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Abstract

Objective: To investigate the effect of dapagliflozin on visceral fat index in overweight type 2 di-
abetes patients. Methods: 184 patients with type 2 diabetes who had poor blood glucose control
before admission were randomly selected. According to the random number method, the patients
were divided into the control group and the dapagliflozin group, with 92 patients in each group.
Both groups received diabetes education. The control group adjusted insulin or took oral hypog-
lycemic drugs or other non SGLT-2i. The observation group added dapagliflozin based on the
original insulin or oral hypoglycemic drugs, 10 mg/d, followed up for 52~64 weeks, and the pa-
tient’s gender, age and changes in body weight, BMI, waist circumference, hip circumference, fast-
ing blood glucose, glycosylated hemoglobin, TC, TG, LDL-C, uric acid, creatinine and VAI levels be-
fore and after treatment were recorded. Three patients in the observation group stopped taking
the drug due to adverse reactions, and 181 patients finally completed the study. Results: There
was no difference in age, sex, weight, BMI, waist circumference, hip circumference, fasting blood
glucose, glycosylated hemoglobin, TC, TG, HDL-C, LDL-C, uric acid, creatinine and VAI levels be-
tween the two groups before treatment (p > 0.05). After 52~64 weeks of treatment, the weight,
BMI and waist circumference of the two groups decreased compared with that before treatment (p
< 0.05), and TC and LDL-C had no significant changes compared with that before treatment (p >
0.05). Dapagliflozin can significantly reduce the hip circumference, fasting blood glucose, glycosy-
lated hemoglobin, TG (p < 0.05), and increase the HDL-C level (p < 0.05). After treatment, the VAI
level of the two groups of patients decreased. The decline level of dapagliflozin group was higher
than that of the control group, with a statistically significant difference (p < 0.05). After treatment,
there was no statistically significant difference in the changes of uric acid and creatinine between
the two groups of patients. Conclusion: Dapagliflozin can improve lipid metabolism and visceral
fat function in patients.
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2.1 HRMR

BEALEE 2020 4F 9 H & 2021 4% 6 H T & K5 M & I 5 B 18 0 1 2 /9 20 WA R HEE B v 97 11 2 BB IR
G 184 B, BENLY NIEAR SRR IEZE, &% 92 ], HA kR yF A 3 4l R B N 152,
I 181 i B3 e R 7t o Horb B4 122 91, Lotk 59 91, “F354F 18 (61.62 £ 7.86) %, “1-3 AR H(79.86 + 10.61)
kg, “F-¥ BMI (27.62 + 2.62) kg/m?®. FifT g M B aits A&, W ir RIEE B F B MG
BT B A 3 22 07 2 v A ikt o
2.2. MINSHEBRIRE

NEbRUE: 754 (PIE 2 BUBEREDTATER) » FRETEE > 24.0 kg/m?, NBERT MOpES G, bE
2L > 6.0%, B /NEkjEd % > 60 mL/(min.1.73m?); HERRARAE: 1) 1 U PR sl A 2 R R 5
2) BIFSIBVERRYL . WEIRE AR R B . RO AR IR B BRI SBIRES, 3) JRIREU B ThAE R
H, 4) WUREH AL, 5) X SGLT-2i A5z .
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23.1. FERBGER
PRAL R AT R PRI 20, %o R ZEL I P J % 25 1 IR P 24 et I F SGLT-2i ki), IA KR 514 4.

T JR A 11 R Bb 26 0 (B3 B 5% 23 7R 7 JEAt_E i A% 21034 10 mg 1 7R1R, 7452 11 iR 52 J&~64 J& Ja 3E T il 4%

2.3.2. MEBIBIR

AL R R, B fRE. R B, ME BMI, a8 h DL, TXRHIERMIX
FR IR I, G002 B ke . AL IMZT AR 4. TC. TG HDL-C. LDL-C, 57 52~64 J& 5 Ffikic sk Lk fahr,
ELE AR T R G A E . BMIL UK. i AR 251k

2.3.3. VAl &
VAI 5 = WC/(39.68 + 1.88 x BMI) x (TG/1.03) x (1.31/HDL-C); VAI » = WC/(36.58 + 1.89 x BMI) x
(TG/0.81) x (1.52/HDL-C).

2.3.4. Gt EhbEe

J3 Fi| SPSS 26.0 B BT Giit 2 0T, HH RS EASIRA X s o, MALABHL
R MRS REAS t KB, 2N B3 LR I IR RE A ¢ A, AR TE A5 04 K F DU A L8R BE o, AL
PI¥ L BCR A Mann-Whitney U #4256, 40/ %0 LLBCR AT F-Wilcoxon 7 BRI S, Bl p < 0.05 A4t
3. R
3.1 FAEEMR . FREEB

B R B 60 4, bk 32 4, “FHIEERS(62.02 £ 7.90) %, kKA B 62 ],
PE 27 ], ~FH4EES(61.18 £ 7.85) %, WAL S . R LLEL, ZR LG F = X (p > 0.05).
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Table 1. Comparison of basic data of two groups of patients
1 MABEERFRLR

X HEZH pEy IR p i
5 92 89

5 60 (65.2%) 62 (69.67%) 0.217

4 32 (34.8%) 27 (30.33%)
R (D) 62.02 + 7.90 61.18 +7.85 0.479
14 ¥ (kg) 78.72 +10.24 81.10 + 10.92 0.136
BMI (kg/m?) 27.35+2.73 27.92+2.48 0.150
FZ2 [l (cm) 99.20 + 8.26 99.46 + 8.56 0.840
& (cm) 102.73 + 6.87 102.91 + 6.40 0.861
TC (mmol/L) 4.80+1.23 461+1.15 0.292
TG (mmol/L) 1.49 (1.06, 2.11) 1.51 (1.04, 2.13) 0.840
HDL-C (mmol/L) 1.18 +0.25 1.15+0.25 0.372
LDL-C (mmol/L) 2.89 £0.92 2.76 £0.93 0.346
2 {8 ML FE (mmol/L) 8.85 +1.97 8.80 + 2.87 0.888
HbA,. (%) 9.07 £1.70 9.02 £1.43 0.821
PRI (mmol/L) 326.66 + 79.47 331.87 £ 77.97 0.662
JULEF (mmol/L) 56.64 + 12.00 57.28 + 11.44 0.635
VAI 1.97 (1.30, 3.31) 2.10 (1.32, 3.06) 0.915

VE: BMI NRJFRIES, TC ANHERE, TG AHMW=E, HDL-C NE*3EEEH, LDL-C MEHENEEHA, HbA,
VSl LA AR 4 =
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Table 2. Comparison of index before and after treatment between the two groups
= 2. MABEIRITAIG SRR

e of B2 ARG
YRITHI BIT e vz pfE YBITHI R vz pfli
14 5 (kg) 78721024  77.80+1055 2295 0.024 81.10+£10.92 77.62+11.11 7.062 0.000
BMI (kg/m?) 27.35+2.73 27.00+2.88 212 0.036 27.92+248  2684+248 6.341 0.000
B FEl (cm) 99.20 + 8.26 97.82+9.66 201 0047 9946+856  96.83+8.31 3.893 0.000
Tl (cm) 102.73+£6.87 101.58+7.78 1.84 0.069 102.91+640 101.16+571 2.839 0.000
TC (mmol/L) 4.80 +1.23 465+124 1051 0296 4.61+1.15 457+122 0336 0.738
TG (mmol/L)  1.49 (1.06,2.11) 1.33(0.90,2.08) 1.736 0.083 1.51 (1.04,2.13) 1.23(0.88, 1.68) 3.564 0.000
HDL-C (mmol/L)  1.18 +0.25 1.22+024 1.901 006 1.15+0.25 1.24+0.26  3.707 0.000
LDL-C (mmol/L)  2.89 +0.92 2.84+1.04 0485 0629 2.76+0.93 2.79+1.05 0.274 0.785
ZRE A (mmol/L)  8.82+1.96 857+255 0.820 0415 8.80+287 720+1.86 5.060 0.000
HbA, (%) 9.06 +1.71 887+158 1021 0310 9.00+1.43 8.47+1.46  3.202 0.002
PRI 326.66 +79.47 340.41+81.01 1.723 0.088 331.87+77.97 323.75+97.27 1.008 0.316
JULEF 56.64+12.00 56.89+13.51 0.280 0.780 57.28+11.44 59.85+11.93 0.830 0.409
VAI 1.97 (1.30,3.31) 1.70(1.15,2.79) 2.134 0.033 2.10 (1.32,3.06) 1.53 (1.03,2.42) 3.929 0.000

v BMI NIEFRTIEE, TC NIHERE, TG AHM=RE, HDL-C A& EAEEN, LDL-C NEZEEEEA, HbA,
LA AR A=

4. W1ig

REJHE H S AR (5] SV (0 4 R I/, 21 5 3T S I i R AR R ZE A . BMIL 2 H
O PEAL REJRE (0 157 S 8 b, FH R T M S N o B Je R85 26 1) A8 4k, AT E BMIL S8 SCIRTREJE A S5 35 104 ) PR
WK, BMI AHF M AR 1 RO A, RSN Z S NIRRT $ 51
MR 2R AL RS RHEPT SRS FEREAb ¥ 32 B R A [10] [11], A2 T2DM A AT fa i [k 2 [12]. CT
B MRI 2 Al 3 W IR JE B & bnite, (Hil T &, fWEER. BERR, NEE ZNHT
IIf 7% - 2010 4F= Marco 25 N $E H 9 3 AR 5 48 20 (VAN B R 2 D1 25 35 P4 BIE AR 5 D A 1 T S84 3] [13]
ERUEEAAE O L P R A UIRE 5K [11]

By - RIS R -2 F R R B TR 2, 32 BT L A 3 i 0 ) A /N e ) 4
R L SR 384 1 o 2 R A O AU R IR, ARG T 9 B2 3% 1) 0 WA T R HE A R 5 DT B ARG IR XU
Z U TR, SGLT-2i X 2 BUBEIRIE B E G RUAHTR, FEETEHAE, Mk, MR NIEED
K, YR R A B R N, EFR I, S S hRIEIRITAHSS A, SGLT-2i AT 2 UM IR B 1)
O IV 2B 2R [ 147 LA B gt e &R I 505 1) U [15] a4 1 H AT 2 S F T IR ) SGLT-2is
AR IRE, 22O MU KA B — DU R IR A s, S AHIARE B idiasT 3 H)E, B
HbA. NF% 1%, BET; 6 HJE TR 1.5%, ABF7TR Rbiv 52~64 JH )5, 515 R S MK,
BERRICEE HoA. SHBALIGIT R G 2SI &2 HbAy B8 TR, HERELHEE N, RWIERKS
i BERAR I R 00T HAB R 250, I ELAE 3 ) MR () JE itk b T e 23 b P A, ek i 3 1
BEFEZIMIATIR, 5 REAE R A —E[16] [17].

EIRE = AR PR S INE AR N SO, ISR B ARG, (RIS R, SRR ES
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AR %

AT G0 B S AR, AR TR AR T . B E BTk, SR B TR AR R A AN R A T2 AR
—ULFE R, RS0 LDL-C, B#K TG /K-F[18], WA UEHERIA, 1AM HHEXT HDL-C /KFE
SCMA[19], HAUEERI, A ST PR TG KF, H3G I HDL-C /K-F[6] [20]. AHFFTER, BA&F
] 5 R TG, BN HDL-C JK°F, X TC & LDL-C LR, H AriEm& 55T i fa At
WAL A BIR, AR FEREA, R B a1 AR T A AR S IR TR B A, RIS IR/ i S A A A5
P[21] R i i g AR /KT

BEAERIEFE R, TAREZ1 4 ] S 3 PR AR AR R, 8D IR I = [22], VAL VR i & 9 T I T e 1
fabr, OF 20U SR E7KF VAL EAREHE R XS . Aysha Alkhalagi 58 A\ B 7ER B, VAL fH
BT BMI X 2 BB R ELA S SR A T AE F1[23]. Zhiyuan Wu 25 NI BTIE LI R IREG LB, VAl THE S
W PRI B I R OST M D6 [24], Kai Jiang 25 AWFFER I, VAL AT AR RS ZIRGTA RIS HR[25]. AHF
ORI, NFHEKINGG)T 52~64 )5, BEAE. BMI. JEE. BE. VA KFERRTHE FFE, &
FF54H VAL FF% 057, Xt EZHR) 2 £%, X THEHEL ARFE A BMI B9/ b A Z2 20 22 e AN B R . R B
5 AR FEREZIARLL, XA H0 1 G B IR DR IV E I BE IR, EEAE TR p ATk S
[26] VA S Jik B R ARPTHII A [25], AW AL 3 491 B3 B FHIA RS 1% 5 B IAS R RS, F BN R REEA
R, FLdi 3.3%, HESRIEFIASC. BFRITIEIRER . DB KPR ZE R TS FE L, RY
ISKEB RS D RETCRE M, N FHIA A FIEHE T 7 25 V) Ml B A R R A

5. &R

AW TERYT, A% )R] 825 A 2 ROBE O fE S . HbALe 7K, FRIREE A E . BMI, JEH
EHl. TG. VAL K1, 351 HDL-C /KT, BRSO MU 0w KBS, X EE IRIR . LB ERemd . Ja PR
Ph: Rl CT 8L MR SAGRHAER PP (8 W HEAR 7K1, BT FUREA R D, 75 SRR AR (1 AT L F
FERAE—WAESIEAZ BT VAL HIFEI .
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