$5F:4 B, PROGRESS IN PHARMACEUTICAL SCIENCES 2026, 50(4): 383388 \ 383

C B AT AT R AN DR S R SN A X BB P im Bl E A TR T 2
&L TRk ERE X B T &2 % E =
Logistic [B1Y3 57
W, WEY, K

G BHER 2228 — MR B BE A 208 B, T H 3% EH 471000)

[IE]HK 202 0% B 45 4 (diabetic peripheral neuropathy, DPN) % & 42 F ik 8 Bk B 44 7] 29 (lower extremity
arteriosclerosis occlusive disease, LEAOD) MIfGR:IMZ, i OB vl Al i85 AT S 2 N Ry 2is 224t e AN 2023 41 AE
2025 4 3 ] R R OS5 — B E 2B CIA 1) 140 491 DPN 3% (80 114 JF LEAOD 24 LEAOD 41, 60 #il3F LEAOD N LEAOD
), KHZKEK Logistic 7117 & LEAOD MG K%, 4 80 1 LEAOD ZLREHLIA 43 F42:52 Sl v] w] sk DLiT 41 258 iR 97 (5% 40
B, PHETHRCR. R Fid =60 & HIE O AL E A (glycated hemoglobin, HbAlc). k% JE AR (RHEEE (low
density lipoprotein cholesterol, LDL-C). -/t 2 1R & ([ EEMHI77] C (cystatin C, CysC) 7KF i MR EE 2K P2 5211 DPN % k4
LEAOD HJfafF 3 (P<<0.05). AT Al 2 855 iR T7 A 235 87.50%, 5 IATHIZM A HEE (77.50%) i, ZRT4t
RS (P> 0.05): O AT AT A4 B R B N KA TN 22.50%, S5 IRTHAI RN A EE (27.50%) i, ZRTEITFE L
(P>0.05). & AR &L HbAle. LDL-C. CysC HRIEF AR R K FEIE /L DPN ¥ K E LEAOD [MEK K&, CFH A ik
5 A8 240 1 35T /R vk LEAOD AT &R 254, PR o] 2T A 3 A Q- 98 SRR AE I B0 1) - T 260 o
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Interventional Effects of Pentoxifylline and Beraprost Sodium Tablets on
the Risk of Lower Extremity Arteriosclerosis Occlusive Disease in
Patients with Diabetic Peripheral Neuropathy: A Multivariate Logistic
Regression Analysis
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( Endocrinology Department, the First Affiliated Hospital of Henan University of Science and Technology, Luoyang 471000, China )

[Abstract] Objective To analyze the risk factors for the occurrence of lower extremity arteriosclerosis occlusive disease (LEAOD) in
patients with diabetic peripheral neuropathy (DPN), and to compare the efficacy and safety of pentoxifylline and beraprost sodium
tablets. Methods A total of 140 DPN patients admitted to the First Affiliated Hospital of Henan University of Science and Technology
between January 2023 and March 2025 were enrolled, comprising 80 cases with LEAOD (LEAOD group) and 60 cases without LEAOD
(non-LEAOD group). Multivariate logistic regression was employed to screen for risk factors. The LEAOD group was then equally
randomized to receive either pentoxifylline or beraprost sodium tablets (40 cases each), and the interventional efficacy was evaluated.
Results Age = 60 years old, concomitant coronary artery disease, elevated levels of glycated hemoglobin (HbAlc), low density
lipoprotein cholesterol (LDL-C) and cystatin C (CysC), as well as decreased adiponectin levels were identified as independent risk
factors for LEAOD in DPN patients (P << 0.05). The total effective rate was 87.50% in the pentoxifylline group and 77.50% in the
beraprost sodium tablet group, with no statistically significant difference observed between the two groups (P > 0.05). Similarly, the
incidence of adverse reactions did not differ significantly between the pentoxifylline group (22.50%) and the beraprost sodium tablet
group (27.50%) (P > 0.05). Conclusion Concomitant coronary artery disease and elevated levels of HbAlc, LDL-C and CysC, along
with decreased adiponectin levels, are significant risk factors for the occurrence of LEAOD in DPN patients. Both pentoxifylline and
beraprost sodium tablets are effective therapeutic options for improving LEAOD. Targeted pharmacological intervention drugs can be
selected clinically based on the metabolic-inflammation characteristics of patients.

[Key words]| diabetic peripheral neuropathy; lower extremity arteriosclerosis occlusive disease; pentoxifylline; beraprost sodium
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F2 B, anfarfEss TS DPN i3 &k LEAOD
4 RS I St A REIA T, B A I PR S T A B A%
CL IR ] w] B A DL 91 2240 - #4J& DPN A& 9 LEAOD
FIH FIGIT 208 . o, QO] W] AR AE S R A AN
ASTERE ST« VAT JAE PRI, DA B S 1A B B
0 DURT S 20 R ) AT e R PE Y 5K B AN ER A ER /N
sk MR AT A K T BB, RN HELE
B RE T Y, skimi, HETSET Lk 2 Ry xt
DPN & 3f LEAOD J7&L I 22 ATk = REA9E .
T, A#5Eis HZ W E Logistic [M11H 7 Hr ik 5
DPN % &4 LEAOD [ fE R &, [ b
CL i AT AT k5 DL T8 2R 40 697 DPN &9 LEAOD
HIFRC S 24P, BAE N DPN L4 8 PR LR IE
FE IS

1 BERERE
1.1 —f&ER

RUFFEREA R T G*Power 3.1 BB TAE A
WERKALAE 1-=0.8, a=0.05 (XUN), Tk
R A FREE (Cohen’s d = 0.5), 2 ZHFEA T4
BCLC ] k= ny/ny = 1. ARG Z,,=1.645, Z, ,=
QM’NAQKH_@W+A§?GHUH+1
AU T e/ NEEAR R R no~ 51 6], AT
A 2023 4F 1 H & 2025 4F 3 H Tl e B Ko s—
W ) B2 B k12 1% 80 1] DPN & 3 LEAOD (1) %
(LEAOD #1) 1 60 fii] DPN k4 Jf LEAOD Y &
# (A LEAOD 4H) BORMHAT BB A9 ABRIE :
(DDPN F56 (L2 PR J) Lo 289 1) i A S iRy T
(2020) ) Pl3ETF DPN (2 WitnifE; LEAOD 54
CF B 3l Bk 6 fb 1k P ZEFE IR I Fe R ) O kT
LEAOD MiZWitnife; Q=18 %, IGIKTERI5F
45 QABEHT 1A H I 5 HARR 3 MHEFAR
15 @2 DPN |y N EhReE4, "IERES). HE
BrAmfe . DBAT MR . B . A R4
PR . RIEREPIRMN L RGP ; @B/ IR
A A @F I, . BEEEATRIIGE
BRER s (DFFTE AR Gl e 1 7 R e ml U I A 25 7
MR ; G2 DPN BIH 440 . 259 . SRS
P BT REREAS . AHIFST A BR B AR BEZS D1 2 A AL
[feH (2023-026) 5], Frfi A4LBEBHRER &%
HIE R
1.2 BRUNES LEAOD B EEiFik

JIiA ALY DPN BB B IE 218 216 IR PF5r &=
4 (Toronto clinical scoring system, TCSS) V47
FPEEAREE S, BRI RIS N B B AR E AL

’

TRV OIS FERT RN — OB Al e 5
WA LSRG G E . O— vk il A
HLF D REGEARIUERS PR BEPRS AR s 1R
$8 %0 (body mass index, BMI) H#F5E A L7 B &
ABERT, i AR B i ROAA SRR & 513
BMI=AE (kg) /H5E° (m')., QLK EMHIR: BT
AEBET AR HIERRESE 8 h DL ay ik
e A A A G b2 IRA R, B
Roche Cobas ¢702) MK FELEAH GabA TRzl . R HE
7 W A AL Bk R DU 25 I W% (fasting plasma
glucose, FPG); R FH SRR (o i vk o AR £k i 21
1 (glycated hemoglobin, HbAlc); R Afbz=%k
I G B A3 AT kR 25 i C K (fasting C-peptide,
FCP) . 2} Bt & R & A [ 0 %1 %) C (cystatin C,
CysC) ; R FH B b o 32 4 00 ofi Al 4 9 [ JIR ] st
(total cholesterol, TC) . H il = Hs (triglyceride,
TG) . & % B g 2 (1 0 [& B¢ (high density
lipoprotein cholesterol, HDL-C) . K% £ fi5 & (1 IH
2 (low density lipoprotein cholesterol, LDL-
C) 1; RHAE AL (HASA R IE R
23ft, B Sysmex XN-9000) Al 4 40 i 3 %k
(white blood cell count, WBC) . bk 5 40 Jig 45 XF (B
(absolute lymphocyte value, LYM) . Ifil £ & H
(hemoglobin, Hb); R FHFRER BRI L RER ; R
FHARE Lk A AR ICZR . AR AR 1 a; W18k
JUE 995 I AT e o B AR A SOE B N R E T R
(estimated glomerular filtration rate, eGFR). @&
SE: S5A G AR A T ABEIC SR . BEfE2 I
WEBAHEAT G HERG TN, Qns i | 1S BH ZE 1 il e
g (RTPR “M2RENE" ). FAR S KA Ao IS
(faiFR 08" ). BB ILAE
1.3 SE5ETT

SRS W NI R =R IR o S R S a2
¥ LEAOD A1 #H4% 1 - 1 BIFENL A BL =LA T 2
., OCHIT iRl (n=40). TEH M. Bk
SFFRINAYT LM BT ATk (A 25 ERIABR A,
255 H13023190, FLA%: 0.6 g/Fr), HI4A &
RMEH W, 1R A, Ok (FMERM), A7 4
JlJa, #RE MBS E SR . WA i A5 ek i
ZAEN, W 2 A BRI 4E % (ankle-
brachial index, ABI) #HELLPGEAR R 10% H AL
SIE, PR ERH 3R, IR A, EE8HAYT 24
J& . QUETHIRMA A (n=40): FEH B [
JRAEFERATT FMA W Ersl R (a2 ftiil 24
YA PR R, [ 245 7E T H20083588, 40 pg/H ),
AR E IR 40 ng (1K), HR, BH 3K
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(RS EIRA) o 1697 4 G, ARG5Sl &
I R A R0, 5 4 R R4k < 90 mmHg (1
mmHg =0.133 kPa, T [F) 5% A= 2B o 5 14
Chn S il . 26 AR o), U5 S 9 R S R IR 20 pg
CER), BH 2, A IMANEAMIE CFEJE
FREFEAIEIN > 2 cm), WIS /NAIEKZEKR (20
mg-d") JRYT, HLLIRYT 24 JA

1.4 TS REMITE

141 WIRITRL Z7% N S OGS A i e
SPRCHIERRED T ¥R T H BRI SEREIR
[E] BB TRE B =500 m, F&2E Wagner 1~3 243505
SEAeMA (LHEE% =100%); TCSS PF4 <54
(M2 =84r), MEM &L FHE =45 m-s ',
ABI =09 HEFREAE S = 0.7, THEHLITZ 0 Bi%
BRAR < 30%. @B [HEERT. #E
Ji SFRE IR 2 B, e BT 4 5 (visual
analogue scale, VAS) PE4r & =50%, Bif7HE B
T+ =200 m, Wagner 732 R =2 9% ; TCSS iF
Gy FBE =54y, MEEFHEERT =5m-s', ABI
$ETt =015, B 2 AR FE T = 40%.
@F R ) ERPE B AT . 5 SR IR O3 22 1
VAS 750 T B = 30%, BATHE & $E 71 = 100 m,
Wagner 73 TR 1 9%, TCSS P45 TR =3 4, #f
AL HIERTE =3 m-s", ABIET} =0.10, 2%
EOT AT =10 mmHg, @TCAL: [MIBPEBAT . #
SR SRR e BO% Ak, VAS TR FRE < 30%
BOMEE, AT R A/, BHm R K =

H LEAOD4H (n=180)
SRR (%)
<60 % 47 (58.75)
=60 % 33 (41.25)
TERIA] (%)
% 49 (61.25)
S 31 (38.75)
BRI ELB] (%)
<54 27 (33.75)
=54 53 (66.25)
TCSSVF4r/5r (x £5) 9.11+2.13
BMI/kg'm?> (¥ £s) 25.83+3.51
FPG/mmol-L™" (X ++s) 9.51+1.31
HbAlc/% (¥ £s) 9.47 +1.42
FCP/ug L' (x£s) 2.30+0.53
TC/mmol-L™" (% £ 5) 416+1.19
TG/mmol- L™ (X +s) 1.65 +0.41
HDL-C/mmol-L™" (x £ 5) 1.24+0.41

LDL-C/mmol-L™" (¥ + s) 3.10+0.56

20%; TCSS ¥F4r R < 3 4, ABIZEfL < 0.10 5§
TR G IR EA R = (R A5+ b R 5+ A 8K
BIED EBIEL X 100%
142 ZAMEAG JRIF RS TT H ai AH 56 =R 1R
CHfEIE I . PR )« S0 . O Imss i (4
PRI . 7K o B . B i O i & AR
g, TN R RO KA
1.5 RitFERHE

K H SPSS 26.0 #4148t /M. ITHECHORL L)
(%) Fon, 17 /K% ; F56 ESS R RTTRGOR
PIgebrifE s (x+s) Fon, k% . DPN B4
KM LEAOD WIfaks 2 40 Hr: 1 X IS B i A8 1
(Gn4Ely . BMI, BERRAGHFE . HbAlc, IfLAEF5 bR
S5) TR R, A SRR AR
PHANZHF Logistic MIHHIRL, LIS &4 LEAOD
R A, Gk SRR, AR UAE
(odds ratio, OR) M H 95% & {5 X [A] (confidence
interval, CI) /5. DPN &7 LEAOD BYJ7 5 A
K T 2 IRV TR g . P < 0.05 22
SHAG RS

2 R
2.1 BERSH

FRZESN N, R IO . BRI
JFE . FPG. HbAlc, LDL-C. CysC. JEHKZEKF
JEF DPN H & & £ LEAOD WAHEHR £ (P <
0.05), W& 1.

JELEAOD4H (n=60) Ot P

6.689 0.010
22 (36.67)
38 (63.33)

0.298 0.585
34 (56.67)
26 (43.33)

9.545 0.002
36 (60.00)
24 (40.00)
8.46 +2.37 1.702 0.091
2497 +4.13 1.330 0.186
8.42+1.18 5.081 <<0.001
8.59+1.43 3.618 <<0.001
2.17+£0.51 1.460 0.147
3.79+1.23 1.795 0.075
1.57+£0.35 1.215 0.226
1.35+£0.33 1.705 0.091
2.70 £0.55 4214 <<0.001
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gk
g LEAOD4H (n=80) JELEAOD%H (n=60) 1t P
WBC/X10*L™" (F £ 5) 6.29+1.33 6.16+1.28 0.582 0.562
LYM/X10>L™" (x+s) 2.11+0.62 2.02+0.51 0.916 0.361
Hb/gL' (x+s) 146.69 = 10.85 149.73 £ 11.23 1.616 0.108
M PRER umol- L™ (% £ ) 391.16 + 44.59 378.69 +39.12 1.725 0.087
CysC/mg'L' (¥ +s) 1.47+0.33 1.28+0.29 3.548 0.001
JEHEZ/mg L (R +5) 533+ 1.41 7.16+1.34 7.762 <0.001
fREHamg L (x£s) 304.83 +33.02 295.79 + 31.67 1.631 0.105
eGFR/mL'min ' (% + s) 96.12 + 10.69 98.37 + 12.33 1.154 0.251
HIEREM] (%)
i 1M 29 (36.25) 27 (45.00) 1.094 0.296
A S 12 (15.00) 11 (18.33) 0.277 0.598
e L5 45 (56.25) 19 (31.67) 8.349 0.003
e g MR 32 (40.00) 29 (48.33) 0.968 0.325

DPN: 5% JR 973 & Bl 299 4% s LEAOD : I Bl kR Ak, 41 € s TCSS : 248 Z IR IR VT2 R 40 : BMI: AR B 15 45 FPG = 23 IR IMIUHE s Hb A 1c - f AL 1ML
LI A s FCP: 2 I C K TC: S HE B TG Hith =15 s HDL-C : 7 % R IR 4 14 L[] [ ; LDL-C - % % B I 8% (A AH [ s WBC: A 40 i it-4
LYM : 4k (4T 46546548 5 Hb : I 2T 2R (4 ; CysC = 2 &R £ (A BE M1 771 C s eGFR : B /NERE I 3R

2.2 %A% Logistic [EY35347 DPN B2& %44 LEAOD

KB E %R

B R 2 DPN 3% & 42 LEAOD 1)
MR EME N B2 R (X), DPN H# &4 LEAOD
ERHAER (Y), RAIER 1. KREAEIEHR 0. X
Hofth {48 ST, W3R 20 KR
P < 0.05 AT A Z HE Logistic [l IH#IAYEFT
KEIE, SR AT SR A T AR B e . S5 BIR,
iy =60 % . & I3 0§ & HbAlc, LDL-C,
CysC /K- . BRI ZE AR50 DPN B &4
LEAOD Wyfaki & (P < 0.05), W% 3.

TE=EMN Te T 1E
Fe X, <604 =0, =60% =1
R FR P X, <SHE=0, =5=1
FPG X, SBRAE
HbAlc X, SR
LDL-C X, SRR
CysC X, SEBRME
i[5S X, SERRE
G IO X, =0, £&£=1
Bf=E p SE Waldy) P OR 95%CI
RO —12.126 0.561  9.692  <<0.001 - -
=604 1.124 0306 13.492 <<0.001 3.077 1.597~6.398
HIHAOHE 0995 0296 11.300 <<0.001 2.705 1.621~7.427
HbAlc  0.767 0305 6234 <0.001 1.914 1.658~2.815
LDL-C 0578 0.381 3.498  0.015 1.3101.121~2.265
CysC 0.711 0.258 6.380 <<0.001 1.816 1.619~2.594
ekt 0711 0258 6.380 <<0.001 1.816 1.619~2.594

2.3 CEIR AL S D RIT R A B BRI LR
DY BERETFREFTGITFEX (P>
0.05), HAAMTLME, Wk 4,
2.4 CEIFTAIILE S AR5 E 8 A 4R IR T 3 EL iR
CLR AT T A R IR YT AR N 87.50%, 5
DRGSR B (77.50%) Ho&, 2R h8iT
#E X (P>0.05), WS,
2.5 CEIRTAMECE S MATFIEM R AN RR N A EFR
AR5
CL i P AT B A8 N RO & AR R 22.50% ,
SR E A4l (27.50%) i, 2518
i EE Y (P>0.05), WW#Ee6,

3 Wit

AT DPN 8% k42 LEAOD (1) F 25
6 N Z AT, 2% Logistic MM Bs, 4
% =60 % . &0k M HbAle, LDL-C, CysC
K P AR BR 3R K P (RO 52 e DPN i R A
LEAOD MG N & (P < 0.05)., FTHER, OF
% =60 % . BEEAFISIK, M N DIREZRHIGE
MEFTRES TR, 2 S8t & pes Kin
T EEIRSE, TR B TR, AT AR TR
55 2y ok ok e A AL BE Y B, 19 LEAOD & A X
G, QBT ZREE ARSI
A5, RSN A L PTBES [ 4 BRI RERS, T
Sk, SR SRR, B
LEAOD (1 %& %", @ HbAle & %Kik : mKF
HbA Lc il ZFERAE I SRR FEREL . IR ARAHSCHT
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FEIR, FESEE R ORI 208 PR L, AE
MRS RE AL 2R ) 5 A8 N B A2 AR 2
WARAZIA - Bl , PR SEACNIEANRAE R,
BN H AN T R — A AR B 3R R
L YERRN L RN, SLR MRS it
&b, HbAlc KTt AT RIS, fEdH s e
E# 1 (low density lipoprotein, LDL) % fk1&4i N
H AL LDL (oxidized low density lipoprotein, ox-
LDL), i ox-LDL 5. Wik 20l 75 Wit J 7 Ak A i IR 20
ML, DURT AT, HRahIkek R AL ERR L
LM, @LDL-C: Bk RERE AL U K i i
KT, 445 LDL WAL EEE STIRE S5 . /)
M%) LDL RRAREN (< 25.5nm) ., Préafbig

55, o RAMAE N IFHALA ox-LDL, J&# it

THIE R ZIR CD36 #% B WA 3, B SR
AR LDL-C i 3 45", ox-LDL ik Ali%
SN AN FRIAEE o, AR ERAL A M RGBT 5 P A
TER, FEIEINEBEERE T, T SERE )0 E
1, BRI N i B, ©CysC: AR —Fh
TEARAMBE -, CysC FEAEHLIRS TS S ME
Kfr, AEFRAERESS SRR, HACESE FhHE &
PSS ELAR, BENETRE, kol
A A AR K R E ML, @RI . JRERE R
N5 A A i — e SRR T, TR R A A
R 2N R A SR TR F- (5 i, RITT B R AL 2R
PG E S, o O R, DAmigsoE 2k
SRTRRREAL B I RS R A EIRfE R R &
FAPRE PRI BB T A A G TE o

A% /% BMIkgm® MR (%) PRI/ E TCSS #¥43/53
(x=£s) (x£s) =2] T (x<£s) (x+s)
CEART AL 40 64.73+8.16  25.81+3.52 25 (62.50) 15 (37.50) 8.51+2.12 9.44+£1.18
TETFI R 40 62.38+7.83  2544+372 24 (60.00) 16 (40.00) 8.14+3.58 9.13 + 1.05
pali 1314 0.457 0.053 0.562 1.241
P 0.193 0.649 0.818 0.575 0.218
483 ; EImE/ 1ERE AT/ BILR/ = AR e/ fER#BIT X254/ fERR M NMRZA/
Bl (%) Bl (%) Bl (%) Bl (%) Bl (%) Bl (%)
ORI aIH 40 16 (40.00) 7 (17.50) 24 (60.00) 17 (42.50) 35 (87.50) 29 (72.50)
NRTHIRS A4 40 13 (32.50) 5 (12.50) 21 (52.50) 15 (37.50) 34 (85.00) 27 (67.50)
bal: 0.487 0.392 0.457 0.208 0.105 0.238
P 0.485 0.531 0.499 0.648 0.745 0.626
2R3 n Ea (%) S350 (%) B/ (%) TG (%) BRBEMETTMH (%)
U Ay R A A 40 9 (22.50) 16 (40.00) 10 (25.00) 5 (12.50) 35 (87.50)
U7l i 40 4 (10.00) 14 (35.00) 13 (32.50) 9 (22.50) 31 (77.50)
P 1.385
P 0.239
4B 3 " & M X = S/ LMEEY EEEE BBHERN TREREE/
5 (%) il (%) 5 (%) 5 (%) 5 (%) 5l (%)
SRR ) 40 3 (7.50) 1 (2.50) 1 (2.50) 1 (2.50) 3 (7.50) 9 (22.50)
DRI Z SR AN 4 40 2 (5.00) 3 (7.50) 1 (2,500 2 (5.00) 3 (7.50) 11 (27.50)
ba 0.267
P 0.606

TE I R T U2 10, ABFFERE 80 44 DPN 4 Jf:
LEAOD 1 H 35 43 42 3% L B ] w] i A1 UL i 51) 25 4
FIRYT, SEFARIR 2 P2 e ol 0 A s i A
WA EF AR D RE T T LRI, (ESFROR4e 4k
FHIE o A VAT B2 AR Y, o R 2T E A7

TEWI 225 . (DC B AT AT A i — IR me il 1),
A o 1 A 2 2 i SR R 5 SR A ORI, M R £ A0
AILREST, AR R T AR, TR A
VB PN B A0, O e Ao A AP I 9 R B T4 Bt
i, L% S BREE AL R0, O A A R A ) 1/
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M AL R B R A A B i D i A T B, X
PRI 145 ) 26 BLA B4 AR SRR PR . @I
RIF R RIS IR R 12 250, 85 30 R 91
[ S IR =R AT FLIEUHAN RN/ -5 S P ol
VEI PRI R MR KO T BERE MR 5K R RS LA . B0 41 il
AN, CE N R AR PE AT SR I RERY s TRIRT, 1%
2R REIN ] 1L A5 Vi LR 7 5 E Y PR PRk, AL
PHZREEFE MR AE , PRI ZE DPN & Jf LEAOD
o N e 2 T T A N R RS (IR ]
Sy, DUFTE R AN A LR B 5 il A 5k AH JCRE
Ko X—2ZRERIGIRER AN TEABENE
RIEOL, A2 I AL TE I ol I D) BE 50 & Lk
FAVURTAN RN R 5 WAAE ™ B P bR ki B 1
B, IR ES e e CUBR R TR AR Ak 37 23
LR, ERR =60 % . S EOR K&
HbAlc, LDL-C. CysC 7K1 MR 2 K F-IK 25
M DPN 83 &4 LEAOD MfGlS 2, CEdnl a] b
55 DR 5 290 Fr 78 vk 3% LEAOD BYI7 RURI 28 4k Ty
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