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Inhibition of Tangfu Kangning extract to SGLT2 and its antidiabetic effects
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Abstract: Objective To research the inhibition of Tangfu Kangning extracts to SGLT2 and the antidiabetic effects to mice with
type II diabetic. Method The SGLT2 overexpressed cell line (HEK293-SGLT2) was transfected through Lipo3000. The inhibitory
effects of 0.01, 0.03, 0.1, 0.3, 1, and 3 mg/mL of Tangfu Kangning extracts on SGLT2 mediated 1C-AMG intake were investigated.
The animal model of type two diabetes was prepared with high glucose and high fat diet and streptozotocin, ig low and high dose
(162, 324 mg/kg) Tangfu Kangning extract to mice, once daily, continuous for five weeks, the fasting blood glucose was measured
weekly, and the glucose tolerance was measured after the end of the administration. Result Compared with control group, the
TangFuKangNing extract of 0.1, 0.3, 1.0, and 3.0 mg/mL had significant inhibitory effects on SGLT2 mediated '*C-AMG intake (P <
0.05) and ICsy was 0.119 mg/mL. The fasting blood glucose (FBG) of type II diabetes mice treated with the two dosages (162 and 324
mg/kg) of Tangfu Kangning extracts for 35 d were significantly lower than model group (P < 0.05 and 0.01). The glucose tolerances of
mice treated with Tangfu Kangning extract were also improved (P < 0.05). Conclusion Tangfu Kangning extracts have significant
hypoglycemic effect on type two diabetes rats, and its mechanism may be related to inhibiting the reabsorption of glucose by SGLT2.
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Table 1 Changes of type two diabetic mice after orally administrated with different dosage of TangFuKangNing
extract (x X5, n=28)
i3 5l &=/ I MBEE (mmol- L) TR
(mgkg)  #giod  4%7d #hi1ad 42521d 4%28d 425354 K%
i) — 21.14£4.27 21.58+534 21.20+4.07 21.62+4.27  21.80+4.60  21.73+4.02
Bl RR T L) 162 22.50+5.33  21.68+3.33 20.50+2.32  18.79+2.58  18.21+2.27  1826+1.61° 18.44
324 22.43+5.51 18.40+2.93 16.84+3.89" 15.52+4.29" 14.45+3.87" 13.20+4.45" 41.15

ERMA R "P<0.05 “P<0.01
"P<0.05 "P<0.01 vs model group

R L AT B 5% (P<<0.05. 0.01); 4324
35d Ja, GBS SRS, SR LR A
AREZER (P<0.05); {&. MM NFIEAMES
T LB T B B 202 03 0k 18.44%H1 41.15%.

B 5 R 2 B, g 35d . A
e 7 U PR K SR 4 24 S B T i A L A0 LG
BEUEE (P<0.05). 45RIER, P T
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Table 2 Effect of TangFuKangNing extract on glucose tolerance of type two diabetic mice (X *s, n = 8)

Y1 5/ 5 PE/ (mmolL ™)

(mgkg ") %J5 0h %J5 1h %J52h
iei) — 28.96+2.25 28.05+2.39 27.30+2.20
PSR T L) 162 29.59+2.82 27.48+2.07 23.0542.37"

324 28.5043.55 24.80+3.34 20.5342.64"

SR "P<0.05
P <0.05 vs model group
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Mo & BRI G I — AN B S . PR SGLT2
(MR, S /N A T TR, S g

ZEPRE A HEHE 8 380 B ATCRE PR~ £ IR R/ T A VA
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0.3, 1.0, 3.0 mg/mL [FH&E R THEEIT SGLT2
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