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Abstract

Objective: To investigate the correlation between genetic polymorphisms at the IGF1 rs5742612
locus and the risk of developing MASLD in the Han Chinese population in Qingdao, China. Methods:
A total of 205 Chinese Han patients diagnosed with MASLD who attended Qingdao Municipal Hospi-
tal from December 2022 to December 2023 were included as the case group of the study;130
healthy medical check-ups were also included as the control group. The basic clinical information
of the patients included in the study was collected, and clinical tests of biochemical indexes as well
as genomic DNA extraction and genotyping at the IGF1 rs5742612 locus were performed. The 2 test
was used to test whether there were differences in genotype frequencies and allele frequencies be-
tween the two groups. Based on the dominant and recessive models, logistic regression was used to
analyse the association between genotype and allele and the risk of disease occurrence. Results:
The distribution of genotype frequencies (x2 = 0.286, P = 0.867) and allele frequencies (% = 0.083,
P =0.773) atthe IGF1 rs5742612 locus were not statistically different between the two groups. Both
dominant and recessive models suggested that the association between this locus and MASLD was
not statistically significant (both P < 0.05). There was no statistical difference between the basic
information and biochemical indexes of different allele carriers (all P > 0.05). Conclusion: There
was no significant correlation between IGF1 rs5742612 polymorphism and the development of
MASLD.
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1. 518

B K5 Fig 7 955 (Non-alcoholic fatty liver disease, NAFLD)IX — AR iEH ¥ H Ludwig 25 AfE 1980 4
PRt FH DA IR LE HEBRIPORS T 2 A oA SRR R R, I A R DT 7 6 AR SR s BERAS [ 1] Bl
AR Th BE B A5 AH 2 i 15 14 BT9%5 (Metabolic dysfunction-associated steatotic liver disease, MASLD) ¥4 & 7
2019 fEAEFRE, JFAE 2023 SEIRRIMATHERT 7T 2 (BASLY K& B IEsUE AT, B AR NAFLD IX—Aif.
MASLD (152 SCE AT, ‘& 48 2 7E IR AR B AR P B [RIEE, 2 /A7 AE DR O A AR RS R 25 HR 1
— M L BB I =R R A R R AR IR e AR R IR 2] AR ER S E(MetS) 2
— A AR PR 2, B0 HE L o IR L IS S AN AL IR . £ MASLD (R AL, i 5 2 HE i (insulin
resistance, IR)EH RBIEH, & SBUFEIRITIRAEF AN, SURNESEIE, B T3], IR,
MetS 5 MASLD Z [AMFAER VIR R [4], EATEERR R LR & h Pyl A (0. BRI R
BEHE T (GWAS) A2 F STt S I6F 78 CL 407 1 1148M PNPLA3 25 {A& . TM6SF2.HSD17B13 fl MBOAT?7
AR5 MASLD BRI S 2T AEAY 3 e 2 [R] 1 5 35 AH G 1 [5]-[9]. b4k, JB s RIRBU(IR) S 4 &k
DR SRS 8 AL A TR R BRI AR 2 T AR Z A I AR SR, W0 A B bRid dE MIR148A JE[A[H)
154722551 ZASMEAL AT . ARL1S JE R 1s4865796 2 M4 A5 BA K PC-1 JE R 121Q ZFH2E[10] [11],

i S R FEA KA F 1 (insulin-like growth factor 1, IGF1)&—F i 70 INEFERRM R SR EE 2 ik, At
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AL T e fifk 12q22-q24 XIk[12], FHEE 6 MME . IGF1 AL s Mel e G, =4
LML FFIH) mRNA [13]. SHBFFRIEH, IGF1 SR 2 1M S 2 o ik £ 45 2 U1k
Fo ENTIR R £k 1 IGF1 M HZ 4K (IGF-1R) 5 MASLD. IR Al MetS )% 2% ). WF7 R, IGF-
1 H 2 IE BRAR S PR g 107 AR 2 AR SC[14]0 EAN, IGE-1 /05 IR B3¢, 78 IR RE T, FFIE 421 IGF-
198D, 3X 0] eSS BT 56 8 22 B BIUR PR PR, AT DD ik & 2 KL 15]

YT MASLD 58 £ P2 M E V)55 R, LKL IGF1 fE3T IR HF e /E /. JRATHEN IGF1 3
2 MR85 MASLD ARRALEIAISC. 2O FIESL, IGF1 rs5742612 1 55 2 415 2 R w1
R CLFE TG R BN FVRE AP AN S 0 K AR R [16]-[21]. E AN — LR AL LA K I IGF1
1s5742612 fi7 535 MASLD A9 RS AHIC[22]. SRT10, KT IGF1 185742612 £ i 5 o [E 3% A MASLD
R T A HIHE TR MR WARIE o AT TR IGF] 185742612 A 5 ()36 K 22 i 5 75 B3 X DU N\ B
H MASLD A5 RS 2 [R] (AR DG o X Tt 7, FRAT 145 B AR v MASLD B2 WrRIA 7 B2 AL i B8
B, FEH AT MASLD P99 KU 48 210 0T 5 1 A= V05 £

2. WRE5H®
2.1. FASEITRIIEE

JEH 2022 4E 12 A 2] 2023 4 12 A TF S L ERBE 2 #6128 MASLD (1 [ 3U% 38 205 A
VENTRFRIRBIZA: [ 9IN 130 4512175 8T 7 S 2e B 1) A (B 000 (i e (A 2, 8 3o VA 1) 5 5 1)
W Rk LSRR S . L CT RIS H A, AR AR WA, BRIME MASLD #
TE NS HRZH . MASLD FISWITF & CARBORE VR I M s B V6 1 e (2018 BEHTAR) Y [23][i2WibnitE. BR4k
TP A M FF993 (Alcoholic Liver Disease, ALD). %K 3 AL R T 56 95 # (HepatitisC Virus, HCV). H & fuj%
JHF 98 < JFF SRR AR 11 565 ) 3 S008I0 FHF PR 58 PP, BRAM (WAt B8 25 | W8 R PR 56) 42 B AN E 9%
RAEVEN . FLBEYS . HUIRIRDIBRIBGRAE  FETRZE G AL B AREE ABk = MR . AR BT ZE 46 0% IR i . Mauriac
CEE RS S BRI IT IR RIS DL . AEFRSIT 2022 4E, 24 MASLD ()52 3o 1E sUAS NAFLD.
B, AW T NAR AR T 2018 ERRA e e « AR [ 5T 45 5, MASLD 5 NAFLD Z [f]
MZERIEAEZE, XRHREE MASLD FIHE LT, Z AT NAFLD & SC#AT IR o 25 KA R B
ZHENE24]. AL E BT ERCHEZASHFITA, a2 &g miE =N,

2.2. IEFRFIRHCERFIFR AR &

5 FARME ) S R AR TR H R ARG R, I AGRIE & ik fE, TR &= 45 4(Body Mass In-

dex, BMI). Frfi 32k #& MR B S DR E R A0S, BFFEE. W, BMI SREELRE. 7552
B 12h a5, TIRHERRSE SmL ##lkifl, %M 4mL 25E T A, B EDTA fiiktE . A

AR E (R FE RS, B % F T DNA FIHRHURIIE R B % 7E
2.3. ZiXEEWIEPRRI IR ZE 48

A R KL 25 A AG B0 AR O RGN 2 IS IR (FPG) 2 JHE BE(TC) Hh = BR(TG)- 8% % lg & (A (LDL-
C). mi#EEMEHEHAMDL-C). HIHLLZK(STB). WRMRALEBM(ALT), RARZRAIEEI(AST). /-
BRI BEGGT) WEBREALP). JRERZGA I R, SR URKIERIDH®.
2.4. 2 MEFE DNA BRI E

TR AR AL RO A IR 2 F St 4 AL K4 DNA SEBGRG SRR BUEA 1) DNA, &
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I R A B 5E R BL(PCR)FE AR FF & DNA F BUEATH 1, DAMERLS IGF1 JEH 1 rs5742612 A mi 235
PE. PCR 34 & 105190t W #k A R (AL ) A IR A R Bt 3G G Ho 4140 5l o B 51 4
5'-ACGTTGGATGAGATTGGAAGACAGCACTCG-3', Rii5¥
5'-ACGTTGGATGCCTCCATAGGTTCTAGGAAA-3'. PCR ¥ 55, *t PCR =43tk AT WF ol 1t ik iR
FE(SAP)ALIE, DAY £ 3EAT o 2 I ORIk A f B2 o ZE i S 2 )5, B IR 464K PCR 724, 4 L st
B R o a8 R AR R il gE AT R R A A #

2.5. Gt A%

TEN 2R ERS IR, 8 S5 15 VORMEE FH AE V4G 56 (Skewness-Kurtosisi test)2EAT IEZS PRI,  XHF
GIERMITEE TR IS + b2 (SD)ERR, ARG IR/ A0 1 & B0 A A 25009 4347 % (8] 7))
For, FHRFIROL t K56 58 Wilcoxon BRATAG B EAT 4HLIA) EL A . Tt 308k, 8 AR (%) Fom, IR
Pearson > {658 5 Fisher ffj UJ % 3728047 20 0] LA o [N Y 502 6L 565 Sk I W57 o ) 35 PRI R AT 20 2 15 195 5
it - JEAF RS T AT R 56 (Hardy-Weinberg Equilibrium, HWE), PLH S {RREAS O BERACE 1 o 48 B K 2K Lo-
gistic [E[H40 47, HeT RAEBER AR 25], THEAFE% SNP A5 MCI fE& AT OR 1 95%
#1Z X [d](confidence interval, Cl). AHFFLLETHHTHIRA SPSS 22.0 BAF TR Gl 2# kit XU
5, ¥ P<0.05 fE N2 bRk

3. &%
3.1. IR REARFHER LI EIBHRELE

AW TN T 5L 335 A, Hbh MASLD 41205 A, XFHHE4L 130 Ao BF 70X R IEARFAE M 5256
FIRPR L 1. iR Ebi s RN, PSR . BMIL Wik, 79Kk ALT. AST. GGT. ALP/AKP.
TG. HDL. STB. JRERZ[8] 54 25 HA Gt 25 (P < 0.05). S5xHZHAHLL, MASLD ZHuF 705 4l
WHEERER . BML Wik, #9KHE. ALT. AST. GGT. ALP/AKP. TG. STB. JREZH DL HK
() HDL {fi. RERBHALEMER . TC. LDL Fl FPG 2 [8] {173 i 22 HAEE S 24 7 X (P > 0.05).

Table 1. Comparison of clinical data between MASLD and control groups
F 1. MASLD #HFnxs BR4H G R B EL 4R

Bl SR ZH (n = 130) MASLD #(n = 205) gt & P

P53 /20) 68/62 102/103 22 =0.207 0.649
FI () 39.89 (38.05~41.74) 53.78 (52.06~55.50) t=-10.508 <0.001"
BMI (kg/m?) 25.20 (24.54~25.86) 26.27 (25.84~26.71) t=-2.798 0.003"
4 I (mmHg) 122.50 (114.00~130.00) 138.00 (125.00~154.00) Z=-8343 <0.001"
#F 3K FE (mmHg) 71.00 (66.00~77.00) 77.00 (71.00~84.00) Z=-5.039 <0.001"*
ALT (U/L) 19.52 (14.00~28.27) 30.33 (18.00~67.44) Z=-5994 <0.001"
AST (U/L) 20.82 (17.00~24.55) 26.87 (19.95~39.53) 7 =—6.044 <0.001*
GGT (U/L) 19.40 (14.00~28.00) 34.20 (22.00~57.37) Z=-7.550 <0.001"*
ALP/AKP (U/L) 58.31 (20.50~85.75) 90.27 (76.20~105.20) Z=-8.797 <0.001"*
TG (mmol/L) 1.11 (0.84~1.65) 1.70 (1.14~2.42) Z=-5.939 <0.001"
TC (mmol/L) 4.98 (4.41~5.67) 5.11 (4.35~5.83) 7 =-0.880 0.379
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R
HDL (mmol/L) 1.23 (1.04~1.45) 1.13 (0.98~1.31) Z=2.634 0.008"
LDL (mmol/L) 3.07 (2.63~3.46) 3.15 (2.64~3.69) Z=-1.706 0.088
FPG (mmol/L) 4.98 (4.62~5.32) 5.07 (4.55~5.80) Z=-1.062 0.288
STB (umol/L) 12.65 (10.30~15.40) 13.60 (11.10~17.90) Z=-2.198 0.028"
R (umol/L) 347.23 (295.00~434.14) 399.10 (345.20~480.60) Z=-4.625 <0.001"

E: BMI, HRFE; ALT, SNFER; AST, ARHEEN; GGT, AEHBE; ALP/AKP, TI:BFIREY:; TG,
Hih =Eg; TC, MPHMEEE; HDL, % EREE; LDL, K& EREA; FPG, MM, STB, MIHAZE; "P<0.05.

3.2. rs5742612 AL ;=AY Hardy-Weinberg i5={5 & 18

1s5742612 7 fiALFE AA. GA. GG L =FRFEF A, 4 5% MASLD 2H A% HEZH 31T Hardy-Weinberg
ARG LS, 45 R WZE 2, FTUZALS ST A Hardy-Weinberg AL F-#1(P > 0.05), HERAHT 7T AT
W GOk B Rl — ABE, BABRAEN.

Table 2. Hardy-Weinberg genetic balance test
52 2. Hardy-Weinberg J& 5 £ A& 16

415 R 7 P
X2 (n = 130) AA/GA/GG 0.172 0.918
MASLD #H(n = 205) AA/GA/GG 0.041 0.980

3.3. rs5742612 (i s A9 EE F B 2 (7 B H 4R B L e

1s5742612 7 5 £ MASLD ZH F0T 8 20 2 7] Jik i) 24 A1 26 0 4 o7 ik DRI AT 23 LU e SR L2 3, AL T bl
R, rs5742612 7 SR R (2 = 0.286, P = 0.867)FIZE A7 LIS ZE (42 = 0.083, P = 0.773)EHLLZ
6] (1) 53 A 22 SR TE G 2 5 o

Table 3. Distribution of genotypes and alleles between control and MASLD groups
3. WERES MASLD Az BEEBMFMEERI S5

KR4 (n = 130) MASLD #(n = 205) 27 P
AA 73 (56.15%) 114 (55.61%)
HER A GA 50 (38.46%) 77 (37.56%) 0.286 0.867
GG 7 (5.39%) 14 (6.83%)
A 196 (75.38%) 305 (74.39%)
7R 0.083 0.773
G 64 (24.62%) 105 (25.61%)

3.4. rs5742612 (L REN EHEERE TIGAR TR EL AR

155742612 7 s EA [FEEAE A R IGIR 7R LB WA 4, 225, 5 RIEIR, 155742612 A s AN [F] 5 K] 7Y
HEHAEAERS . BMIL Wik, 73k, ALT. AST. GGT. ALP/AKP. TG. HDL. STB. JRE&IEFRZIH]
TGt 2 5 (P > 0.05).
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Table 4. Comparison of clinical data under dominant model of rs5742612 locus

5% 4. 155742612 i = B MAER TR R BRI ELEL

A AA (n=187) GA + GG (n = 148) Guitie P
PERI(H /%) 89/98 81/67 2 =1.683 0.194
(%) 49.54 (47.51~51.58) 46.94 (44.86~49.02) t=1.746 0.082
BMI (kg/m?) 26.09 (25.56~26.61) 25.57 (25.05~26.09) t=1.365 0.173
W45 i (mmHg) 130.00 (119.00~145.00) 129.00 (120.5~142.00) Z=0427 0.670
#F7K i (mmHg) 74.00 (69.00~82.00) 75.00 (68.00~81.00) Z =-0.440 0.660
ALT (U/L) 25.26 (15.53~37.21) 24.00 (16.00~52.49) Z=-0912 0.362
AST (U/L) 22.56 (18.60~29.32) 23.68 (18.94~34.27) Z=-1337 0.181
GGT (U/L) 27.00 (17.09~45.39) 26.15 (18.00~48.00) Z=-0.343 0.732
ALP/AKP (U/L) 84.07 (62.54~97.28) 85.81 (59.20~102.10) 7 =-0.550 0.582
TG (mmol/L) 1.36 (0.95~2.03) 1.47 (0.99~2.12) Z=-0.578 0.563
TC (mmol/L) 5.09 (4.43~5.72) 5.09 (4.31~5.83) Z=0215 0.830
HDL (mmol/L) 1.19 (0.99~1.45) 1.17 (1.03~1.32) Z=0471 0.638
LDL (mmol/L) 3.11 (2.67~3.59) 3.10 (2.59~3.51) Z=0.797 0.425
FPG (mmol/L) 5.00 (4.56~5.63) 5.03 (4.56~5.64) 7 =-0.256 0.798
STB (umol/L) 13.00 (10.60~16.50) 13.25 (10.80~17.10) 7=-0.776 0.438
SRR (wmol/L) 377.60 (313.20~460.65) 378.80 (327.27~466.26) 7 =-0.536 0.592

7E: BMIL, H{RFEE; ALT, BNEEE; AST, AEEEN; GGT, AEEBE; ALP/AKP, BIEEFIREY; TG,
B =Fg; TC, LBHMEEE; HDL, Mm% & ;s LDL, IR EAESE A FPG, FEIMME; STB, BAHAE; "P<0.05.

Table 5. Comparison of clinical data under the recessive model of the rs5742612 locus

5% 5. 155742612 L SR MR R TR R SR LS

B AA + GA (n=314) GG (n=21) it P
PR (/L) 157/157 13/8 ~=1.116 0.291
(R 48.32 (46.81~49.82) 49.52 (42.74~56.31) t=-0.394 0.694
BMI (kg/m?) 25.82 (25.43~26.20) 26.48 (25.36~27.59) t=-0.852 0.395
Wi s (mmHg) 129.00 (119.00~144.00) 135.00 (126.00~147.00) Z=-1.087 0.277
#F 7k K (mmHg) 74.00 (68.00~81.00) 77.00 (72.00~81.00) Z=-1.044 0.296
ALT (U/L) 25.13 (16.00~39.79) 21.00 (14.26~37.00) Z=1.075 0.282
AST (U/L) 23.00 (18.88~32.89) 21.00 (18.67~30.00) 7 =0.531 0.596
GGT (U/L) 27.09 (17.29~46.39) 21.28 (18.03~31.00) Z=0.937 0.349
ALP/AKP (U/L) 85.39 (62.46~99.98) 78.86 (57.62~99.33) Z =0.486 0.627
TG (mmol/L) 1.41 (0.98~2.05) 1.31 (1.04~2.11) Z=-0.045 0.964
TC (mmol/L) 5.09 (4.35~5.78) 4.97 (4.59~5.56) Z=0.553 0.580
HDL (mmol/L) 1.18 (1.00~1.40) 1.22 (1.13~1.33) Z=-0.221 0.825
LDL (mmol/L) 3.11 (2.64~3.56) 3.10 (2.58~3.47) Z=0.774 0.439
FPG (mmol/L) 5.02 (4.56~5.63) 5.12 (4.65~5.58) Z=-0415 0.678
STB (umol/L) 13.00 (10.70~16.60) 14.10 (10.20~18.40) Z=-0.436 0.663
SRR (umol/L) 378.40 (323.60~463.71) 378.40 (312.80~468.60) 7Z=-0.122 0.903

E: BMI, BREYR; ALT, BSNFER; AST, AEHEM; GGT, ABi¥HM; ALP/AKP, WIHEERE:; TG,
Him=8s; TC, HJEEEE; HDL, =% EEH; LDL, (KZEKEH; FPG, ZIEIMKE; STB, SJHLZE; "P<0.05.
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3.5. rs5742612 L= 5 MASLD BYXEB 947

1s5742612 £ /55 MASLD FIRKBE T4 SR 1L 6. SRR G5 RN, HRAHA 5 MASLD
S B2 B TG 155 L (OR = 1.02, 95% CI = 0.66~1.59), {ERHELER. YEHIF BMI 5, 4RAEE
(OR=1.40,95% CI=0.83~2.37). FatEBiflas LR, FFA M5 MASLD G &t 2 M7 Tegiit 2 & L
(OR = 1.29, 95% CI = 0.51~3.28), TEEEEES. HHIA BMI 5, 45RUIAEEOR = 1.25, 95% CI =
0.43~3.68).

Table 6. Genetic model of the rs5742612 locus
Fz 6. 155742612 (L = RYEEIRE

LAY X 2H MASLD 41 OR (95% CI) P OR (95% CI)® PP
N AA 73 (56.15%) 114 (55.61%) Ref. Ref.
S PR
GA+GG 57 (43.85%) 91 (44.39%)  1.02 (0.66~1.59)  0.922  1.40(0.83~2.37)  0.211
AA+GA 123 (94.61%) 191 (93.17%) Ref. Ref.
B A A
GG 7 (5.39%) 14 (6.83%) 1.29(0.51~3.28)  0.596  1.25(0.43~3.68)  0.680
e a BRI, b RIREBERS . ERIA BMI FR)EE R,
4. g

VER—Fh SR AR OGP, MASLD WK 32 BHE IR 55 2 MR R ILEER . 2R
B, 38A% R 3 TE MASLD (1 &SR ML i 36 SCBE M ([ 26]. IUA WAL CLIE N 1 30 7y ZE DN 22 A PRl it 52
Wi I J5 A U A B AR BTN MASLD 72 4E 20 . PNPLA3 JE K1) rs738409. rs6006460 Al rs139051 fi7 £ %
AP R H I =B AR DR s, 2 s AR AU I FR[27] . X P R AN T SR I 1
B, B HE— B IJR T FERR PSR AE SR, AT #E MASLD [R50 2ERE A Py 1 B A7 4] 28]. TM6SF2 3
DA 1) 1s58542926 % A MEXTARAK A B2 iR 2 11 (VLDL) M H i = Be/K T BA 35 52 m , 3[R g A o A
WPA7[29]. GCKR 151260326 22 A1t i 52 m H il = Ea /K -F >k 520 MASLD & E[30]. MBOAT?7 H%E
R R IE 5 YRR A pEFR S B VIR DE, 110 MBOAT?7 K (1) 15641738 Fll 15626283 548 n] T8 H Rk H Ak,
WFFCIESE, XM B R 2 BRACTER B AU, IR & RARHTIRAS[31].

YT MASLD S5ER RPN VIECR, FATNA IGF1 HRF I ZEMERTHEXNT MASLD 1A% A &
RN o AT B ORAE R E R S X PO AR T IGFL 1 rs5742612 £7 55 2 &5 MASLD K4
ZIEMIRAR, WFFCUESE, IGF1 ) rs5742612 £ S 2 2515 MASLD & KU TG B i AH G

IGF1 & —F&H 70 MR R AEKRE T, @il 5HZM IGFIR &6 KIEMEM, EilEE
K. REMMRIASZ NSRS £ CE BN M M32]. IGFL MFAE4, HARBERKAEE. &%
B PEARSEAEF, IGF1 FIGFIR FEMHIEH RIS, 25 R 2 A B R [33]. A 7RI, IGF1 £
F0FE FFNELE N 1) 22 T2 23H 0] iR 5 2 KT IRIPE R [32] 0 A7 25888 3301 IGF1 FRIA I/ 5 g B R A
P YIMIE, B RIRPTRE MASLD (5 R E A FEAE . 76 B 5 SARPURAS R, FFHE A g 1 2 sk
DR, SRR R34]. MASLD &9, IGF1 /K FIEHBAK, KK A IGF1 & 7] §E5 MASLD
(BT 25 4k A6 9 [35] [36].

Z U FCIESE, IGF1 1s5742612 A7 f 2 2515 2 Fgams B R0 B ARO[ 16]-[21]. A BFFT CIESE
IGF1 156214 1¥7 55,5 MASLD &4 RS — E AH M [37] - 155742612 A7 47T IGF1 JE K F) 8 8 F X 38,
HZ M5 1GF1 R RB/KFEYIMIG . ZAL AR 5 o] GRS 2 IGF1 JEDH (e s v, 21
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T ARIKMKT R AYIEE, S2520m IGFL AEY) % ThRE[38]. thah, JFEAhSCIOmtF iR, IGFI
1s5742612 Az g W ) C ZEALEE R TT g B T BRI R sk As e YEAT R BT R IR0R, R EUIGF 1 SR A A
RELYR S, X AT ESE MASLD A ML H ) — AN BB R 3R [39] [40]. — WU BRI 70 R 0, IGF1 1s5742612
P75 C A IER S MASLD (1R KU 2 IEAH G [22] EARBFTER, FATHT T i EH S X PR A
B IGF1 rs5742612 ZE R R Z 2515 MASLD A0 RS2 (B FIAR DG, Guit 45 SR 9 3 J0 B R A DG 1%
(P>0.05). AWFFE FRBIFLGERA—E, wTREH T HUER NP 22 5, 1A 35 >3 50 22 S A o] Re ek 55
WL G BRI RTBR IO o BEAE, FRATTII AN AT it G i A5 — SE R R . % TR TR AN SE G 2 AR 200
BATRAETT EHE— B B4R N B AN ERE 9256, DAIGAIE IGF1 363k 5 65 1 R 3HT M MASLD 2 [A] ) KB
DRI, - AR SRATS e AR5 B DR IR N R B 7 28 I PAIE 55

AHFCE XA T IGF1 FE ] 185742612 A7 i 2385155 MASLD 7E7 5 0 X U AN FE 1 9 AH G HE
IR, A A2 1ES MASLD 1A RS 2 (A1 TC B35 AH G . 48T MASLD F A i b 1) 52 44
P LA IGF] 15742612 A i Z VeI DIRE, VIARE T 25 € Z 2 A1 MASLD HISEm, M 2 s
PR R ok — AR R
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