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2 BUMEFR B B E 24 h FREWHE M & IL-18 7k
5xRBEBHEXHERR

Wl 2 g gy, xSV, EEEY, & WY, BmESHY
(WEHEAHKRFE—HWEERAS>L—F, =& LW 650032;
DRMATH ARER AR, =& L% 650201)

(HZE] B DL 24 h JREVHEK S (24 h UNa) PR 838 A R PPAETE AR, 745 R 405 8 A KCE 5 17
HOAE R XF 2 BB R (T2DM) S E IR AR 1 (UA) BAE RS 2 . Jiik 49 A T2DM i35 130 6, R4 IR
A/ UBT HAE (UACR) 7K SE43 M UA BRPEZL 60 711 UA BHPELE 70 1), W8 f 35 A PRGORE, R 28 v 5 &
24 h JRGHI KI5 . R Spearman #5670 HT T2DM B Z G FEHE 4555 UACR AU S ; ZJT Logistic [0 )443 HF
T2DM & G R AEFR X UA RUREIR ;. 4028350 H7 24 h UNa £ TL-18 JCBEXT UA B8, 454 24 h UNa
K (OR =1.019, 95%CI 1.003 ~1.035, P=0.017) 5IL-18 (OR = 1.204, 95%CI 1.060 ~ 1.368, P = 0.004) &
T2DM &3 UA AT R B 2 . BeE aPrits, SRR IL-18 41 Lh#e, w4h e IL-18 41 UA BHPERUE:
3N (OR = 10.774, 95%CI2.105 ~ 55.155, P=0.004). &% 24 h UNa, IL-18 /KFTHE & T2DM & UA &
AR fER E =

[RiR] 2 BUBHIRHE; PR 24 h JREMHEM; 1L-18
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Correlation between 24-hour Urinary Sodium Excretion,
IL-18 Level and Urinary Albumin in Patients
with Type 2 Diabetes Mellitus

TAN Longqiao ¥, SHILi ", LIU Jianfang ", XIA Xuemei ", ZHULi", XU Yushan "
(1) Dept. of Endocrinology, The st Affiliated Hospital of Kunming Medical University, Kunming
Yunnan 650032; 2) Dept. of Endocrinology, Kunming Second
People’s Hospital, Kunming Yunnan 650201, China)

[ Abstract] Objective To evaluate the effects of different sodium intake levels and serum inflammatory
factors on the risk of urinary albumin (UA) in patients with type 2 diabetes mellitus (T2DM) by using 24 h UNa as
an indicator of sodium intake. Methods 130 T2DM patients were included and divided into a UA—positive group
(60 cases) and a UA-negative group (70 cases) according to urinary albumin/creatinine ratio (UACR). Clinical
data of patients were collected and inflammatory factors and 24-hour urine-related indexes were detected. spearman
correlation analysis was used to analyze the correlation between clinical indicators and UACR in T2DM patients. The

effect of clinical indicators on UA in T2DM patients was analyzed by binary Logistic regression. The effect of 24 h
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UNa and IL~18 correlation on UA was analyzed by binary regression method. Results 24 h UNa level (OR = 1.019,
95%CI 1.003 ~ 1.035, P=0.017)and IL-18 (OR = 1.204, 95%CI1.060 ~ 1.368, P = 0.004)were independent
risk factors for positive UA in T2DM patients. Conjoint analysis suggested a significantly increased risk of UA

positive in the high-sodium and high-IL.-18 groups (OR = 10.774, 95%CI 2.105 ~ 55.155, P = 0.004) compared

with the low—sodium and low-IL-18 groups. Conclusion

for UA in T2DM patients.

Increased levels of 24 h UNa and IL-18 are risk factors

[ Key words] Type 2 diabetes mellitus; Urinary albumin; 24 h Urinary sodium excretion; 1L—18

HE PR 5995 (diabetic nephropathy, DN) &2 7l
BRI (type 2 diabetes mellitus, T2DM) g3 WL,
M ERIFRAEZ —, 240% W) B FH RA RN
P B L 2 T B L 2R B E R (end
stage renal disease, ESRD) (14 F 2 R (-2

B U 1 TR I 8 A ) T 5 R (diabetes mell—
itus, DM)1@VEIFAIERYBIA B 5 AR 22
VOB R A =D 2 2 g LN, SR,
WA R AR SR BoR, hEANERAEA
WL 5.4 ¢ BOMIR AR, ke,
P 1 B I XU B v ) AR B 5 K B v A R
550 R B 0% (diabetic kidney disease, DKD)
KA RS A ST Bl A ik F DKD i i
AXK, SIRENEBEAHAALL, SR AL R kR
1 ESRD XU 25 T e 22 3.3 45

RAE S5 T2DM &9 AL i DA T 52 2 E 458
FOL RIERF 5 DN 1Y LA R R PIARDC O
AR 5 R H 0 T2DM BB R 11 R
(urinary albumin, UA)HEMSEMAGIGR K ZER, &R
FRES LR T2DM 835 UA HA R R I
FI BT 2 AE P 7% 5 H 4% A T2DM SR 3 UA 152 11
MR . ABFIT AR 24 h UNa. 40 IHT
Xf T2DM 8 # UA B SCHREZ W, O T2DM
DN 55 14 15 M 977 42 S (AL i S B

1RSI

1.1 HARJIH
AWFFEXTEH A 2022 4F 12 H 5 2024 4E 2 H
L B R B 2 55— B I I B PN 0 i — Bk A R B T
5 NRERBEN IR = mE R B X s R
X (>6 4~ H )T2DM B #&, HARAE: (1)18 %
K UL E AR ()45 A 1999 45t 3 T AE 41 40
2 T PR 12 W S 43 T AR I D45 (3) WK S8 3
() OB MERIE . HEBRbREDS . (1) HAh2k
TR DRI U 1 1RME PR | U R IR PR G % e sk 28
RUBE PRI 5 (2) 31 AN H N & A 05 b g P A i % rh
B e LA R B 5 O A A B IR AUPE O R E

(3) F7AE r o J32 VL o sl R BB A 2550 s (4) A7 A
FERPEE . AP ECE R RAE s (5) FAAE T IR
BEAEAMR . PRI . PRIREE | I8 R B 2R PR B I 5
(6) A1 A F PR I ) PR 245 8 1 AT B B M A PR A
MR (7)iE3 H NAFTEIEGs . B0 . TARAE
SVERIEE DL () FFIE B REGIE. B4, Bt
M AESAEREE B 5 (9323 H NAAAE 2bE B i
S o AT ARAT B B BB OS5 — B = B A B
Z R At ER E (R B . (2022) R L 25 297-
15), HTEUWSE - ARERASR. AL
prifE, FLAAA 147 B, SIER T 17 BIGER . BdE A
SEREMIE B, AW AGT o HTIA 130 41, H:
Ik 73 41 (56.15%), Lotk 57 11(43.85%), F
P4 N (54.84 £9.34) 2 . 2021 fitHE e K H
Bt AL PR I 5 PR B 1 2 LI B A Curinary mic—
roalbumin creatinine ratio, UACR) JZ Bt UA HE it %5
B, IFAE N 4 RS, UACR<30 mg/g g IEH ,
UACR =30 mg/g &7 UA HEMERE N1, L UACR 30
mg/g M I, K ALLEE 5y UA FHPEZLA UA B
Pe2l, Horb UA BHPEZL 60 1] (46.15%), UA B4
4170 1511(53.85%).

1.2 MRFAE

120 IEARFER WAL T2DM B #Y IR R 5
B, AR PR R . IS R (systolic
blood pressure, SBP) . 47 3k & ( diastolic blood
pressure, DBP). B . (K, #1515 8] 14
i?’g%ﬁ((body mass index, BMI), %58 8h & /=2 EL
JEP K I, % AR Ak 2 R D S Il AR (fasting blood
glucose, FPG). FHL I ZL & H (glycated hemoglobin
A1C, HbALC). JfH[# P (total cholesterol, TC) .
H il = 8 Ciriglyceride, TG). 5% B 8 # 1 (high
density lipoprotein cholesterol, HDL-C). &% & g
E H (low density lipoprotein cholesterol , LDL-C) .
WL BF ( creatinine, Crea) . 25-¥2 4 4= £ D( 25-
hydroxyvitamin D, 25-OHD). IfiL#4(Na), IfL4f(K)
SRR, HHEAYE /NERE K (estimated glomerular
filtration rate, eGFR). Ji#i & & #K$H1F8 2 (HOMA-
IR)Z5A5 0 o G G H8 A B3 3 3l i W i 24 h IR
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£ (24-hour urinary Na, 24 h UNa) K207 ik
£ 24 h PR A AR 24 h UNa, 24 h JR#F (24—
hour urinary K, 24 h UK). 24 hJR#%F L¥ (24-hour
urinary Na/K, 24 h U(Na/K)), %€ JRf# = H 8 H
(microalbuminuria, mAlb). UACR,
122 REEFERM KASNEE KL 3 ~5 mL,
3000 r/min #.0> 15 min, B F R MUE % A7 (-80 C
UKFE) R T, A ABFFERT G2 95 44 o X 4 il
ST T RAEHF IL-18 . 1L-6, IL-18. IL-
34 Fk KR, 5 & QBPlex Human Custom
5-plex Kit I ALt A=), 485 T1C054145,
T UL AR D BRI T R A
1.3 Sit=F4hiE

WA I3 AT B JE S8 i LA+ AR iE2E (R s)
PN, 2 M HEBCR ST AEAS (kG5 ARIES )
MRS AR B DL M (P25, P15)3s, 2 41 K
SR FH R IS 36 5L 23 B A 2R AT X0 Bde e s 278
A RS, 2 A SR S AEA R Ty
ki 5 o R H Spearman AH ¢ M 43 A . o 2K

logistic [F1 94387 £ Il RFE 45 5 UACR Z B¢
%. LA 24 h UNa, IL-18 KA s A0 507 b A5
S4Bk 24 h UNa A1 IL-18 /K SEgE—E 0 4 4, %
M Z 78 15 Logistic [7IH A 5387 24 h UNa #l 1L-
18 JK PSR X UA B2 . IIr A Geit 24 o B4R
FH SPSS 25.0 #E47, MU L: P< 0.05 A2 RAS
-9

2 #R

2.1 UAPRME4AS UA FRIEAIG K Z#H L8

2 AEMES . AE#S . BMI. HOMA-IR. TG,
LDL-C. HDL-C. IL-6. IL-34 W42 % X5t
B X (P>0.05); UAFHYE4 R FPG, HbALIC, TC,
SBP. DBP. mAlb, 24 h UNa. 24 h U(Na/K). K.
IL-18 /1 T UA B4, 2R ASHIT#E L (P<
0.05); UA PHPEZH W) B IR FE . Crea, eGFR.
24 h UK, 25-OHD. Na. IL-1B f&T UA B4,
EZRAGIFE X (P<0.05). W 1.

F1 —RIGKRFREEE [2(%)/M(P25, P75)/X+ 5]
Tab.1 Comparison of general clinical data [n(%)/M(P25, P75)/X+s]

Wi H UABIM:4H (n=70) UAPBHM:2H (n=60) T/Z P

B 41/29(58.6/41.4) 32/28(53.3/46.7) 0.036 0.548
() 56(51, 56) 56(50, 60) -0.617 0.537
BEIR IR (a) 6.00(3.00, 13.00) 4.5(0.00, 11.00) -2.625 0.009"
BMI(kg/m?) 24.00(22.15, 26.74) 24.63(22.19, 26.85) -0.353 0.724
FPG(mmol/L) 5.86(4.72, 7.74) 6.98(5.88, 10.83) -3.661 <0.001"*
HbA1C(%) 8.1(7.1, 9.95) 9.2(7.6, 11.9) -2.789 0.005*
HOMA-IR 2.75(1.49, 5.11) 4.10(2.61, 6.93) -0.842 0.400
TC(mmol/L) 4.45+1.12 5.13+1.35 1.740 0.002*
TG(mmol/L) 1.67(1.15, 2.66) 1.89(1.37, 2.74) -1.700 0.089
HDL-C(mmol/L) 1.04+0.25 1.08+0.27 -0.866 0.337
LDL-C(mmol/L) 2.59+0.93 2.88+1.05 0.105 0.099
Crea(pmol/L) 71.33+16.73 62.23+18.03 0.319 0.003*
eGFR [mL/(minx1.73 m?)] 98.6(93.5, 103.9) 105.25(96.4, 114.8) 1.773 0.006"
SBP(mmHg) 120(116, 127.5) 128.5(118.7, 135) —2.387 0.017
DBP(mmHg) 75(71, 78) 80.5(75.3, 88) -3.347 0.001"
mAlb(mg) 10.60(7.78, 15.80) 77.56(39, 130.95) —-9.434 <0.001"
24 h UNa(mmol) 167.44(127.67, 213.75) 221.8(167.44, 247.80) -3.374 0.001*
24 h UK (mmol) 39.87+15.51 32.33+11.34 5.793 0.002°
24 h U(Na/K) 4.41(3.52, 5.74) 5.97(4.63, 8.02) -5.179 <0.001"
25-OHD(nmol/L) 56.37+21.01 31.46+13.07 -5.979 <0.001"
K(mmol/L) 3.57+0.32 3.88+0.37 0.534 <0.001"
Na(mmol/L) 144.4(141.8, 147) 138.1(136.75, 139.2) 0.013 <0.001"
IL-1B(pg/mL) 5.88(3.53, 13.95) 2.58(2.20, 3.19) —-4.305 <0.001"
IL-6(pg/mL) 5.46(4.75, 6.84) 5.42(4.46, 6.25) -0.707 0.480
IL-18(pg/mL) 33.03(27.77, 44.55) 48.08(38.08, 58.83) -3.225 0.001*
IL-34(pg/mL) 6.14(3.19, 11.06) 4.58(2.83, 7.08) -1.601 0.109

‘P <0.05,
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2.2 T2DM #£3#& UACR Sk igtrtE X 2

PSR, UACR 5 DBP, HOMA-IR .
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O Female
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450 |
400
350 |
300 |
250
200
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IL-18. 24 h UNa. HbA1C 7K 2 5 & M) IE 40 26,

5 25-0HD £ fAHE(E 1),

B 20r ® Male
1.8 | r=0.188 p=0.033 O Female
1.6 | o,

14
v 12
T 10t
S o8t
g 0.6
04
Zo2t
0.0
_02 L
0.4 |
70.6 L
-0.8 |
710 1 1 1 1 1 1 1 1 1 1 1 1 1 J
020406081.01.21.41.61.82.022242.6283.0
logUACR (mg/g)

p 130 . R ® Male
ﬁg " =0.275 p<0.015 © Female
100 | ‘

90 | .
.

1L-18 (pg/ml)
3
S

0.2040.6081.0121.41.61.82.022242.62.83.0
logUACR (mg/g)

F 15 ¢ 8 e ®Male
| 7=0.278 p=0.001 . o O Female

HbAlc (%)
=

020406081.012141.61.82.022242.62.83.0

logUACR (mg/g)

B 1 UACR 5 UA EREZERMEXE
Fig. 1 Correlation between UACR and UA risk factors
A: DBP 5 logUACR BJAHFEME; B: logHOMA-IR 5 logUACR AYAHIGHE:; C: 25 34842 D 5 logUACR BIAIEE; D: 1L
18 5 logUACR FUAHICHE; E: 24 h JREANHRBME logUACR BUA M ; F: HbAIC 5 logUACR BYAEGE

23 T2DME H UABBEE M EA Z W = ©

IRAGPR N H AL

Logistic [E134 47
DL UACR 2 A& FHMEAE AR &, HAth 4% T il
B— AT PR o M A H

45 IR 24 h UNa. IL-18. HHIRWGEHE TR . TC.
FPG. HbAIC. DBP, SBP. IL-1B . NaJ& UACR
FHPERY GRS IR (P<0.05), ¥ PR EMAZH
K TG Logistic M4 5347, % ¥ 24 h UNa (OR =

1.019, 95%CI 1.003 ~1.035, P =0.017), IL-18
(OR = 1204, 95%CI 1.060 ~1.368, P =0.004),

TC ( OR = 6.626, 95%CI 1.484 ~29.594,

P =

0.013), DBP(OR = 1.248, 95%CI 1.011 ~1.542,
P=0.040), SBP(OR =0.858, 95%CI0.747 ~ 0.985,
P=10.029), Na(OR =0.359, 95%CI0.184 ~ 0.704,
P=0.003) ;T2DM 3 UACR BHME 4 b ~7 fG s A

=, Wk,
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Tab.2 Regression analysis of positive factors influencing UA in T2DM patients
2 FRLIN R B 50 AT EARESEIER SN
B PR OR (95%CI) P B PR OR(95%CI) P
24 h UNa 0.006 0.002 1.006(1.002 ~ 1.010) 0.006 0.019 0.008 1.019(1.003 ~ 1.035) 0.017
IL-18 0.044  0.017 1.045(1.010 ~-1.081)  0.011 0.186  0.065 1.204(1.060 ~ 1.368) 0.004"
B PR e —0.062  0.027  0.940(0.892~0.992)  0.023 0.048  0.087  1.049(0.884~1.244)  (.585
TC 0.462 0.159 1.587(1.162 ~ 2.170) 0.004 1.891 0.764 6.626(1.484 ~29.594) 0.013"
FPG 0.256 0.070 1.291(1.125 ~ 1.482) 0.000 —0.363 0.251 0.696(0.425 ~ 1.139) 0.149
DBP 0.077  0.025 1.080(1.029 ~ 1.134) 0.002 0222  0.108 1.248(1.011 ~ 1.542) 0.040"
IL-1B —0.068 0.031 0.934(0.879 ~ 0.993) 0.030 0.001 0.047 1.001(0.913 ~ 1.098) 0.980
SBP 0.030 0.015 1.031(1.001 ~ 1.061) 0.040 -0.154 0.070 0.858(0.747 ~ 0.985) 0.029"
Na -0356  0.061 0.701(0.621 ~ 0.790) 0.000  -1.023  0.343 0.359(0.184 ~ 0.704) 0.003"
HbAlc 0247  0.083  1.280(1.088~1.506)  0.003 —0.014 0253  0.986(0.601 ~1.619) 0.957
"P<0.05,

2.4 T2DM £ 24 h UNa #1 IL-18 £ BEXF UA

K[V 5 #

P UACR 2 HMAE M AR &, DL 24 h UNa,
IL-18 7 80 — /3 25 A8 &, 24 h UNa<218.88
mmol H{KHN4 , 24 h UNa=218.88 mmol K &= &l
2, 1L-18<46.15 pg/ml MK IL-18 2 , 1L-18=
46.15 pg/ml F 5 1L-18 41, 4 AAREAME 1L-18 4 .
fRa v IL-18 41 . Bk 1L-18 41 . il 1L
1841, #iTZHEEK _JuEIHaHr, k3. ()5
REARIL-18 AL AH b, IR 1 b & 4 1L-18 41
) T2DM 8 3 UA PHPE XU 38 i 5.786 % ( OR =
5.786, 95%CI1.731 ~ 19.336, P=0.004); FH4ER .

PEGI . A ICE I . BEPRE R . BMI A4 AR A
MEIE S (BEARI2), 4l TL-18 4 UA PHAE XU 38
T 7.298 13 (OR = 7.298, 95%CI 1.985 ~ 26.825,
P =0003); ¥ —2%9 A TC. TG, LDL-C.
HbA1C., HOMA-IR J5 (#E#13), w&fhm IL-18 4
UA BH ¥ KBS 38 i 7 10.774 4% ( OR = 10.774,
95%CI 2.105 ~ 55.155, P=0.004), (2) 541K
IL-18 ZHAH L, BIAY 1 & 40K 1L-18 4149 T2DM
HBE UA BHME XU 58 An 6.857 1% ( OR = 6.857,
95%CI1.903 ~24.702, P=0.003); % 2 &4hK
IL-18 2 UA FHM: XSG T 7.232 £%(OR =7.232,
95%CI 1.873 ~27.919, P=0.004); Fi#&l 3 240K

3 3 24 h UNa #0 1L-18 XEXxt UA FRIERY fE RS B 53 4
Tab.3 Analysis of the risk of UA positive associated with 24 h UNa and IL-18

Y UACR P
OR 95%CI P

Model 1

FHMRIL-184H vs fREMRIL-184H 6.857 1.903 ~ 24.702 0.003"
BN ESIL-184H vs R ANIRIL- 1840 6.857 1.903 ~ 24.702 0.003"
FEHAMESTL-184H vs RAMMRIL-184H 5.786 1.731 ~ 19.336 0.004
Model 2

EARIL-184H vs {RANMRIL-184H 7.232 1.873 ~27.919 0.004
fRANTRIL-184H vs (RANARIL-184 6.694 1.630 ~ 27.484 0.008"
RN IL-184H vs fIRENMIRIL-184H 7.298 1.985 ~ 26.825 0.003"
Model 3

FRAMIRIL-184H vs fIREAMIRIL-182H 8.935 1.792 ~ 44.559 0.008"
AN IL- 1820 vs fIAHMIRIL-182] 11.666 2.106 ~ 64.619 0.005"
NS TL-184H vs fREMRIL-184H 10.774 2.105 ~ 55.155 0.004

PR 1. RMEIE; BERY 2. A IEARHS | MR A TR U . BRI R . BMI; AL 3. AR 2+ 1IETC . TG, LDL-C, HbAIC,
HOMA-IR,
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IL-18 2 UA FHH: XSG N T 8.935 £%(OR = 8.935,
95%CI 1.792 ~ 44.559, P =0.008). (3) 5{K4H1K
TL-18 41 A bk, A & 1 o ik 44 & TL-18 41 1Y
T2DM & UA PHMEXUS SN 6.857 £%(OR = 6.857,
95%CI11.903 ~24.702, P=0.003); FiA 2 {K4h 7
IL-18 2 UA FHMEXBSIE N T 6.694 £%5(OR = 6.694,
95%CI 1.630 ~27.484, P=0.008); FL7% 3 k4=
IL-18 2 UA FH ¥ XU 3% Jim T 11.666 £i5 ( OR =
11.666, 95%CI2.106 ~ 64.619, P=0.005).

3 g

REWATRF A B, o E AR 354
KEFEAN T RHEER 4.431 g, BN 4.155 g, Lotk
K 4.081 g, YIAR LA T A A 2L UUOR(E - RR
(2 g/d) B2 F5 181, ARAF5E T2DM 235 24 h UNa Ay
4.669 g, BMER 4934 g, L 4330g, HTE
] 87 58 BB A K, AR T R A X T2DM AR 3
24 h UNa K 5.15 g/24 ht'%, #2878 == B B2 W i [X
ol H A B B X T2DM BB 3 B R B A K P AH X 4
fE, FRERJE T2DM TR 48 B A 2R M

AN S DM R UA 880 A% 1 ST 5 16 R
R, WA REEIEA R LI DN K H gk e 1ol
AWFFE & B 24 h UNa A T2DM i 3E UA FHA: 50
SLIERR RN R . & REE X T2DM (B UA HA 14
FHERN S WRRIESE, BRAEAI 4.6 235
M UA HEME, F5 55 #EZEXT T DKD1 ~ 4 A9 A BE,
FERANEASETIAE 2 g AN N3 3 AT
I UA HEt 52 m i AL H 7w A s R . W58 2
Pedhid 2 /NERIE s s, A R R
HERAS, Mg B /NERIE S 3, A3 B
Ptk e 3 UARY S v R R T B a3 3 o ek A
5 A gLt B . iF R AN B N, 3 UA
He 22 HeAh, RN A SR B RAS T
P, FECENEAZH,

RAE & DN A B B B A2 Y TL-18 2
A5 T A W RN 53 A8 A0 S5 22 P 240 3 4 T BB 1) 4%
HARE T, S5E0 DN KA, R &
DN & & 17 1L-18 /K F- 7+ & , 15 HbAlc il
UACR AHG 20, 1L-18 FRik/KF- 5 DN i#f & fil UA
HE i 0E A e BT 5 RE A A o o g5 R —
AWFFE T2DM 35 UA FHPEA 1L-18 K F 3% &
T UA A4, 1L-18 5 T2DM #3% UA FHE A2t
SEAERE IR o X RAEAH SEHLH R AR R A 25 T
Tk DN Ay i s .

A5 X T2DM H 3% 24 h UNa F1 1L-18 eIk
SR, EAN. B IL-18 41 T2DM H 3% UA FH
P XU B AR ARG TL-18 138 i 10.774 4%, H IR
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UA &R . H AT IL-18 XF &= 4 % A T2DM i
H UA B2 i NG . AR 9E & IS (KRS TL-
18 2 b, 4N IL—18 41 UA BRI XU 184 hn £
Bom T IL-18 41, ZErae 5|ATHFEA
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w2 5T
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TR ER TR R, WD BRI SR BT R B R 2
() FEARER /AN, RN —ERRYE, B
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Hul . REEAR . RTBEPENEIE 2 — 20 50 R Bk 1) 4%
AN AEEEXT T2DM 3% UA BYSZ0A

RN BTG T2DM H 2 B A
A, BRI P RaE e B A B X DN 19
KA HAEENBEE L. AR AN =R
i X s H A L B b XA T2DM 3 AR ah b B
AR AR, 7 24 h UNa # 1L-18 /K FJ&
T2DM 35 UA BHME Al 37 fa B %, 24 h UNa
F1IL-18 7K S [7] 52 i T2DM B3 UA i HE T .
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