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PLR. NLR 5 T2DM & #H X B8 < BERE AR IF T 4L i< &
A, KA, Ewed, MHRs
(FHFMR A BB EE, K3 130041)

[ ] BHHY: R/ /9 B 40 Y H fE (platelet-to-lymphocyte ratio, PLR)HIH PR 41 / 94k B4 40 0 L
fE(neutrophil-to-lymphocyte ratio, NLR)52HBE K% (type 2 diabetes mellitus, T2DM)& AL
FH I8 W5 P T 9% (metabolic dysfunction-associated fatty liver disease, MAFLD)F£F4Efb A&
Fik: BEE20204E7 H 2021457 H H AROKEE Z B BE 4 W RHIGA 9200 T2DM A I MAFLD
B M AR ORS PN 115 M IF 9% (non-alcoholic fatty liver disease, NAFLD)ZF4E{L 14> (NAFLD
fibrosis score, NFES)¥f & 70 A Al HEBRITF£F 4L 41 (NFS<-1.455, n=71). AN @M difb 4l
(NFS -1.455~0.676, n=91) FIT£F 41k 4 (NFS>0.676, n=38)3"1N4H . X34 51— %R .
MAG . 2 & W2 - TN B2 5% % [ (alanine aminotransferase, ALT). K[ 4% MR & FLF5F F (aspartate
aminotransferase, AST). %ﬂﬁlﬂlélﬁﬁ(hemoglobin Alc, HbAlc). %@miﬁﬂ%%%(ﬁsting
insulin, FINS). %Eﬁml*%(fasting plasma glucose, FPG), Ji% i Z LT FE £ (homeostasis model
assessment of insulin resistance, HOMA-IR) . NLR. PLR. A& A& rEiT0Mr, &8 #HYT
HAth2dl, FFEFAEfb B IR, WK, ALT. PLR/KF-HE & (#4P<0.05), HEHKFH
K (P<0.05); ATLT4EfbARE S54E8 . AR . MW S HE B (total cholesterol, TC). L& )F g 4 H
[ B (low-density lipoprotein cholesterol, LDL-C). ALT. PLRE IEAH & (r=0.612, 0.325, 0.187,
0.140, 0.291, 0.249, #JP<0.05), SHEHKFEEAM K (r=-0.624, P<0.05); PLR, HEHKF
JET2DM A I MAFLD 8 25 4E A0 (0 00 57 f5 B &R (34 P<0.05) . 45 : PLR5T2DM A JMAFLD
BE LA m I, $R RAE 5 T2DM A - MAFLD £ 5 T4 4EfL ERE A G

E3::350 AEAE SR 05 P JF R 5 /N /96 E A O o R L/ AR L A0 L s 2 BB DR s A Ak
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Keywords

ratio (PLR) and liver fibrosis in patients with type 2 diabetes mellitus (T2DM) and metabolic dysfunction-
associated fatty liver disease (MAFLD). Methods: Two hundred patients with T2DM and MAFLD admitted to
the Department of Endocrinology of the Second Hospital of Jilin University from July 2020 to July 2021 were
selected. According to non-alcoholic fatty liver disease (NAFLD) fibrosis score (NFS), the patients were divided
into three groups: the non-hepatic fibrosis group (NFS <—1.455, n=71), the uncertain liver fibrosis group (—1.455<
NFS <0.676, n=91) and the liver fibrosis group (NFS >0.676, n=38). Patients’ general data, blood lipid, alanine
aminotransferase (ALT), aspartate aminotransferase (AST), hemoglobin Alc (HbAlc), fasting insulin (FINS),
fasting plasma glucose (FPG), homeostasis model assessment of insulin resistance (HOMA-IR), NLR, PLR,
albumin and other indexes were collected and analyzed in this study. Results: Compared with the other two
groups, the age, courses of disease, ALT and PLR of the liver fibrosis group were higher, but its albumin was lower
(all P<0.05). The degree of liver fibrosis was positively correlated with age, course of disease, total cholesterol
(TC), low-density lipoprotein cholesterol (LDL-C), ALT, and PLR (r=0.612, 0.325, 0.187, 0.140, 0.291, 0.249,
all P<0.05), while negatively correlated with albumin (r=—0.624, P<0.05). PLR and albumin are independent risk
factors for liver fibrosis in patients with T2DM and MAFLD (P<0.05). Conclusion: PLR has a close relationship
with hepatic fibrosis in patients with T2DM and MAFLD, suggesting that inflammation is related to the process of
hepatic fibrosis in patients with T2DM and MAFLD.

metabolic dysfunction-associated fatty liver disease; platelet-to-lymphocyte ratio; neutrophil-to-lymphocyte ratio;

type 2 diabetes mellitus; liver cirrhosis

20204 B = Br 9 & 5 4R A 0 1 s
[ PE I (non-alcoholic fatty liver disease,
NAFLD) 1% 9 1 24 1& 2 R A3 A0 ¢ IR I 44 i
Ji§ (metabolic dysfunction-associated fatty liver
disease, MAFLD), MK ZE 02 O H
frt BRSO E RNAFLD Y 3 2 o fe I 2 2
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diabetes mellitus, T2DM), [ #pSCHk[4]9kE ,
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Wi18% HAFE  r E2AU0E FR 9% Bf i6 45 7 (201 74F
Ji) ) MO T2 D M2 W AR R AR AR 56 i D 1
JF 95 3 X [ bR & 3R A ) MR MAFLD2
Wrinif . MAFLDIZ Wrbs i . & T JH- 20 )i i s A2
PR UESE (22 . RS E bR &) ,
[ i & JF AR 330 & 1 (M /e . T2DM ., AR
WO RE AT ) 2 — o o, BT B IR
BRI A HFEMRRZLE —ERAI A4 R+ S
AR FHE 2. HEBRARE . 1) LBOBE RN |
SO R IR R ARUME IR e . W IR IR . 25 sk fb
2 b T B BE R A 2) 2E M E AR AL,



PLR, NLR 5 T2DM S IRBAISCAE NI AT 4L e R AU, % 1617

158 R UHE 25 A L O PR BRDRE BR = A 3) 1
DLt B Ak A M g 07 BT 0 0 S s 4) 1 o
I W) 42 A2 AR T BCA E 6 9T AF S e 1 20 B T A
ol s)A Hfbh S RiE, LA FRE .
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K FINFESHE— A VAl BT 25 2 b ™ AL, ol ad 4w
R BRI A (- 1.455) AT D i A% B2 Hb HE B3k 166 303 T &7
A Ak s G FHE (0.676) AT LA i ofE Al
2 T 2 75 77 LE W 0 2R 416 0L g A 200
£ T2DMA IFMAFLD (3% 43 34 . o] HEBR 41
AL (NFS<-1.455), H714; K& £ 4
14H (NFS -1.455~0.676), :o1fil; HF&F4efik e
(NFS>0.676), H:38fi. AWF5EC i 7 MK 2%
B EREAREE R SWEA(EAS 2021
AW 2R 194%5)

1.2 Fik

W &R T ge it A2 0 0 — AR BT ORE, A0 A 4R
WELPER . B, K AR, AEEs~12hET
552 KUK SR 0 R K 0, A D il R (4 A 3h
TR MR AL, W2 LH-750, LH-780,
LH-785) . %Hﬁmﬁ%(fasting plasma glucose,
FPG) . éﬂgml?%ﬁﬂﬁu%%(fasting insulin, FINS)
(AL RO, 4 A b= Bt R n i,
ACCESS2) . Il & AH & (total cholesterol,
TC). =Bt H W (triglyceride, TG). =%
R 2 I H [ B (high-density lipoprotein
cholesterol, HDL-C) . fX% & i5 & H JIH [# B
(low-density lipoprotein cholesterol, LDL-C) .
HEHR., RINAARAELEHL M (aspartate
aminotransferase, AST) . & W& - N MR ¥4 &
Jiff (alanine aminotransferase, ALT) (LM I S
B, A HEARS Y, HIZLABOSPECTO008) .
WAL I 21 2 1 (hemoglobin Alc, HbAlc) (/H 4L
WA g, Bk 408 (X, A5k D-100) 5%
bR o

Wt AR GHE LR R AR . 1) NLR= R 40
JHL 55/ I A B AR 2) PLR= /AR T8/ i
M4 3)NFS=-1.675+0.037x 4 % +0.094 x 1A
H 15 %0 (body mass index, BMI)(kg/m’)+1.13xFPG
Y A2 B OB RS (=1, T5=0)+0.99xAST/
ALT-0.013xfil/Mft (x10°/L)-0.66x 15 [1(g/dL) ;
4)5%.%%?ﬁﬁﬁf‘é‘ﬁ(homeostasis model assessment of

insulin resistance, HOMA-IR)=FPGXFINS/22.5;
S)BMI={RHE / & & 1 7 (kg/m?) o

1.3 GZitF 48

Vo T HERR £F difb 4l . AN e P LT 4R b2l . AT
LA W AR AR B S fE L. 2. 3. R
FISPSS 26. 058 TR 73 #r, A7 IEZS 70 A g3
BORFLL B RO AR v 22 (et ) il 3d 4L IA) PR BSR T 5
%ﬁj\fﬁ(analysis of variance, ANOVA); Bt
HOR2 T A S DAL LR VA (SN N 111 B VA Q 1 B
(] b %% ok A Kruskal-Wallis HEG 565001 o 318008 8l
DI (%) KR, SRR IS AT R b . R
JH Spearmanhf I P4 73 At Lo A8 2% 748 £ 1] 9 AH DG
XA G2 B L (RIP<0.05) FTER IS [ X6 BT £F 4
A As & R 2 Klogistic [ 9 40 Hr vk
ST T2DM A I MAFLD JIF£F 4 Ak (4 5% mi [H %
P<0.0s h 2SS BEA G E X

2 #HR

2.1 SHBEE—MIEKRARBI LR

3B EMES L. BMI, TC. TG, HDL-C,
LDL-C. AST. HbAlc. FINS, FPG. HOMA-
IR, NLRZ R L5 X (¥P>0.05), 34 EH
AEW . R . ALT. PLR., HEHZSA51T#
B (¥P<0.05), MAFgEMHBEFERREK, H
B, ALT. PLRAKVHem, HEHKFRK
(#1),

2.2 NFS 45— R IGERIEFRAIHE X%

Spearman*ﬁj@ﬁﬁ’*ﬁ%% Ay S Y
JEMTEARNFS T4 540 . % . TC. LDL-C,
ALT . PLRAIEAH & (r=0.612. 0.325. 0.187.
0.140. 0.291. 0.249, JP<0.05), 5H&E MM
ML (r=-0.624, P<0.05; 32),

2.3 FF 4L #ImE R logistic B V3547

VI 21 2 A2 B2 R (E AR A o, AR
JHFE. TC. LDL-C., ALT, PLR, HEHNHA &
112 W Klogisticl A4 HT, % 2K 5 0 g —A>
Hhl, KRIF RIT . di R MR FikE . PLR,
M & T2DM A FF MAFLD B 3% 27 4k 4k (%) 52 i
[H & (#P<0.05, #3).
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Table 1 Comparison of general information and clinical indexes among the 3 groups

ARt FIHEBRITEF AL (n=71)  ABHENTEF 4R (n=91) JF£T 44k (n=38) X/t P
PER/[1(9)] 0.858 0.426
H 37 (52.11) 56 (61.11) 20 (53.85)
°© 34 (47.89) 35 (38.89) 18 (46.15)

EH )% 44.46 + 12.30 54.25 + 10.29 65.74 = 9.56 48.091  <0.01
S /A 5.00 (1.00, 8.00) 5.00 (1.00, 12.00) 10.00 (6.50, 18.50) 21.215 <0.01
BMI/ (kg-m ) 25.42 (23.66,29.00) 26.08 (24.22,28.34) 26.64 (24.61,29.3) 1.961 0.375
TG/(mmol-L™") 1.87 (1.31,2.51) 1.97 (1.38,3.30) 2.17(1.36,3.27) 1.320 0.517
TC/(mmol-L™") 528 +1.18 5.72+1.73 5.78 +1.20 4.009 0.135
HDL-C/(mmol-L™") 1.10 (0.99, 1.23) 1.03 (0.89, 1.25) 1.01 (0.95,1.15) 3.644 0.162
LDL-C/(mmol-L™) 2.88 + 0.86 2.89 +1.14 3.15+1.05 1.423 0.244
ALT/(U.L™) 20.00 (14.75,29.25) 27.00 (19.00, 41.00) 35.00 (22.00, 53.00) 17.088 <0.01
AST/(U.L™) 21.00 (15.00, 27.75) 21.00 (17.00, 28.00) 24.00 (18.00, 29.00) 1.899 0.387
HbAlc/% 8.20 (7.30, 9.80) 8.20 (7.10,9.50) 8.20 (7.18,9.68) 0.735 0.693
FINS/(uIU-mL™") 16.78 (9.88, 24.44) 14.03 (9.60, 19.84) 15.26 (11.62,23.35) 2.647 0.266
FPG/(mmol-L™") 9.09 (7.39, 12.04) 8.54 (6.55,11.19) 8.58 (6.70,11.91) 1.578 0.454
HOMA-IR 6.34 (4.07,11.18) 5.39 (3.61, 8.37) 6.46 (4.38,8.70) 4.024 0.134
NLR 1.98 (1.56,2.71) 2.13 (1.70,2.97) 2.29 (1.82,3.33) 3.814 0.149
PLR 106.33 (84.48,127.41) 107.93 (82.92,130.13) 124.53 (104.73,162.55)  14.170 0.001
HEM/(gdL™) 4.65 (4.45,4.77) 4.45 (4.09, 4.72) 3.56 (3.09, 4.03) 71201  <0.01

2 NFSTF5 F1— & IR RS R HO A8 K 5 4

Table 2 Correlation analysis between NFS score and general clinical indicators

NEST4> IS SR BMI TG TC HDL-C LDL-C ALT
r 0.612 0.325 0.046 -0.077 0.187 -0.137 0.140 0.291
P <0.01 <0.01 0.515 0.280 0.008 0.153 0.048 <0.01
NESPF4) AST HbAlc  HOMA-IR NLR PLR HEH FINS FPG
r -0.101 -0.084 -0.094 0.082 0.249 -0.624 -0.033 -0.129
P 0.155 0.238 0.184 0.249 <0.01 <0.01 0.643 0.068
3 PP 4N E & MlogisticE I3 247

Table 3 Logistic regression analysis of influencing factors of liver fibrosis

AR B SE Wald P OR (95%CI)

A -0.217 0.040 28.989 <0.001 0.810 (0.743, 0.871)
PLR 0.035 0.009 14.772 <0.001 1.040 (1.017, 1.054)
H M 4.803 0.820 34.289 <0.001 121.818 (24.412, 607.890)
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