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CRAMCIHISE R . &R g A 1 798 BIAF & b e i w1, Ho b NC 4 972 6], =i fis CRA 4 826 f4il . = fiz CRA
21 ¥ % B IR 2R 1 IH [# B (high-density lipoprotein cholesterol, HDL-C ) 7K - & 2 ik T NC 41, Ifij % & F1 i £F 4 4 [ 7
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K AR B, 3 R AU R S TR S PR s TR 4 I P % (non-aleoholic fatty liver disease, NAFLD) | i Il
JE 568 3 Jok ot R 5 T JE S o I v TR 0L AR HDL-C ILAE | 5 7K P 43 TR % 2 it R s 7K T -4 Sk
K. Logistic MUHAMHTHE R AF K (=50 %) (B P AR s R0 52 IR HDL-C ifiuiE \NAFLD Al s I s 2 = fis
CRA ¥l 37 6 |6 PR 2R (P<0.05) o TR R IE FIBE TE AR i k53] WA 2R sk 4 A8 i 195 00 F L & TG/HDL-C L
fH(=2.68) i H 3 & HE 5 fE CRA B KU 3% 85 T8 TG/HDL-C HfH (<C2.68) 9 ## (OR 4391k 1.430 1 1.235, P
¥J<20.05) 5 48 AR B IE IR IE 2R B AR 0 R, FIB-4 #8 50°>2.67 i NAFLD f3% %& /& & f& CRA #J OR 4341 Fy 1.849 AN
1.435(P=0.466.0.707) . &t WKL S G CRA ZEIFFE R E R, FR(=504) 5P R AH s R 5
i HDL-C IfiLE \NAFLD F17& ifil B 52 /2 /& /s CRA {94t 57 & 5 [ 3K 5 & TG/HDL-C WAl (=2.68) [ 8 # & 4 5 &
CRA Ay XU (5 35 38 o 4875 A 53 3 1 28 4 55 R S 4% T Ml 48 O A 100 o o
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[ Abstract]

risk colorectal adenoma (CRA).

Objective To retrospectively analyze the association between metabolic factors and high-

Methods The medical records of patients aged 18-75 years who
underwent their initial colonoscopy at Karamay Central Hospital of Xinjiang Uygur Autonomous Region
from Jul 2000 to Mar 2017 were collected. The comparison between normal colonoscopy (NC) and high-
risk CRA patients was conducted using an unpaired z-test, while chi-square test was used for categorical
variables. Least absolute shrinkage and selection operator (ILASSO) regression and Logistic regression
were utilized to analyze the association between metabolic factors and high-risk CRA. Results A total of
1 798 patients meeting the inclusion and exclusion criteria were enrolled and divided into normal
colonoscopy (NC) findings group (2=972) and high-risk CRA group (n=826). The high-risk CRA group
exhibited significantly lower levels of high-density lipoprotein cholesterol (HDL-C) in comparison to the
NC group, while uric acid and fibrosis 4 (FIB-4) index levels were significantly higher than those observed
in the NC group (all P<C0.05). Based on LLASSO regression analysis, we identified 12 variables that
potentially influence the occurrence of high-risk CRA, including age, gender, smoking history, alcohol
consumption history, non-alcoholic fatty liver disease (NAFLD) , hypertension, coronary artery disease,
hyperglycemia, hypercholesterolemia, low levels of HDL-C, elevated alanine aminotransferase, and
elevated gamma-glutamyl transferase. Multivariate analysis revealed that individuals aged over 50 years,
male gender, cigarette and alcohol consumption, low HDL-C levels, history of NAFLD and hypertension
were identified as independent risk factors associated with high-risk CRA (P<C0.05). In addition, without
or with adjusting for age, sex, smoking, and drinking history, patients with a high TG/HDL-C ratio ( the
ratio=2.68) had a significantly higher risk of high-risk CRA than those with a low TG/HDL-C ratio (the
ratio<<2.68) [odds ratios (ORs) were1.430 and 1.235 respectively, all P<C0.05) ]. Without or with
adjusting variables, the ORs for NAFLD patients with FIB-4 index>>2.67 were 1.849 (P=0.466) and
1.435 (P=0.707) , respectively.
and high-risk CRA. Independent risk factors for high-risk CRA include older age ( =50 years) , male,

Conclusion A significant association exists between metabolic factors
smoking history, alcohol consumption history, low levels of HDL-C, and a history of NAFLD and
hypertension. Individuals exhibiting a TG/HDL-C ratio exceeding 2.68 manifest a significantly heightened
susceptibility to the development of high-risk CRA. Therefore, elderly males with one or more
aforementioned metabolic abnormalities should be considered a priority population for colorectal screening.
[Key words] metabolic disease; non-alcoholic fatty liver disease (NAFLD) ; colorectal adenoma
(CRA);
* This work was supported by the National Natural Science Foundation of China (82070587) and the Key Discipline Project of Fudan
University Pudong Medical Center (Zdxk2020-07).
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25 B 1% 95 (colorectal cancer, CRC)fE JJ & & WL
T T8 I M R I 2 B R AR R
F W T CRC M F AR A5 YR 97 RUR A,
FC9R s AR R 2 . 45 5 R 98 (colorectal
adenoma, CRA)J& CRC [ 5 s 48, 38 4o A7 ALY
55 T W B A A N N B R IR T IR R R Y AT I 3 R
iRk & . 2020 4, BRUH B i N B &
(European Society of Gastrointestinal Endoscopy,
ESGE) & A (9 5% T 45 B i B W VTR AR5 8945 5
o A M S AR XU R R DD R S N T

HE— 25 B PN B WD T e XU A e U A AU AE 3 AF S
Ui En k. BIERNS EEAAE R AR
AAE T EB S b X3 K B R R DL K 2 P A e A ()
WL, i et fE CRA NHF R AU A %

Wt 5 A 35 7 3 A TR ) 8 LA BB AR e
] 980 0 AR D) e B A H a5 3 i Ak, 5 302 RUBE IR
(type 2 diabetes mellitus, T2DM) F1 4 ¥ K5 4 B B
P i 9% (non-alcoholic fatty liver disease , NAFLD )%
A P e B, i 5 45 B b 9 (colorectal
neoplasia, CRN) & Z F i & (1) & A= 2% VI A 2
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Al L AR S5 5 o T S AR Bl ok ok R A A 1 0 I
g (LA f& #% “ 5 .0 % 7 ) (coronary artery disease,
CAD)"™ | & IfiL J& (hypertension, HBP) """ Fil & JK 2
IfiL %E (hyperuricemia) """t % 1A J& CRA 1Y f& &
K.

H Fi i A B R B P &R S 5 fe CRA Z[H]
B AH 1 o AN RIS U R B UK A2 4 W A A 1Y
12 FIAE: B 28 3 0 BEOREHEAT MBI B 5T, B TEIR ST
LA A DG IR 20 75 /& CRA RS2

g S I TERZS

MR &K 9 AbrifE: (1)2000 47 H 2 2017
A 3 7 78R i e P B AR T rp o BE B IR 32 45 H
B A 1 B (2) BN 45 B R JC i, s
B R A (BN B8 T A7 A R ) HL o B 4
7~ CRA; (3) 1 18~75%

HEBR A5 1E < (1) A7 75 25 B 0 1V b 98 a8 H At
A7 0 A e R o SR 5 (2) A7 7R A 45 B i (48
FE TR RN A GBAE PR R R SE) 5 (3) A 4
HWFARLE (4 RER 2= R (5)XELL
M 52 4% BB A Ik ol E A 5 (6) HoAb I (42 4%
M T G BE R AR ) 5 (7) BEREA S RH

A 5T 2 2k B i v P E AR T s B B A4S B R
A 22 DL O W S0 AR R R R

TR S USRI D P i AT BN —5
P A% CHBP st T2DM st \CAD 505 JR 2 1l
i SO XU A 5 TR ) e I I SR R R R T
o5 AR YA A AR B L B4 S IR IR (fasting blood
glucose, FBG) . JK fR (uric acid, UA) . H i = B
(triglyceride, TG) | & 1 [ E (total cholesterol,
TC) . & % B fig 25 11 10 [ B (high density lipoprotein
cholesterol, HDL-C) Ik % B fig & 11 JIH [ B (low
density lipoprotein cholesterol, LDL-C) .4 TN #% A 1§
(alanine aminotransferase, ALT) ) , & & ¥ & [
(aspartate aminotransferase, AST) | §# M % B2 il
(alkaline phosphatase, ALP) |y -4 & Bt % JK fi§
(gama-glutamyl transpeptidase, GGT) ; UL % 45 B %
B MO P 2R R A CRA R E B AN EE R AR B
e A

EREEMRENISE RITM KA AN
VA - 25 I BRI A N B S R AT 4

PE (8 F B A2 5 mm 36 A 800l A4S BRI R/
45 H M 99 28 10 20 B2 PP Al X R IR SR LA
06 1 B R W AT o R fE CRA E X2 1 AR 9E
=10 mm 8L FEA & S A 8 =54 IR, s
fAI==10 mm s FEA 5 B A R R B . MR AR 45
HEAEEERERE T NS EB KA ER
(normal colonoscopy, NC ) 21 Fll & f& CRA 41 .

NAFLD 12 B3 ™ NAFLD (12 W
PR s (1) JOART S uk B A H 2 BEHE A <730 g,
ZPE<<20 gl L FEREA G (g) = TR & (mL) X W kS
JER(00) X 0.8] 5 (2) HEBR 245 4 F1H: o PR 5 B 4k
TR 07 IV 5 (3) A7 78 5k 18 M I 40 B B 07 28 1) 52 1%
ol AL AU o AR 4E 4 I F (fibrosis 4,
FIB-4) 45 Bk 17 E A -

EWS () x AST(U/L)
HLMR0°/L)x VALT (U/L)

X T NAFLD, 2 9% DL T 8 3~4 44 LA | (9 JH-2F 4
Tl A8 3 9 <13 F1>2.67 " s RBFSE LA 2.67
Bk g UNAFLD £ 2 4k ) 7™ o 2 .

SERBEMRNEEMEN APFRELL
EACH P E 5 & fE CRA A 6 B AR 10 34R
S AR AN AR ZE IF i R (1) @ b L TG A
ik HDL-C I AE (9 5 X 22 K WA 28 G4 1Y 12
Wits i, Bl FBG=110 mg/dL (6.1 mmol/L), & TG
=150 mg/dL (1.7 mmol/L) , filt HDL-C (5 #£) <
40 mg/dL (1.04 mmol/L) ; (2) & TC. & LDL-C
Al UA ILAE /Y € X 22 v [ 2 B85 IR 9 B iR 18
Bo(2020 4 B )7, BP W TC>200 mg/dL
(>5.2 mmol/L) 8 H IR fth 7T 26 254 , & LDL-C>
130 mg/dL (>>3.4 mmol/L) 3¢ 1 kR b 7T 25 254 ,
UA>> 420 pmol/L 8¢ H IR FERBR 2549 5 (3) = ALT .
1 AST Flsg ALP 1Y€ X 27 b [5] 2 BUBE IR s B 16
18 7 (2020 4F O™, BI R ALT #1# AST K->
40 U/L, & ALP>160 U/L; (4) & GGT ) & X &
FEBELKERM ER(45 U/L) .

BEEERMAEMS TG/HDL-C F (8
FPPAL R S Z AT %8S TG/HDL-C HLEAEA
FNBE T fr e 22 5 R E LA IR0 — a5 ™ &
B, TG/HDL-C L i 70 Ji 5 22 BT B by 2,68,
AWFEH, TG/HDL-C HAH =268 B A b 1778 JE 5
L1718

GitFE S

FIB-4=

K F Shapiro-Wilk 1E 25 14 £ 5% Hl
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Wi Bl = AT S RS . A BT S IS A,
AR DL T+ s S, P A ) b AR AR BE R 2 K
5 BOE AT A A A WL M(P,,, Pry) BB
PR 2 T) b ok BRORR FIAG 30 o 40 26 728 & 45 O A
FVRE L, SR B2 K 3 L o 28 22 57 o e /N4 X Ui
45 FN %5 2 55 F (least absolute shrinkage and selection
operator, LASSO) [8] 5 43 #r J] T i 3% & f& CRA 1Y
A C B 2 o % LASSO [HH 5387 b A e it 2722
S 178 5 44 A Logistic [8] 5 &2 B 17 2 A R 43 #7
25 DL AE e (odds ratio, OR) A1 95 % Cl~ . i
PAE Y3 g WM, P<<0.05 h 2R A S it¥E L.
LASSO [l )3 43 87 & HI R A4 (4.4.0 WO #4753 17
HAb g3 B i SPSS 26.0 8/

A total of 4 929 patients
undergoing their initial
colonoscopy were enrolled

45 R

BRI AU AL G 90 HE b HE 8 s
1 798 45 (1l 1), Horp 53 1k S8 55 863 191 (48.00%4) .
B AR 18~75 4 -1 (55.44£10.70) % . MK HE
45 B 1 55 K A 45 9L R 2020 4F ESGE & i (4 ¢ T 45
HL W B R YRR AR 5 45 1 Bk A W gL, 972
112 Wik &5 B %% 1E % (normal colonoscopy, NC) ,
826 5l b 51 f& CRA L = & CRA 41 1Y~ ¥ 48 0% W 2%
BT NC4[(57.76 £10.06) % vs. (53.47 £ 10.84)
%, 1=-8.647,P<C0.001], H & f& CRA 41 9 1 & &
di L 3 S T NC 41 (54.48% vs. 42.49%, =
25.718,P<C0.001)

Y

109 cases of incomplete colonoscopy were excluded due to excessive
fecal water interfering with the visual field or patients’ poor tolerance

l 4 820 cases were included l

»| 14 cases<I8 y and 400 cases=75 y were excluded

9

‘ 4 406 cases were included ‘

177 cases of enteritis, including 98 cases of inflammatory bowel disease,
63 cases of eosinophilic enteritis, 9 cases of ischemic bowel disease, 5
cases of radiation enteritis, as well as one case each of intestinal

\ tuberculosis and carcinoid, were excluded

‘ 4 229 cases were included ‘

L

110 cases of colorectal malignancy and 189 cases with a history of
* colorectal surgery were excluded

l 3 930 cases were included l

L

1 773 patients with incomplete data were excluded, including 710 cases
» With missing test data, 500 cases with missing imaging data, and 563 cases
with missing anamnesis

‘ 2 157 cases were included ‘

57 cases of chronic hepatitis B and 302 low-risk CRAs were excluded

Y
‘ 1 798 cases were included ‘
T

Y '

l 826 high-risk CRA |

‘ 972 normal colonoscopyl

B1 BENAREE

Fig1 Flowchart for patient selection

NC HF1 5 f& CRA AR BHHEFR NCHM &G
CRA 4N bR i 7K - WL 1., &8 CRA 41
HDL-C /K F 2 2 K T NC 44 (1.21+ 0.30) mmol/L
vs. (1.30 £ 0.36) mmol/L, t=5.878,P<C0.001]. &f&
CRA 4B #H 1 UA KT 3% = T NC L[ (303.03 +
81.66) pmol/L vs.(286.48 + 80.63) wmol/L,/=-4.312,

P<20.001) . FIB-4 48 K - 8 % & F NC 41
(1.35+0.68 vs. 1.24+ 0.74,1=-3.228,P=0.001) .
FMEZECRANKBEZMNERZSN £
WE 5 AR PR W R S ONAFLD &
HBP st \CAD % & i 4 m UA MUAE &5 TG ILAE |
B TC I A% HDL-C Il % . % LDL-C Ifil % . 55
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%1 NCHATBRE CRA ERE R BHEARKE

Tab 1 Levels of various metabolic indicators in the normal colonoscopy and high-risk CRA groups (Z£s)
| wdiewos Towl(rei7®)  NCOe9m)  MghnkCRAGe®e) ¢ P
FBG (mmol/L) 5.33+1.48 5.35+1.53 5.31+1.42 0.540 0.589
TG (mmol/L) 1.61+1.12 1.58+1.14 1.64£1.09 —-1.248 0.212
TC (mmol/L) 4.54+1.00 4.57%0.97 4.51%1.03 1.235 0.217
HDL-C (mmol/L) 1.26 +0.34 1.30+0.36 1.21+0.30 5.878 <0.001
LDL-C (mmol/L) 2.69+0.76 2.67+0.74 2.72+0.77 —-1.324 0.186
UA (pmol/L) 294.08 * 81.50 286.48 * 80.63 303.03 * 81.66 —4.312 <0.001
ALT (U/L) 23.84+29.79 24.59  33.25 22.97 £25.11 1.151 0.25
AST (U/L) 22.24+17.97 22.89 +21.96 21.48+11.63 1.661 0.097
GGT (U/L) 26.73 + 39.82 26.49 + 38.37 27.01  41.49 —-0.273 0.785
ALP (U/L) 65.44 +22.89 65.99 + 24.53 64.78 +20.81 1.138 0.255
FIB-4 index 1.29+0.71 1.24+0.74 1.35+0.68 —-3.228 0.001
TG/HDL-C ratio 3.37+3.68 3.27+4.06 3.48+3.17 —1.177 0.239

NC: Normal colonoscopy; CRA: Colorectal adenoma; FBG: Fasting blood glucose; TG: Triglyceride; TC: Total cholesterol; HDL-C:

High density lipoprotein cholesterol; LDL-C: Low density lipoprotein cholesterol; UA: Uric acid; ALT: Alanine aminotransferase; AST:

Aspartate aminotransferase; GGT: Gama-glutamyl transpeptidase; ALP: Aalkaline phosphatase; FIB-4: Fibrosis 4; TG/HDL-C: Triglyceride

to high-density lipoprotein cholesterol.

ALT .5 AST .55 ALP FI55 GGT MRS AS &, A

LASSO [3 4387 J5 0 38 1 12 A~ B B F R Hr

fE T 38 3 58 U IE AY AR B AL G AR IS M )R
A

Coefficients

Log (1)

A: The LASSO regression coefficient path map of 17 variables was generated according to the log (X) sequence of penalty variables, and 12

R NAFLD .HBP .CAD & 1B .55 TC IR A
HDL-C JfihE 5 ALT FIE GGT(E 2) .

B
171717171716 151515151514 14 1414 14 13 118873 2
0.250 F : ; 2
g ; : T
5 0245} : . L
s r :
=] ¥
7 0240
= | I E
0.235 ‘

variables with non-zero coefficient characteristics were screened out. B: 10-fold cross-validation was used to validate the LASSO regression model.

B2 ETF LASSO @345 4 15 i%

FMEBCRAXENETE

Fig 2 LASSO regression analysis was used to screen variables affecting the occurrence of high-risk colorectal adenoma

FMESRECRANRBEAZNSEEZSHT K
LASSO [H 4387 th B i1t 27 22 5 s b A A 2
K 2 Logistic |1H 431, 45 R R AE K (=50 %) |
BAE W S RO S K HDL-C Il fE . NAFLD
FHBP £ 255 CRA B3 S fE R & (£ 2) .

FEEREHnESsR/CRAEXNE XH
TG/HDL-C b {8 ¥ Al e & R A Ht 5 5, 4

TG/HDL-C A8 =2.68 B A R 77 78 5 AT
TE ARG IE A T A G 5L T (Model 1), 5K TG/HDL-C
o B Y 5B A B, B TG/HDL-C W B & &
5 & CRA B OR{H & 1.430 (95%CI1:1.187~1.723,
P<C0.001) TEREIEAFHE MEBI AR KO s 4448
5 (Model 2) , # TG/HDL-C 1 % B & e
CRA XU & TG/HDL-C Al 8 # 1Y 1.235 %
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R2 BRERCRAMRBEXEREZNSEESH
Tab 2 Multivariate analysis of metabolism-related risk

factors for high-risk CRA

Age (y)

<50 1.000

=50 1.784 1.361-2.338 <<0.001
Gender

Female 1.000

Male 1.338 1.052—- 1.703 0.018
Smoking

No 1.000

Yes 1.455 1.017-2.081 0.040
Drinking

No 1.000

Yes 1.836 1.213-2.780 0.004
Hypercholesterolemia

No 1.000

Yes 0.807 0.618—1.054 0.115
Low HDL-C

No 1.000

Yes 1.287 1.023-1.619 0.031
High ALT

No 1.000

Yes 0.740 0.481-1.138 0.170
High GGT

No 1.000

Yes 0.709 0.48—1.046 0.083
Hyperglycemia

No 1.000

Yes 1.101 0.853—1.421 0.460
NAFLD

No 1.000

Yes 1.481 1.137-1.930 0.004
Hypertension

No 1.000

Yes 1.327 1.048-1.680 0.019
CAD

No 1.000

Yes 1.624 0.950—-2.774 0.076

OR: Odds ratio; HDL-C: High density lipoprotein cholesterol;

ALT: Alanine  aminotransferase; GGT: Gama-glutamyl
transpeptidase; NAFLD: Non-alcoholic fatty liver disease; CAD:

Coronary artery disease.

(#% IF OR=1.235,95%CI:1.011~1.510, P=0.039) .
I AE AL IE AR IS PR3 WK 2RO \HBP s \CAD &
4 (Model 3)J5 , & TG/HDL-C HAH B & s
f& CRA 1 XUES 3 Ik TG/HDL-C HeAH & & 3 m T
22.2% (# 1F OR=1.222,95%CI: 0.999~1.495, P=
0.051),

NAFLD £ & FIB4E# 55 & CRARHE X
M NAFLD 9™ & 2 & CRA M fa e &,
FIB-4 #8500 1 T X NAFLD JF&F4efb 20, 24
FIB-4 58 % >2.67 it , 1A i NAFLD 4 Jf i -5 B i
Ytk . %458 T NAFLD 3 FIB-4 15 506 7
f& CRA RS2 o 7E R IEAZ RGN T, FIB-4
FEE(>2.67)NAFLD & & 4 5 fi CRA (19 XU 2
ik FIB-4 48 % ( <<2.67) NAFLD £ # 1Y 1.849 f¥
(OR=1.849, 95%CI: 0.354~9.667, P=0.466) . 1F
BEIEAE WY R ) A R CHBP . CAD | & 1B L &
TC MK HDL-C . ALT il GGT A/ 5 , 7 FIB-4
FEEUNAFLD & & A 5 fE CRA AU BLIR FIB-4
TR BNAFLD B AR T 43.5% (K 1E OR=1.435,
95%CI1:0.218~9.448,P=0.707) .

ERN

CRC {7 J2& 4 BRIE Bl N & 0 2 FIAE T2 3R AR & 1Y
AR 2 — o R AR (L R R AR R
FRIL 5 RO RIS BB ) AR R R R AR
AN A 7 SURB AR F CRN A & 51
XF CRA KA 052 ma ML & 58 4 W . pEoE R,
BB #E & CRA AT RE S 531 8 X CRN & B
MWW ol R 2 RNRE) N E 2 REA
SR 2ot CRN A XU A AT fig 5 ME 38 32 AR 1 47
FE S EAE A K T BRSO B R
T 7 30 B VR 1 5 40 1 )R 8 CRC Y & 08 R AL
ATREBE AXFTREEREEZ LT REE
FK X ] 85 25 B B 0 A R R P B D BR R
R A8 25 UIAE 26 BEAEAIF9E & B0, 50 % LA IR 9
PE B PR R SR i ik R CRA & CRC
A JRURS: B S R RRR AR Y. S HEJR I CRA(H
=1 cm, @ S RIS AR BOFF 7E 90 B R B IR 40
EARA L) 1 LR A A, 2020 4F ESGE A~
TSR OB A5 M, 58 4 VT B Ak 19 41K f s A8 0 75
PBE WS, v AT AR T 3 AR PN B R M a3k R ek
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A, i 1 IR AT R P9 B B U7 1 E A

RS RE RN N 25 CRN W & & Kk
JR 2 A5 SR FH B B R ARBL A I A 4R AR (TG/
HDL-C W) #R1T H 5 5 fe CRA &A= iy AH G, 45
R IR, & TG/HDL-C W {H & & A4 & i CRA i X
B T TG/HDL-C Wi &, X 5% A & By
B — TR B P F 5T & B T G/HDL-C F {8 T+ 34 hn
BN CRC % 9% ARG 19 458 — 30 o 8 — T00 [l Joii
F5E s, NAFLD 4119 CRA % 8 I {7 T % B8 41
(40.7% ws. 28.1%) , FEVHE& T =5 Mg M AE A PR s A0
JIE 1 22 725 B R B e NAFLD 473 & CRA 1 1@ [ 4]
% (OR=1.74; 95%CI: 1.05~2.88, P=0.032)"" |
NAFLD 5 CRA 9 fm KU A4l e 2% UM OC , i 5 5
BRI RN TE S, B NAFLD 8 2 M 48 T ™ &
T B2 (AR 2 A S — 20 5 2, ™ T R
KA CRN B9 RS i T4 B i iR o ARG
W, FIB-4 48 80 NAFLD 5% & 4F & /& CRA Y
ORMH & TILFIB-4 5%k, H 22 R LG it 2= 8 L W
W, FAT A R SR B 5 R 2 R S I e AR
ARG I U B M s s S B0 AT I R, DUIEAG
NAFLD J* & & £ 5 5 f& CRA M AH G . ok A 3K
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