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BT 3 SR PR R AT HA B 2 IR 5 40 A
TheEFN A A RS R B R i

frafdd, KEAl, RHH, R2F, Am, FHE

WEREE RS, LR B
R REREEEER, IR T

WekE H . 20264E6 H17H:; FHHM: 20264F7H11H: KATHM: 20264E7H21H

R

HH: SR aohg 51 6 oh e PR T 3 A3 JR 5 B RO T REFT PN R i BT Y B2 R0, 9 B B0 JBR 55 B4 B T BB AT Y
JEERE W BB M E B4R 4 (2605 ) IR FH (<60 P )RR FEER . HEE: El2024F1H £20244E12
A TR LSRRI EE 2340, FRBER S ANEFEH (2605, n=73)AEEFEHM <603,
n=161), IFBREWEZEIKFIFE(10mg, FH-R)BREGEFETRTHRT6NH, WEH LB
BERIT R E IR A NAR B4 St fabn, BFERE. BMIL HUHE. ESIIEE. MAR. FFEThRE K
WIERERTSE. 45 (1) BITHT, WARELEBML. WK, FHEIE. BAiaEa. AEEaw. B
Bl K2 A R B TR AR S 1A B R B E 257 (P> 0.05). ZEAFKE . H=8. S EERE. KEERED.
eGFR. RBR. FJEHRSER. HOMA-BXHOMA-IR¥EZ X TIEEFEH, WOGTT 2/Mf MbE B & =TIk
BEH(P<0.05). (2) TH6ANAE, WATKILE. ML ER. ZEESE. HOMA-B. HOMA-
IRz A Bt FE B TET AR 29 B Y6 97 B BB k3 (P < 0.05). i, FEHA S EIpEHS5.32 (5.02, 5.86)f&=5.19
(4.78, 5.54) mmol/L, IEEZEHHS5.21 (4.84, 5.69)[FF5.11 (4.74, 5.45) mmol/L; FELIMAEAESE
41 H6.00 (5.80, 6.20)fE%5.70 (5.50, 5.90)%, JEE4E4HH5.90 (5.60, 6.20)[F%5.60 (5.40, 5.90)%:;
FEESREFEHB14.57 (11.60, 17.40)[%E=10.20 (7.72, 11.80) mU/L, EFEHH17.40 (12.20,
26.00)f% % 13.54 (8.55, 20.40) mU/L. HOMA-BWH H I E IR TT 7l B T M [Z44E4H H155.96 (102.50,
209.91) % £ 106.83 (87.16, 160.68), Ik 4 4H H212.03 (134.44, 333.33) f£ £ 159.41 (103.06,
270.73), 3P < 0.05]; HOMA-IRZ4EH H3.46 (2.75,4.22) %% 2.24 (1.79, 2.68), JEEFEH H14.15 (2.79,
6.05)f%%3.04 (1.93, 4.65) (P<0.05); W EAEHIHAEFLHH81.90 (61.50, 104.70) %% 71.70 (44.70,
88.60) cm?, EF4EHH184.20 (52.80, 117.60)[%ZE67.60 (41.00, 102.60) cm? (3P < 0.05). FHATE
HOMA-B. HOMA-IR. Wt MaEAXKAERHERNRAEE FHTEEER. WAKKEETHBHE
EZTH, BEXEHBRBEERTIEZEHP < 0.05), ZFEHBH28.50 (21.80, 33.90) & =23.70 (19.90,
26.80)%, JEEHEHH27.10(21.50,35.10)f%F19.00 (15.70,21.50)%. (3) KHRITHHE, ZEALR
ERREERTIEEZEH(16.44% vs 29.19%, 1%12.8%, 95%CI: 0.7%~24.8%); EZEHEFREIFE
ERTIEEEH (35.6% vs 54.0%, P <0.05). £510: EHFRT BENER KRR BRE BRI R
JRB RS, RN, (248 &R RREFEER LA BT IEEERE.
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Abstract

Objective: To investigate the effect of dapagliflozin on islet S cell function and visceral fat in patients
with prediabetes, and to compare the effects on islet  cell function and visceral fatin the elderly group
(260 years old) and the non-elderly group (<60 years old). Methods: A total of 234 patients with pre-
diabetes who attended our hospital from January 2024 to December 2024 were selected and divided
into the elderly group (260 years, n = 73) and the non-elderly group (n < 60 years, n = 161) according
to age. All patients received dapagliflozin (10 mg once daily) combined with lifestyle intervention for
6 months. The clinical biochemical and body composition analysis indexes of the two groups before
and after treatment were collected and compared, including body weight, BMI, blood glucose, pancre-
atic islet function, blood lipids, liver and kidney function, and visceral fat. Results: (1) At baseline,
there were no significant differences between the elderly and non-elderly groups in BM]I, systolic
blood pressure, fasting blood glucose, glycated hemoglobin, body fat percentage, waist circumference,
or visceral fat area (all P > 0.05). However, the elderly group exhibited significantly lower levels of
diastolic blood pressure, triglycerides, total cholesterol, low-density lipoprotein cholesterol, esti-
mated glomerular filtration rate (eGFR), uric acid, fasting insulin, homeostatic model assessment of
p-cell function (HOMA-p), and insulin resistance (HOMA-IR), while their 2-hour oral glucose tolerance
test (OGTT) blood glucose was significantly higher than that of the non-elderly group (P < 0.05 for all).
(2) After 6 months of intervention, both groups showed significant improvements from baseline in
fasting blood glucose, glycated hemoglobin, fasting insulin, HOMA-$, HOMA-IR, and visceral fat area
(all P < 0.05). Specifically, fasting blood glucose decreased from 5.32 (5.02, 5.86) to 5.19 (4.78, 5.54)
mmol/L in the elderly group, and from 5.21 (4.84, 5.69) to 5.11 (4.74, 5.45) mmol/L in the non-elderly
group. Glycated hemoglobin fell from 6.00 (5.80, 6.20) to 5.70 (5.50, 5.90)% in the elderly group and
from 5.90 (5.60, 6.20) to 5.60 (5.40, 5.90)% in the non-elderly group. Fasting insulin declined from
14.57 (11.60, 17.40) to 10.20 (7.72, 11.80) mU/L in the elderly group, and from 17.40 (12.20, 26.00)
to 13.54 (8.55, 20.40) mU/L in the non-elderly group. HOMA- decreased significantly in both groups
[elderly: from 155.96 (102.50, 209.91) to 106.83 (87.16, 160.68); non-elderly: from 212.03 (134.44,
333.33) to 159.41 (103.06, 270.73); all P < 0.05]. HOMA-IR also decreased significantly [elderly: from
3.46 (2.75,4.22) to 2.24 (1.79, 2.68); non-elderly: from 4.15 (2.79, 6.05) to 3.04 (1.93, 4.65); P < 0.05].
Visceral fat area reduced from 81.90 (61.50, 104.70) to 71.70 (44.70, 88.60) cm? in the elderly group,
and from 84.20 (52.80,117.60) to 67.60 (41.00, 102.60) cm? in the non-elderly group (all P < 0.05). No
significant between-group differences were observed in the magnitude of change for HOMA-B,
HOMA-IR, glycated hemoglobin, or visceral fat area. Body fat percentage decreased markedly in both
groups, but the reduction was significantly smaller in the elderly group than in the non-elderly group
(P <0.05): from 28.50 (21.80, 33.90) to 23.70 (19.90, 26.80)% in the elderly, and from 27.10 (21.50,
35.10) t0 19.00 (15.70, 21.50)% in the non-elderly. (3) Regarding clinical efficacy, the elderly group
had a significantly lower marked response rate compared with the non-elderly group (16.44% vs.
29.19%, difference of 12.8%, 95%CI: 0.7%~24.8%), and the overall effective rate was also signifi-
cantly reduced in the elderly group (35.6% vs. 54.0%, P < 0.05). Conclusion: Dapagliflozin can
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significantly improve pancreatic islet function and insulin resistance and reduce visceral fat area in
patients with prediabetes, but the proportion of elderly patients meeting the clinical remission crite-
ria is significantly lower than that of non-elderly patients.
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1. 5|

B PRI 1A & — P BB KT 3 T B, T AR B PR 12 Wibr AE B ARPIRES , AR 2 I8 b
W RS 2 /NI I B I 20 B U KF, Oy = ReRAES, RIS B Ifi i 52 45 (impaired fasting glucose,
IFG). Wi & Js K (impaired glucose tolerance, IGT) LA K 9 # IR & RS (IFG + 1GT) [1]. %1 ADA2010 1
SIWbRE, B ERE R AT R AR R A 50.1% [2] [3], AEIA R FUMRE R AT R M E B N R . AT
TSRO o, W PR 1 5 OB PRI ISR RS AR T3k 5%~106 [4] [5], AHGHI FE 2 W 45 N O R
I3 BT I XU L AR e N Ry, AR N 1.64 £5[3] [6], R PRI AT U2 2 R R A BRI R, a4
OO ORI A . BR . MR BRYLER[7]-[10]. RN HRE RIS A TR BT T it LA A b PR
T 0 R A S S A B, KT 008 PR3 B0 040 22 2 A W PR DA LA, S8 I v m i oxof 24 1F A3 77 301
FERAS S, T LASR s PRIvE BT TS0 R i TRl iR 5%, R 1k 33k e B8 PR o B [12]

WEFTRB, PRI 3 S5 B RO ATL A 5 08 B SR AL, 20 0 R PR 5 AP B 5 T e 2 4 [13]-
[15]. IFGNGT A S E0HM i A 5k & 22 G50 Ve 1 7™ B BREE AL B 4 M DI Re 1 IEAT ME 32 2R [16] . 2 AEHEIR
I B R S RPN RS p ARt SHEEANMAAEHERZER, ERRHEmHEE S, HENE
By PIBcE N M . B MR E T, R R R R A I B e T AR 17].
HRAE 2023 [ BB PRI AT S 3L, 0 PRI A A T H A AR se il ad AR g U7 T, 4
R, SCE R SR R, AT M 4% IEH 7KF[1]. ADA2023 87 2, X T8 FRIp i
WINEE, W7 LA RE Al = OUIR TR B R [18]-[20] - Bl il b2 H T ME—fEIRE KA I1GT IENIE M2
Y. BEFCIRGE, BN - E A ED F #5125 E 2 (sodium-dependent glucose transporters 2, SGLT-2)#1 i 751 &
514 BR300 A B T AR TR AL, SCEBR R ThRE, IF HLAR6E G MM & 4 S RS L [21] .
SGLT-2 #4515 BE 05 L4035 2 T PR3 8 3 ()i B 24K i [22]

HHTOCT SGLT-2 il 1% Bl PR s 1 39 A6 38 g = Tl e S oA I I I ) s i) POt e b o DU HAE 2 b
PRI HT B (A F ok WARTE . AHFFFE B TE: PPN IR B34 0 B FR s 1 A A5 TR 1 B 4t i T e R P T
T IRZ I, I LU [R1 AR08 23 A 1 22 5o

2. ARMNRKFT*
21. AREHE

211 — &R

EFE 2024.01~2024.12 SEAEFRBEIRTT HORE PRI BT 234 BUONEE O R . GINFRiE: (1) TFAPEIR
I3 BT A2 Wi bR vE[ 1] [23] [24]: £E 75 g 11 iR 25 F i =X 20301 18] 5 IFG: 6.1 mmol/L< ZSEIMFE < 7.0 mmol/L,
OGTT 2 h Ifi#E <7.8 mmol/L; IGT: =FIMKE <7.0mmol/L H. 7.8 mmol/L<OGTT 2 h I ## <11.1 mmol/L;
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HbAlc: 5.7%~6.4%; (2) i KT 18 A% (3) it 3 MNH NI RFEZAT LI & 2 /0 b5 L KB B &
BITs (4) 3T 3 AN ARAS A I B U . RRIRE IR S AR I 254 (B) ZAHT 12 h 45 AT A2
il LA 2 AR B 254, SZAG AT 1 JE A G 2 b O R L SR R 5 (6) AR PRARERZE B HbHE, BT
A EERMNE REF, B0 TG A& R F S, HESRbrdE: (1) 2 Z9BE PR S FLAR S BORE FR G 5
(2) WEUR I AIAERE; (3) AW (4) BAMKT K EGRBMER AR ES#H . (5) BIReZH, &
SN % IR R 52 1) eGFR < 60 mL/min. (6) % B IRAEFE RGERGs. (7) T HE & Gt (R iR
H & G MR AN . (8) A T B B B2 ISk I 254 (9) MRAR A& s EE AR, RN
Oy AR 2 BB SRR PR BRBE R S e NS (10) A F EE RO BRI . B SR A
ZHG IR B (11) FRERT 12 /N F PR AT RIAE D (RIS B 73 0 7)o 1l 9805 481 o VLR
B SRS A E. (12) FPRFRAE.

2.1.2. B

PR F G TR AT IR A . it ERIEs) . ZFHLARFHYE T 1 RIAHE S
B (TR R 25 H IR A, E 2% 120170040, #A%: 10mgx 14 F/&). ®H 1k, kK1 . &
S697 6 H, ARIAEIRITHT. WBIT R4 T EF I KA A, A R AT R 10 M, EBIR
H 7:00~9:00 7 fi& bt 53 fisf v 5 ik AL g 47 4 A

2.2. MEIGFFITENIRE

2.2.1. —RERRE

WS R ERS MER R REREEEAG R
2.2.2. M¥ERBHERR

BT 2l TR AT 3 RYERF IEH BOK LA HAMKT 150 g), #& 10~14 /M, TR
7:00~9:00 HEATATIN . S H s BE & Ik Il 2 23 IR IF% (FPG),  BEJS#4 75 g Jo/KHi & Vs T 300 ml JEK
W, IESZRE T 5 B IR GE . IWIREE — DIBE KT U6 THB, T ARKEJS 60 3%, 120 438l 45 7 4ih B ik i
S P ORI R 125 6 2 R R R R S BR T . MR IR I (] S2 i R e . AR, 2N B
FIZNES) . W LL T 4EAR: (1) TIEIMAE(GLU); (2) %5 2h IMFE(GLUL20); (3) #if i 412 F (HbALc);
(4) ZEHEIEEZRFINS); (5) 120 438 ik & % (2-hFINS).

2.3. BRE p HRATHRETEE

RSB LA T Fa b5 -
e HOMA-p = 20xFINS(mU/L)/[ GLU(mmol/L)-35]
e HOMA-IR = GLU(mmol/L)x FINS(mU/L)/22.5

2.4. MMRAEX EHfhiE#r

i 2R TIBIT R M6y 6 N H G, 256 8~10 /M, TR HIEE 7:00~9:00 K424 5 i3 Ik IfL 5
ml, ZrAE T ESEEE . MAs A RE G H IR E 30 2080, L3000 r/min .0 10 408, & 1iE/
MG T 2 /NI P SE RGN o 3% T0UHE ARG I 72 A 2 R A 2% ORFR S e BH 1384 . BRI fig . B /N BRE T
KAETF. ET. RRETR
2.5. PIRERS AFEE A (8RR 074

KA B BHATL 2> B (InBody 770, [ Biospace 22 &) & DL R Bk e br: (1) EHE(kg): (2)
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JERE(cm)s (3) 1AMEE 2 EL(%); (4) AIEAR BT A (cm?); (5) E#ALIEEL(SMI), 73R DT THI AL (VFA) B
#HEE.
2.6. FETPERFREIHAR B NIRE

AW SRR [ bR od P AR, 2025 26 [E R R Hh2> ADA FrvE: FEAKIE LR =ANM8H5: (1) 2308 fpk
< 5.6 mmol/L; (2) IIAR%E % FEMN =05 2 /N IFE < 7.8 mmol/L; (3) FEALIMZLER T < 5.7%; (4) Wik
[FIRS 5 B R et e . 2/ PUaE (8] 3~6 ™ A)ixbr. (5) BIERT41WH, HbAlc ¥k 0.3%
BV 48 25 R/ PR AR XU o BB 59% AT A i S S U E B = 5006 LA L.
2.7. Gt E

FRAS50dE R SPSS 27.0 BT S 0. IES AT B R B ISE + bEE(X+s) R, AN
VTR HBCR AT € R, LI LR PSR A RS0 AR IEAS 29 A1 YR LA r R K (VU 43 or 8 )
Fon, KA Wilcoxon BRI . THEBR LABIE (%) R s, 4HIaIELECR A 2 #6596 8Y Fisher R HAMER % .
PLP<0.05 NEFE IR L.
3. BRI
3.1 FEHBEELE—RARELR

AWFFIEGIN 234 FIHE R AT, R 2] 73 $1(33.2%), AFE 4L 161 141(68.8%) . H4LH
B I TR LR WL 1,

Table 1. Comparison of general baseline data between the two groups

=1 RABREEL—RERER

ZHEMA N =73) 2 HEH(n = 161)

HITHT T A HITHT HIT Pt

BMI (Kg/m?)  26.45 (24.61,28.91) 25.50 (24.00, 27.40)™  26.69 (23.34,29.76)  25.60 (24.20, 27.80)  0.451
SBP (mmHg) 150 (137, 170) 136 (133, 142)™ 150 (136, 169) 136 (133, 141)" 0.085
DBP (mmHg) 75 (64, 85) 76 (65, 86) 91 (84, 102) 86 (80, 96)" <0.001"
TG (mmol/L)  1.32(0.87,2.01) 1.31(0.78, 1.79) 1.74 (1.17, 2.46) 1.21 (0.85,1.77)™  <0.001"
TC (mmol/L) 457 (3.77,5.21) 4,59 (3.91, 5.17) 5.15 (4.39, 5.79) 5.03 (4.41,5.74)  <0.001"
HDL (mmol/L)  1.38 (1.22, 1.65) 1.43 (1.26, 1.60) 1.49 (1.26, 1.60) 1.44 (1.23, 1.69) 0.158
LDL (mmol/L)  2.52 (2.05, 3.10) 2.62 (2.18, 3.11) 2.88 (2.42, 3.55) 2.91 (2.39, 3.47) 0.003"
eGFR 71.68 (64.63,85.61) 81.39(70.35,87.81)  78.59 (68.34,90.50) 83.71 (74.24,91.41)"  0.025"

UA (mmol/L)  362.0 (308.0,396.0) 324.0 (270.0,377.2)" 377.7 (326.0,446.0) 354.1 (294.0, 416.0)°  0.034"

VE: BMI: REFE¥; SBP: Ui4s/E; DBP: #F7k)JE; TG: Huh=[g; TC: MJH[EEE; HDL: &%= g% H; LDL:
R g eGFR: B/NBRIET R, UA: KR, SRABIITRTELE, P <0.001, P <0.05; SIEZHEHIBITHT
ki, *P <0.05.

FREIR: (1) WAHBEIRITHE BMIL W4E)E E LB ZEZER7(P>0.05); ZFEHLFKE. Hl=H.
SUIHEEE RS E AR A . eGFR. JRIR Y B T IEEH41(P<0.05). (2) T-1i 6 ™A J5, FidlE#E BMI.
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SBP. JRER¥JEHTINE (P <0.05), M&FsKIE Hl =H. B /NERIEIS F AR TE AF 2 A 4 B At 2 35 24
#%(P < 0.05).
3.2. FEBE AT R ILAESEREL B

WIT 6 AJE, WA, 5 2 h M. HE i 2n B B A s IR B BRI RT3 PR <
0.05). HITJE 4L HOMA-B S5UATT ’T .3 R 4 (P $4<0.05), P4l HOMA-IR #5235 (P < 0.05),
% 2.

Table 2. Comparison of blood glucose metabolism indicators before and after treatment in the elderly and non-elderly groups

2. ZEAMIBFEIGTT B MAERSEIREEER

ZAEA(n=T73) L EY(n = 161) i
P
BITHT HIT G I HIT

FPG (mmol/L)  5.32 (5.02, 5.86) 5.19 (4.78, 5.54)" 5.21 (4.84, 5.69) 5.11(4.74,5.45)  0.052
2-hPG (mmol/L)  9.40 (8.43,10.25)  8.42 (6.82, 9.58)" 8.59 (7.66, 9.80) 7.50 (6.53,8.53)"  0.004"
FINS (MU/L) 1457 (11.60, 17.40)  10.20 (7.72,11.8)  17.40 (12.20, 26.00) ~ 13.54 (8.55, 20.40)"  <0.001*
130.00 152.30 126.14 153.20

ZhINS (mUL) (79 30, 182 48) (116.10, 172.30) (78.3, 189.00) (131.00,166.10)  299%
HbALc (%) 6.00 (5.80, 6.20) 5.70 (5.50,5.90)  5.90 (5.60, 6.20) 5.60 (5.40,5.90)"  0.285
155.96 106.83 212.03 159.41 .

HOMA-S (102.50, 209.91) (87.16, 160.68)" (134.44, 333.33) (103.06, 270.73) 0001
HOMA-IR 3.46 (2.75, 4.22) 2.24(1.79,2.68)"  4.15(2.79, 6.05) 3.04 (1.93,4.65)  0.003"

7 FPG: FJEIMAE; 2-hPG: OGTT2 /NNHZHE: FINS: ZEHEZE,; 2-hINS: OGTT 2 /Ml E; HbAlc: ¥
L IMAT 7R ;s HOMA-B: B 4 Th GEA2 A BRI PRAG 3650 HOMA-IR: Ji & £HHIHE 3 5RIAIATFRI L, *P <0.001,
P <0.05, HAEZEMBITRILLE, "P <0.05.

3.3. ARABRERTIIRAMEF NSRS

PRALIETT e ARG & b NG DT AR 35 235 R BR(P 34<0.05), MR K B ag AR EEOR TR LR &
Hr3#%(P > 0.05), W% 3.

Table 3. Comparison of visceral fat and body composition before and after treatment in elderly and non-elderly patients
3. BFEHEMIEZFEBEIRTTRIEABEBE R AR LR
FAEH (n = 73) EZLEL (n = 161)
YRITHT BIT)E BITHT RIT )
PBF 28.50 (21.80, 33.90) 23.70 (19.90, 26.80)"" 27.10 (21.50, 35.10) 19.00 (15.70, 21.50)"  0.858

P18

Wais 8430 (75.90,91.40)  81.90 (75.10,90.70)  83.80 (74.90,95.20)  82.60 (75.60,93.40)  0.831
VFA 8190 (61.50,104.70)  71.70 (44.70, 88.60)™  84.20 (52.80, 117.60)  67.60 (41.00, 102.60)"  0.850

SMI 7.90 (7.30, 8.65) 8.30 (7.50, 9.05) 8.40 (7.60, 9.10) 8.20 (7.40, 9.30) 0.022"

vE: PBF: KRB A bk wais: JER; VFA: WAEIEMHAN; SMI: B8RS SRARITRTIE, P <0.001,
*P<0.05, S5AEZEMBITRILLE, "P <0.05.
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3.4. MABEBTTHIR XBIERELAELR
S5 R DLPE AL ARG T o LU B2 R B, (H 2 A EIRAR T AR E4E41(P < 0.05), &y g 4RI REFE 4L
R FIRGIREG LML B PRSI AR AR TG 56 2% 22 5% (P > 0.05), WL#% 4.

Table 4. Comparison of changes in key indicators before and after treatment in the two groups of patients

4. MERBERTTAIE R BIERE AL

ZAEM(n=T73) JEZ4EH (n = 161) P4

HOMA-$ —31.69 (-97.08, 15.03) —19.61 (~139.59, 66.26) 0.489

HOMA-IR -1.00 (-1.91, -0.2) -1.01 (-2.44, 0.28) 0.467

HbAlc (%) -0.3 (-0.6, 0.10) -0.3 (-0.6, 0.00) 0.788
PBF (%) =5.10 (=7.70, —2.00) -9.20 (~14.00, —5.00) <0.001"

VFA (cm?) —11.10 (-20.10, =7.50) =9.00 (—17.00, —7.10) 0.448

E: HOMA-B: g 4ushs ST PEAE 484, HOMA-IR: RN RKIEPIFEE: HbAlc: HHLiA®E A, PBF: AfEH
srtt; VEA: WRRREMIHAR; HIEEFEHBITATE, P <0.05.

3.5. FLHBHEIREKTTHELE:
FF A0 R B0 W 2 RARAE BT P IA A AR R XL, IR B R AR EACR B2 . ZHEAMBHCRAEE
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Table 5. Comparison of clinical efficacy between the two groups of patients
5. MEBEIRRITHELE

52(%) H 2(%)
L (n = 161) 47 (29.19) 87 (54.0)
HHEHAN =73) 12 (16.44) 26 (35.6)"
i 5deEHkE, P <0.05.
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TSR REERED. B/AKIELZE, JREKF FAERHRER . 294 HOMA-B R E R TIEE
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)3 ) 5 30 B 200 Mt 2 kD R T R S IR [26]

H AT IR e o SGLT 2 #iifil 78 H T O T i B, 2R 7R, 1% 81 et 2 Fh
MU p A4, O3 B 20 T e B Mk B A P ) BBURR B2 [27]-[31] o SB0HT— TOURH TR B, a A% 5134 mT LA
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TR 1) 4 5 e 5 R AR B MLR O AE 22 U 78 R4S BIE ST o TR A& 1] 14 e i (2 a0t RO I a2 R A B £
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HIBENLRUE 28 ORI AESE, R FEIRIT 14 KENAT R 5 24 /N AR S8 AL AN B LER R A 4R
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ML FE 734, X203 XT g MR DIRE I & 2 )2 0. B2, A& F @ PRI, B
il e LUBET B ARG “HEREIE” AR . KO S bl nl s i A S P I RS IR AR 15 5 B A
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BREUESE 13X — o WA 7980/ 5, D8 E i 29 MR 1D B /K 1 T %, D 17 %t B 4t R P IR 2314 45145 [37] - Bolinder
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