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[ E] BB 4832 BHRE (type 2 diabetes mellitus, T2DM) f.3# [ML37 25- )24k £ D3[25(0H) D3 | /K V- 5 Sish ik i1k
(carotid atherosclerosis, CAS) BYAHIEME . F73% : DEHL 2018 4EFETE R YT F B AAAG: (1 345 151 2 UM R FR B M oE X0 42, iR PG 251 5
Jhk R AB 235 53R S kB (T2DM-CAS ) 2H AT TCBESR (T2DM-NCAS ) 21 , [] 35 BTG4 FRvs TG 35 3 R A Ak 0 A TRE 131 B4 ket
TR, RAE—IRCFORIRNIG PRAT ., DU I3 25 (OH) D3 K BsAHOCAE AL Fabs , 20T 25 (OH) D3 J HAAE A48 45 5 CAS HYAH G
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Correlation between serum 25-hydroxyvitamin D3 and carotid atherosclerosis in patients

with type 2 diabetes mellitus
QIN Rujie, LIU Mei, XU Xiaopao, DING Limin, JIANG Yongbin
Health Management Center , Huadong Sanatorium , Wuxi 214065 , China

[Abstract] Objective: This study aims to investigate the correlation between serum 25-hydroxyvitamin D3[25(OH)D3] level and
carotid atherosclerosis (CAS) in patients with type 2 diabetes mellitus(T2DM ). Methods: The clinical information of 345 patients with
T2DM were collected. According to carotid artery color Doppler ultrasound results, the patients were divided into two groups: T2DM
with or without atherosclerosis (T2DM-CAS, T2DM-NCAS). There were 131 normal samples without T2DM nor CAS enrolled as control
group. The serum 25 (OH) D3 and other biochemical parameters were measured. Results: There was no significant difference in the
level of serum 25(OH)D3 between T2DM group and control group. In the male T2DM patients , the serum 25(OH)D3 was significantly
lower in T2DM-CAS than in T2DM-NCAS and acted as an independent impact factor for CAS by binary logistic regression analysis.
However, for female T2DM patients, CAS was only related to age and pulse pressure. There was no correlation between the level of
serum 25(OH)D3 and age in T2DM patients. Conclusion : There was no significant difference in the serum 25(OH)D3 level between
the T2DM patients and control. For the male T2DM patients , the serum 25(OH)D3 reduction is a risk factor for CAS.
[Key words] type 2 diabetes mellitus ; 25-hydroxyvitamin D3; carotid atherosclerosis

[J Nanjing Med Univ,2020,40(11):1633-1638, 1658 |

2 AU PR (type 2 diabetes mellitus, T2DM) £ 78 BEHRH ZE R PR B Bk I B R A, i
R E R N R 2R . ZhKAE  AFEOR4EARF D SBE IR Z ] AR O PE A A2 G
b2 T2DM HE P IF AEZ — , R BUW IS e (BAATES I RE WSS PENT 52 A 3 1) 55 5 1k W] 4



1634 - [ S N

FA0EH 111
20204F 11

A2 R DA Bk = R WE R K H I R hE ) A B A
R H B FEAE A R DAY T I I R I T
KRR AR 25 o AL S 60 R A I
i 25-F2 4 K D3[25(0H) D3 K15 8 8h bk i 1k
(carotid atherosclerosis, CAS) F#H & P #1720 #7
SR PRI S Bl kAR Ak T 0 1Y i PR B IR T AR 42
PR

1 XZEFFAE

1.1 %

PEHL 2018 4F 1—12 H FHEARIT FRBERK 1 AR )
12 T2DM 83 345 BIVE BTN 4. Horr 55 190 4l
4155 ), AE % (57.33+8.64) % (31~77 %) . BEIRIA
SRR 0.8~ 12 4F o AR5 2T 1M A8 R B 45 3 o0 S i
PRI Lk 5N K BEH2H (T2DM-CAS , 147 16i] ) F0BE PR S
TCHEN K BEHL2H (T2DM-NCAS , 198 il ) . HeH w3
ZEIAKS (1) 131 1) JOH FRvs TG 300 0 Ik A 1 1 s B
X RRAL, 5 74 1, 4 57 1, A % (56.65+£9.26) %
(31~76 %), T2DM £H (345 15 ) 5 %:F B4 (131 441] ) 4F
1 2 F TG E L ARFREE PR
BigsFE, i 2 il i Rl .

Y ABRUE : T 58 R RS 9 AE 9712 T2DM
S W R iz 3 A A T O BB R AR e A
AT H Hr A5 I 25 (OH) D3 A6 K 3515 ko
frdr, H 61 H NARMRH4EA %R DA 5EH .

HEBRBRUE : A BRI 2T R AE 2L g
PEIHFEE BN ™ S DR 4 OB bR AR
s I REE, I 20 B AT e | ki A5 2 4 B Jok A
A R
12 Fik
121 EH—HHE

JIr A WG G A B Je e s AR I RE AR
S, IR R AR MR R |32 B A A T T U B
FEF RS T B 5 AR i e BRIk O
Tt HL T R B S A T FUARAS . A BTk H 25 IR
A F K 1L 5~8 ml., 3 000 r/min &5 0> 30 min 43 &5 il
o RFHREE K H 77600 4 H s (H A2
] H AR I E LIS A5 : S IH &P (total cholester-
ol, TC) . H i =& (triglyceride, TG) L% B i & H
R [# 5 (low density lipoprotein cholesterol, LDL-C) |
1 %% B g 26 1 IH &1 (high density lipoprotein choles-
terol , HDL-C) o ) 25 W 58 AL BEE I 52 25 1 I (fast-
ing blood glucose , FPG) | IfiL{& JRFR (uric acid, UA) , /5
AR AHTE KR AL 2128 1 (HbA1e) , SRy el

W% HE 35 C-F2 1 2 H (high sensitivity C-reactive pro-
tein, hsCRP) .
1.2.2 3% 25(0H)D3 %K E 4 m)

BOH fRER DKL, 25043 B L8 J5 18 Architecti
2000 £ 4> [ 3 5% 70 AT { (Abbott 28 | , 35 [) 47
25(OH) D3 Kl
123 #FHHRES

B VKA AR P P R P A I 351 B0 JOR DA . R
FH2EE GE 2B P21y Vivid7 % (0 2238 3 {3, 4%
SR 7.5~12.0 MHzo R A SUN LS B ik B4 h )
Jok K2 25 N Bl bk, I 250 3k PN I ES JEE (carotid intima
media thickness, CIMT ) W 845 [l A JC Bk 78 4] 2E 45
TEASER AR, CAS BEHLZIMbRifE'™ . CIMT=
1.2 mm HIESARHM , #R4E A JC CAS BEHL 4y
T2DM 43 CAS 41 (T2DM-CAS, 147 5] ) . T2DM A&
Jf: CAS £H (T2DM-NCAS, 198 1] ) . % FEZH (131 f4i])
BICsh ke AL BEbk
13 “%itssE

K JH SPSS 22.0 #r ki ArGeit2# o b . R BT
BB AR ZE (x = ) F0R , IR 22 5 R gt
11530, 3 21 18] 22 S FH B R 7 22739 (ANOVA) 5 3
OGERE R FAS B e 8RR R SR Y R 3 i AT 43
Bro & ZE0S AR 7 51 h kB H ) 5¢ &2k H =0T
Logistic BTS00, P < 0.05 NERA GG B L,

2 &% R

2.1 T2DM 485 xR 28 6 R A gk

T2DM 4 55 % BRAL AR S M0 22 7 R4 it 22 2
Mo T2DM 4 B FH AR F 540 (body mass index, BMI) |
I (W4 s &7 5K & k) L TG .HbAle \FPG 5
TXFHR 4L, HDL-C AR X R ZH . T2DM 2 £ 35 1l 37
25 (OH) D3 7K RS AR T %5 R4 [ (21.92+7.99 ) ng/mL
vs.(22.90+6.82) ng/mL] , 2% 5 L4 it 2% & X (P=
0.219,% 1),
2.2 T2DM-CAS 285 T2DM-NCAS 2815 R A gk b 42

345 5] T2DM 3, T2DM-CAS 452 4F #4 45
KRR, T3 L 5, W4 R R K e 5
15, [R5 I o i 9 L A7 VR R A R IR A
TT 25258 Lo 8B & T T2DM-NCAS 4H . P4 AR
s gl IO 25 5. IR AE Ak TE A D, T2DM-
CAS 4 UA {5 , I A 20 B (R 35 31 1 35 1k 22
), on 5T R A YA G, JSE T2DM-
CAS 211135 25 (OH) D3 ¥k RS AKX T T2DM-NCAS 21
[ (21.14%6.73 ) ng/mL vs.(22.51+8.79 ) ng/mL | , {H 2
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SIS = L (P=0.103,%2),

®1 HERFASHRAKKSHLILE
Table 1 Comparison of clinical characteristics between

T2DM group and control group

EiE T2DM 41 (n=345) %t 824 (n=131) P

P n(%)] 0.837

5 190(55.07) 74(56.49)

= 155(44.93) 57(43.51)
AEIR (%) 57.33+8.64 56.659.26  0.450
BMI(kg/m*) 25.95+3.22 24.08+3.03 < 0.001
Wi (mmHg) 131.15£16.30  124.10£15.48 < (.001
Pk (mmHg) 76.17+9.66  74.09:9.85  0.038
Jk ' (mmHg ) 54.98+12.98  50.01+10.68 <0.001
25(0OH)D3(ng/mL)  21.92+7.99 22.90£6.82 0219
TG(mmol/L) 2.59+2.36 1.59£1.71 < 0.001
TC(mmol/L) 5.11+1.12 5.06+0.94 0.640
LDL-C(mmol/L) 3.08+0.83 3.01£0.78 0378
HDL-C(mmol/L) 1.25+0.35 1.49+0.45 < 0.001
HbAlc(%) 6.97+1.08 5.48+037  <0.001
FPG(mmol/L) 8.18+2.13 5.54+0.48  <0.001

2.3 MR B oA T2DM & & F S kA AL s 3k 5
A3 25(0OH ) D3 /KT 48 % 4

FEPEIN 4L, A5t BAE Lok T2DM BB I IR
PERIEATXT I (£3) . T3 T2DM-CAS H 3 Y Il i
25 (OH) D3 /K °F #] & Ik T T2DM - NCAS f& #&
[ (21.31+6.71) ng/mL vs. (23.97 £9.31) ng/mL, P <
0.05]. T2DM-CAS 4HAF B, ik e 25 5 00 g 3%,
HbA le K50 & o IMLARAR XS IAEG , S5 fth 7T 2259 ik
FHC N A e o AR T 20 IR AR L 1) S 2

T2 e 3, T2DM-CAS 4H 1ML 37 25 (OH) D3
KRR A 22 0 GE 27 5 L. T2DM-CAS 4 4F
4 52E KT T2DM-NCAS 2H , Xt T2DM-CAS 2H 44 45
1 E LU (85.7% ) /& T T2DM-NCAS 41 (69.8% ) o
T2DM-CAS ZH IS4 1+ T 5K He 48 T2DM-NCAS 2H G it
AN =N AR X S NI 2 E DS I N A I
K, K F S B2 i het (e T Ak

AN, % T JG CAS 8 T2DM %, Lo Pk il v
25 (OH) D3 7K AR T 5 14 [ (21.23+8.15) ng/mL

&2 T2DM-CAS 45 T2DM-NCAS Al K S Lk
Table 2 Comparison of clinical characteristics between T2DM-CAS group and T2DM-NCAS group

TehR T2DM-CASH (n=147) T2DM-NCAS 4 (n=198) FOOE P1H
P n(%)] 13.916 <0.001
5 98(66.67) 92(46.46)
& 49(33.33) 106(53.54)
AEE (%) 60.85+8.36 54.72+7.91 3.455 <0.001
S TR (4F) 7.343.6 5.1+3.3 6.374 0.045
BMI (kg/m®) 26.15+3.15 25.79+3.29 0.012 0.450
Wi (mmHg) 133.59+18.59 129.32+14.13 6.666 0.021
P9k (mmHg) 75.139.79 76.95+9.51 0.762 0.084
Jik E (mmHg ) 58.46+15.99 52.37+9.39 29.19 <0.001
(%) ] 95(64.6) 95(48.0) 9.448 0.002
W0 (%) ] 55(37.4) 39(19.7) 13.361 <0.001
R [n(%) ] 76(51.7) 34(17.2) 46.314 <0.001
HAzsh > 3/ [n(%) ] 85(57.8) 105(53.0) 0.647 0.442
T2 [(n(%) ] 30(20.4) 8(4.04) 18.676 <0.001
25(0H)D3(ng/mL) 21.14+6.73 22.51+8.79 9.125 0.103
TG (mmol/L) 2.34+1.86 2.79+2.69 4.289 0.085
TC(mmol/L) 4.98+1.02 5.22+1.18 0.513 0.058
LDL-C (mmol/L) 3.04+0.86 3.12+0.81 0.718 0.404
HDL-C(mmol/L) 1.25+0.38 1.24+0.32 5.053 0.859
HbAlc(%) 7.11x1.12 6.84+0.94 5.365 0.052
FPG (mmol/L) 8.44+2.40 7.98+1.88 3.372 0.055
UA (pmol/L) 381.36+94.46 366.20+87.67 2.721 0.040
hsCRP(mmol/L) 1.61+1.98 1.38+1.26 1.739 0.306
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v5.(23.97+9.31) ng/ml, P <0.05) ; 1fii X} T- A CAS [
T2DM (35, 55 Fn 4 Pk 1L v 25 (OH) D3 /K F#R T
K, I Z W 22 R TR ge it i o St T B Pk
& , 3% 25(OH) D3 /K5 sl ki Ak i A0 5 .

24 F¥5 B T2DM & % fi% 25(0H)D3 K -F
5 ke AR K

X} 345 5] T2DM fEHAF Y0 3 20 : 1 A (AR
<50 % ,72 1) ;2 4 (4 > 50~60 %, 157 f4) ;3 41

R3 BM/ENERREEE D BKBIRA S LB A IR RIS #RRT B
Table 3 Comparison of clinical characteristics between T2DM-CAS and T2DM-NCAS groups in male or female patients

% =
18FR T2DM-CASZH  T2DM-NCAS#H T2DM-CASZH  T2DM-NCAS#H
(n=98) (n=92) P (n=49) (n=106) i
AR (%) 59.55+7.48 54.13+8.96 <0.001 63.45+9.46 55.24+6.87 <0.001
BMI(kg/m*) 26.71+3.13 26.54+2.91 0.760  24.09+2.32 24.82+3.51 0.343
Wi FE (mmHg) 132.77£16.52 129.57+12.23 0.131  135.22422.25 129.11+15.61 0.087
#F 7k H (mmHg) 75.76+9.92 77.68+9.12 0.169 73.88+9.49 76.33+9.83 0.146
Jik % (mmHg ) 57.01+14.05 51.89+8.98 0.003 61.35+19.12 52.78+9.75 0.004
LR (%) ] 64(65.3) 44(47.8) 0.019 31(63.3) 51(48.1) 0.086
WA (%) ] 55(56.1) 38(41.3) 0.044 1(2.04) 1(0.94) 1.000
R [n(%) ] 73(74.5) 30(32.6) <0.001 5(10.2) 7(6.60) 0.679
HALZEh > 3 R/E (%) ] 65(66.3) 51(55.4) 0.177 20(40.8) 54(50.9) 0.300
T2 [(n(%) ] 22(22.4) 5(5.43) 0.001 8(16.3) 3(2.83) 0.007
A2 H[(n(%) | — — — 42(85.7) 74(69.8) 0.046
25(0H)D3(ng/mL) 21.316.71 23.97+9.31 0.026  20.79+6.83 21.2318.15° 0.746
TG (mmol/L) 2.47+2.02 3.13£3.24 0.095 2.02+1.34 2.38+1.80 0.255
TC(mmol/L) 4.83+0.94 5.07x1.27 0.143 5.31x1.13 5.36+1.08 0.825
LDL-C(mmol/L) 2.95+0.79 2.9420.78 0.935 3.2620.99 3.30+0.80 0.835
HDL-C(mmol/L) 1.180.35 1.15+0.27 0.634 1.44+0.40 1.3420.34 0.161
HbAlc(%) 7.17+1.29 6.8020.89 0.028 6.92+0.86 6.72+1.05 0.783
FPG(mmol/L) 8.66+2.24 8.33+1.96 0.287 7.93+2.68 7.65+1.75 0.472
UA (pmol/L) 398.33+92.38 391.93+92.32 0.634  311.50+74.06 311.06+61.72 0.971
hsCRP(mmol/L) 1.48+1.67 1.22+1.05 0.267 1.92+2.60 1.60+1.47 0.492

5B P T2DM-NCAS 41 He#,"P < 0.05,

(AF% > 60 %, 116 f1]) , Xt 3 4L AH D B ARLFEATXT EE o
RN 4 PR, 3 Z IME 25(0OH) D3 K2 57
TG F 7 o R & B, 25 A7 48 in , &7 9K
BT DK HZ 8 e I 4s R 60 % LUS T
AL 35 o T TG 1 TC /K- Fifi 25 A7 1 1 i i 328
TR, RS A ) R AT KRR 2
%, 341[H FPG .HbAlc UA Al hsCRP 7K V-2 7048
THEEE L,
2.5 B PET2DM & % # 3) AL Ik 5 5 e B & 44
Z 7 Logistic =1 )2 5 #f

1k F CAS 55 25(0H) D3 KA HH ek, ik
=AM (£ 5) . LLCAS RIRAR &, X 5
PET2DM B35 AH TR AR T B 2R F 2 [ &R Logistic
[HE 3T 45 R A AR R A LTE 25(0OH) D3
JKF-J2 55 Pk T2DM R % CAS (b 7 s R &=, H:

b AR A AT S A 6 IR 2R (I AR , OR (&
i57.464) 1M 25(OH)D3 2K % (0R=0.930) ,

2 it i

YR D JE— PRV MRS RS S
BRI A A o T R EEAE A, Rt e 2 5
RIE HPE SO SFEZ AR MR, g ED
AN B R A SRS Bl P A ik A A ) (), AR
DTS5 AR i SR, HirEZ
LA I 1 3 v 25 (OH ) D3 ¥ J3 5k i e 4k A 4 2 2%
D Ko ATAE R E N AN AT R 4E A R D S50 i
RN 05 AH C K AR 2R DR R T
1o I BEDRIR DR R A R A PRI
KIN, T2DM B E il AF e A K D AN R sk = | i
11 25(OH) D3 7K V- 5505 bR & S TURF G 5 [ e 35
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Table 4 Association of 25(OH)D3 and age in T2DM patients
izt 11(<50 %) (n=72) 24 ( > 50~60 %) (n=157) 34(>60%)(n=116) P{H
BMI (kg/m?) 27.07+2.37 25.73+3.56 25.62+3.06" 0.065
Wi . (mmHg) 130.91+11.85 128.69+16.08 133.44+16.08° 0.012
#F5KE (mmHg) 79.40+9.40 76.51+9.19° 73.76+9.87" <0.001
Jik FE (mmHg) 51.51+8.54 52.18+11.47 59.83+12.91° <0.001
FMH (%) ] 33(45.8) 83(52.9) 74(63.8)" 0.042
W4 (n(%) ] 16(22.2) 48(30.6) 30(25.9) 0.386
i [n(%) | 23(31.9) 53(33.8) 34(29.3) 0.738
HALZE) > 3/ [n(%) ] 31(43.1) 89(56.7)" 70(60.3)" 0.042
T2 (n(%) ] 3(4.2) 16(10.2)- 19(16.4)" 0.026
25(0H)D3(ng/mL) 21.167.64 22.16+8.28 22.08+7.86 0.657
TG(mmol/L) 3.43+3.34 2.70+2.27 1.92+1.38" <0.001
TC(mmol/L) 5.49+1.16 5.08+1.19° 4.92+0.93" 0.003
LDL-C(mmol/L) 3.31+0.81 3.04+0.87 2.99+0.76° 0.033
HDL-C(mmol/L) 1.19£0.31 1.24+0.38 1.300.31 0.150
HbAlc(%) 6.87+1.20 6.89+1.04 7.11£1.05 0.276
FPG (mmol/L) 8.48+2.32 8.08+2.22 8.12+1.87 0.419
UA (pumol/L) 370.44+97.48 355.88+90.57 358.39+90.11 0.538
hsCRP(mmol/L) 1.49+1.45 1.38+1.32 1.61£2.02 0.664
5L, P<0.05; 5240 L, "P < 0.05,
F5 EET2DM EFE CAS ML B E R Logistic B /3547
Table 5 Independent risk factors of CAS in male T2DM patients by logistic regression analysis
. FRZE AT EAE v
S OR 95%CI P1H OR 95%CI P

AR 1.085 1.043~1.127 <0.001 1.113 1.054~1.174 <0.001

Pk 1.038 1.011~1.065 0.005 1.020 0.985~1.056 0.265

WA 1.818 1.022~3.232 0.042 1.161 0.550~2.451 0.695

el 6.035 3.216~11.325 <0.001 7.462 3.345~16.648 <0.001

25(0H)D3 0.960 0.925~1.822 0.027 0.930 0.884~0.979 0.006

HbAlc 1.367 1.025~1.822 0.033 0.995 0.930~1.863 0.121

R 9E & B4k A= 2 D Al 3@ i SIRT1, PPARS & i 3%
JiE 5 B AU e A R D = 3 R AE R T
(IL-1.IL-6 TNFo 55 ) ik TG K T i 2R kT 2

H RIS A R 4 24 2 D i B 0 sh ks AL il
FRHVERT o ShBKEE AL s FRAIL I 5 1055 18 kA A
K YA D BT RAE A, nT 9852 3h ki £k & 2E
Kalkan 55 WF50 & YEA= R D sl =Z 258l ik i
B JEL (R ST S R PR 2R T AR kg sl ks R e Ak ) i
65 ST SR R B, S S 25 i B
ARV, 3 RIS P R 545 , 3 — s Bl A T
308 o 3 i AR o B W RS A% Y R 5 2 (NADPH)
AALT RS . Mi4EA: FE D Il NADPH il
%, SELE S KA AR

JUE R EAFFTUEIA T 442 D AP 1ER (0t
A S Z RS Bos HEE g AR —5, Liana
AR T S10 NS KA S A LT 25(OH)D3 ¥
R IMME 5 R I RS HE AR, 7RV TR E AR
W S H H iz s RS ASE N RS, 2B
25 (OH) D3 ¥ & Rl 5 RALBT I A A CE . 130k
H 5% N s ok R e R D Fded 2 D32
R 2 PE S o R B IR R bR o6 JF
H, 5l JUAE A A 9 LI #b sE4E A= 28 D I BENLYT IR
RIS 25 R R g A= R D R 5 25 et A g 4i i 1)
RERYSZIAHL I A—E. 2019 4F 1 T FEHLXT FRAFSE &
B, PRI AT B T2DM 835 5 K IR S 000 U Y 4
A Z D, o] B I FE UMM An i RE, (1
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[FIAETE 36 R PRI AE 23 A Y 1 U 98 SN B
H#h 754 000 U A2 D3 IF 1A 1 35 AR PR v A8
T AU AEX IRUIFFE A RPN T -4 28 D 58
AETNHE, T LTS AT DA 7S T F4e A R Dz i\
BEATRE 2 A R AR A o 3R SN — BN A IR 45 2R
AR T IREEETE , B AR CHE (P AE 855 )
HE4: 3R D RS2 ] e B 22 5, AN T —HE T ie .

ABESEH, T2DM 20 HAE T2DM X BRZH A 4 Af 3R
DK PRSI (22 S 0 B gt S Al AN
EIR A A R DA RIRR B 2R (Hif—2
SYEOINTIG KB, FE B T2DM (B35 FEAT CAS 1Y
B Mg 25 (OH) D3 7K 18 241K T T8 CAS 1Y &
PN 3 DKV T2DM 1 4 CAS B fE
R (HIE M E ol B X M ] i 25 5 X
— g5 R 4k A 2 D X T2DM 1 3h ik A Ak A 7
TEAS[R) AR o 7 Az 18 52 Wl A (], G RS2 p v 5]
M 255 . BEAEA WIS A IS . Gepner 26
WHFEA 8 28 Jm Ve SE 4R A 3R D IR A S
B AT RE U sh KR4k BT AE RIVE T o ASBFSE
AL B FE AL D, a] BE 25 W 5T 4
ity it — D AR TEOR IR R AR R DX F IR
L 5B 2N L A TRIVER]

ARWFTE R ITCIE B 2, AR DB AR 2 T2DM A
R CAS By ST FE R P 3R, I 7E 55 M K, TR
R Fe Ko ABA RS2 L 32 3l > O30 X 3l ik
B 7 A B B PR A 5 X 2R 3 O AT
PR R R AR

R KSR T K NI 4EA= R D K
AT e JBE 5 ZR AR SRR A0 A0 1 48 3R 8 1 IXURS:
S SRR RN R R 2, SO FE AR R A1,
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