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Analysis of Correlation Between IL-1 Family Cytokines and Progression of
NAFLD and NASH*

CHEN Xiao-meng, GAO Yan, WANG Ke-di, NING Wei, SU Jian-rong”

(Department of Clinical Laboratory, Beijing Friendship Hospital Affiliated to Capital Medical University, Beijing, 100050, China)

ABSTRACT Objective: To investigate and analyze the correlation between serum levels of interleukin-1RA (IL-1RA), inter-
leukin-1B (IL-1B), interleukin-18 (IL-18) and the progression of non-alcoholic fatty liver disease (NAFLD) and non-alcoholic steato-
hepatitis (NASH). Methods: 54 patients with NAFLD in our hospital were selected as the research object, According to NAFLD activity
score (NAS), they were divided into non-NASH group and NASH group. Another 30 healthy people who came to our hospital for physi-
cal examination during the same period were selected as the control group. The correlation between serum IL-1RA, IL-1p, IL-18 levels
and biochemical indexes and NAS scores was analyzed. Results: The body mass index(BMI), alanine aminotransferase(ALT), glutamyl-
transferase(GGT), triglyceride(TG), fasting blood glucose (GLU), IL-13 and IL-18 levels in NAFLD patients were significantly higher
than those in the control group(P<0.05), and the serum levels of IL-1RA, high density lipoprotein(HDL) were lower than those in the con-
trol group (P<0.05). The levels of ALT, AST, GGT, IL-1B and IL-18 in NASH patients were higher than those in non-NASH patients.
The serum level of IL-1RA in non-NASH group was higher than that in NASH group(P<0.05). The results of correlation analysis showed
that serum IL-1RA level was negatively correlated with NAS score (P<0.05), positively correlated with BMI, ALT, GGT, TG and low
density lipoprotein (LDL)(P<0.05), and the levels of IL-13 and IL-18 were positively correlated with NAS scores (P<0.05). Conclusion:
Serum levels of IL-1RA, IL-18 and IL-18 are related to the progression of NAFLD and NASH, and can reflect the severity of NAFLD
and NASH. Inadequate secretion of IL-1RA in late stage may be an important reason for the progression of NAFLD to NASH.
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VERXTIREH . & IR TR 2 5 To g 2 L (P> 0.05), HA
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NAFLD # #% BMI ALT GGT TG .GLU IL-1g FI IL-18
IR B T R4 (P<0.05), 1L7E IL-1RA HDL % T X}
TR (P<0.05), H:rfr NASH 41 % ALT AST.GGT .IL-1B #0I
IL-18 7K 3 1 F 4 NASH 4 (P<0.05), dF NASH # I 75
IL-1RA 7K F F NASH 41 (P<0.05), i3 1,
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Table 1 Comparison of clinical characteristics and biochemical indexes in each group(x+ s)

Indexes Control group(n=30) non-NASH group(n=16) NASH group(n=38) F value P value
Gender 16/14 97 22/16 1.623 0.194
Age(years) 41.37x 9.45 42.44% 11.07 41.35+ 11.89 1.045 0.347
BMI(kg/m?) 22.25+ 2.36 27.35+ 3.11* 28.19+ 2.77* 8.359 0.001
ALT(U/L) 14.32+ 3.59 41.07 24.55* 76.11% 27.80* 12.265 0.000
AST(U/L) - 25.892+ 6.342 51.458+ 19.880" 11.783 0.000
GGT(U/L) 15.42% 3.26 51.64% 11.28* 83.47+ 12.93* 4.985 0.024
TC(mmol/L) 4.59% 0.63 4.82% 0.95 5.34% 1.07 2.631 0.089
TG(mmol/L) 0.95+ 0.27 2.54+ 1.29* 2.28+ 1.30* 2.029 0.121
LDL(mmol/L) 2.39+ 0.46 2.88+ 0.73 3.32+ 0.84* 5.103 0.008
HDL(mmol/L) 1.62+ 0.44 1.14+ 0.37* 1.12+ 0.24* 8.357 0.001
GLU(mmol/L) 495+ 0.18 5.72% 0.22* 5.75+ 0.24* 2.519 0.084
HOMA-IR - 8.94+ 0.12 8.07+ 0.13 0.041 0.829
IL-1RA(pg/mL) 623.79+ 32.09 434.70+ 27.03* 307.23% 38.92%* 12.032 0.000
IL-1B(pg/mLl) 28.05+ 6.24 39.24+ 23.50* 109.59+ 41.07** 16.780 0.000
IL-18(pg/mL) 4238+ 12.45 56.70% 34.09* 139.75+ 51.28*" 21.093 0.000

Note: Comparison with control group, *P<<0.05. Comparison with non-NASH group, P<<0.05.

22 IL-1RA K FESHEX E X IEFRNAS IS BIHE X ESHTE R
PSS S 3, U IL-1RA ZKF 5 NAS B4 1
#(P<0.05),5 BMI.ALT.GGT.TG.LDL & [E# & (P<

0.05), W3 2, [FIf, IL-1B H1 IL-18 /K5 NAS $E4> 5 IEAH K
(r=0.389, P=0.003;1=0.425,P=0.002).,
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Table 2 Analysis of correlation between IL-1RA level and relevant biochemical indexes and NAS score

Indexes r value P value
Age 0.008 0.954
BMI 0.481 0.001
ALT 0.264 0.043
AST -0.118 0.402
GGT 0.337 0.008
TC 0.214 0.107
TG 0.357 0.004
LDL 0.348 0.006
HDL -0.213 0.112
GLU 0.224 0.103

HOMA-IR 0.189 0.226
NAS -0.449 0.001

3 ITig

NAFLD & — R oM £ B K oA PR3 B s | (4 PR LA
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B IMIE IL-1RA /KF5 ALT AST .GGT AF4nffig HAs 1 /N
P RAE EREEAS B 2 2 AR Y R G |, JEL g SR i
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