1/2/3** 0/2/0/0 1/18/0/0 0/24/14/1
Ballooing 0/1/2%* 2/0/0 5/12/2 1/28/10
Fibrosis 0/1/2/3/4** 0/2/0/0/0 1/14/4/0/0 0/10/16/9/4
Periportal inflammation(mild/moderate/severe) 2/0/0 18/1/0 29/7/3

Note: ** Between Non-NASH and NASH groups, significant at P<0.01.
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Table 2 Correlation between serum IL-1RA and biochemical indicator & pathology diagnostion

Index Correlation index(rho) P
ALT 0.343 0.007
AST 0.486 0.000
GGT 0.27 0.039
Steatosis 0.833 0.000
Ballooing 0.718 0.000
Lobular inflammation 0.807 0.000
Periportal inflammation 0.787 0.000
Fibrosis 0.803 0.000
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Fig.1 The tendency of serum IL-1RA
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Fig.2 Correlation between serum IL-1RA levels and NAS
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Multiple Comparisons

IL1RA
LSD
I group Iy group 95% Confidence Interval
Mean
Difference (-
)] Std. Error Sig. Lower Bound Upper Bound
control MASO-2 -44.194815 35.463409 216 -114.73011 26.34048
MNAS3-4 -75.177288 14.491008 .0oo -103.99932 -46.35526
MNASS -199 680087 12115355 .nooo -223.77705 -175.568314
rASO-2 control 44 184815 35.463408 216 -26.34048 114 73011
MNAS3-4 -30.9682474 35974620 .392 -102.53455 40.56960
MNASS -155.4852827 35.085122 .0oo -225.26818 -85.70239
MNAS3-4 control 751772887 14.491008 .000 46.35526 103.99932
MASO-2 30.982474 35.974620 392 -40.56960 102.53455
MASS -124.502808" 13.5388496 .000 -151.43113 -a7.57449
MNASS control 199.680087" 121153585 .000 175.58314 22377705
MASO-2 155.4852827 35.085122 .aoo 85.70239 225.26818
MAS3-4 124.502808" 132.528896 .000 97.574493 151.431132

* The mean difference is significant atthe 0.05 level.
3 NAS #4348 MmiE IL-1RA KFEFESHE
Fig.3 Variance analysis of serum IL-1RA in NAS groups

% 3 Non-NASH 5 NASH £ 15 IL-1RA 7K FELLE
Table 3 Comparison of serum IL-1RA level between Non-NASH and NASH

Groups number IL-1RA (ng/L)
Non-NASH 21 71.27
NASH 39 239.36
t 2.88
P 0.000
ILRA —I** , ROC Curve
I _[_(
300 000 g 06
g 200 000 B oo

T T
non NASH{COMIO!, MASO-2. NASI-E) ASH

group

4 Non-NASH 5 NASH #£:& % IL-1RA kK FELLE
Fig.4 Comparison of serum IL-1RA level between Non-NASH and NASH
** Non-NASH 5 NASH 48t , P<0.01
** Between Non-NASH and NASH groups, significant at P<0.01.
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Fig.5 ROC Curve of serum IL-1RA
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