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T BE B2 G T 1 2 BORE R B 86 B, MKHRIAIT Jr ik ZE 4y st AL SR T AL, 14145 43 . X REALRIUG 1D AR 51
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Rk, 2 0de PALEEREIT 4 Mo HEEPRALIGIT TG ImIARYT 30 B FR A5 A8 4k LK N BRER RS B R4 -3 (HOMA-B) .
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AP EE TR (P<0.05); HiAY7 4l fa b2k B3 TR AL (P<<0.05). ¥R97)5, M4 HOMA-B K& 25(0H)D;
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Clinical observation of vitamin D; combined with glimepiride in treatment of type
2 diabetes mellitus

XIAO Jing, ZHANG Li-ming
Department of Endocrinology, Xiangyang Central Hospital, Xiangyang 441021, China

Abstract: Objective To investigate the clinical effect of Vitamin D; Tablets combined with Glimepiride Tablets in treatment of type
2 diabetes mellitus. Methods Patients (86 cases) with type 2 diabetes mellitus in Xiangyang Central Hospital from February 2016 to
January 2017 were divided into control and treatment groups based on different treatments, and each group had 43 cases. Patients in the
control group were po administered with Glimepiride Tablets, 1 mg/time, once daily, which was adjusted according to blood sugar, and
the maximum maintenance dose did not exceed 6 mg/d. Patients in the treatment group were po administered with Vitamin D; Tablets
on the basis of the control group, 1 tablet/time, twice daily. Patients in two groups were treated for 4 weeks. After treatment, the clinical
efficacy, the changes of blood glucose indicators, and HOMA-B, HOMA-IR, and 25(OH)D; levels in two groups before and after
treatment were compared. Results  After treatment, the clinical efficacy in the control and treatment groups were 81.40% and 95.35%,
respectively, and there was difference between two groups (P < 0.05). After treatment, the FPG, 2 h PG, HbAlc and FINS levels two
groups was significantly decreased (P < 0.05). And the changes of blood glucose indicators in the treatment group were significantly
better than those in the control group (P < 0.05). After treatment, the HOMA-B and 25(OH)D; levels in two groups were significantly
increased, but HOMA-IR level was significantly decreased, and the difference was statistically significant in the same group (P < 0.05).
And the indexes in the treatment group were significantly better than those in the control group, with significant difference between two
groups (P < 0.05). Conclusion Vitamin D; Tablets combined with Glimepiride Tablets has good clinical effect in treatment of type 2
diabetes mellitus, and can effectively improve insulin resistance and sensitivity, which has a certain clinical application value.
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2 BRI AE N A WA RS LI —Rhed,
LR P B A B R Ay TR B 2R HRTORI R B 2 43 A ik
Ba, HETT - BHLARE EI NGRS AR R,
MEEUAIR . B, O KRG R AR, ™EY
Wiy 6 A i e e K B SR A 2 S I B
B 4 IRE L 8 2 R PR AR ), ik 2 Dy 2
TR A 0 2 W R R B 3% 0 b R A 5 I B
HBEY R, MR 1,25-F 454 % D
[25(OH)Ds] fE % U 15 2 5 B 40 M N 4 2F 35 2 4k
(VDR) FIEARA L 44 3 Ds ki 42k % D
SR, BRI RO AR b 4 R A
S0 B A RIH TR, R R A AR
JHPY, WA Lk 2515, AR 4E4E 2% D Ik
HREFNEIR V0T 2 BUBE R, HUAS T ESOR .
1 #EREAEZE
1.1 —RRlGRER

W 2016 42 H—2017 45 1 HAEZERH b e
W42 1697 1) 86 18] 2 OB R i 785 1 R 08 LR AT [
T 34, BT BRI A 2 BB RIS bt
Hr by 46 ], 240 Bl; Al 42~70 %, PR
(56.731+1.86) % Wikt 2~15 4, VLR (6.47+
1.35) .

HEBRbRE: (1D A FRE R I A s (2)
WA i (3) WIS AT 254
WITHE: (O fEHEIFEDREESE; (5 fBF
WIMLRG R F; (6) WU RIWFLINE L (7 ff
A H S R LS Fhae & : (3) f+f
GEAEA A IR B (9) AT MRS (10)
REAF A [F =
1.2 7

¥ BN s T2 AL ) N S 245 A
BRATIZERS, MM 2 mg/fr, FEdhitts 160115, 4k
AFE Dy B AN (R FIRAFEM,
FUM A BE S TRIRAS 1.25 g 4E/E 2 D3 200 U, 7~
it 151207,

1.3 DARRTAE

NI B KRR TT 29000 220 43 A 0t AL v
ST, RS 43 Bl P 22 4, 2 21
s RS 20~45 %, SEIER (34.61+11.42) %
WFE 1~7 48, “FEFE (3.18+1.01) 4E. 1BITAY
245, 1c19 B, 4EES 20~46 %, FIFER (34.63+
1.45) % JikE 1~8 4F, Pt (3.22£1.02)
o PRALERE — G IR TORHE] LR 22 5 o gt

X, HAW .

PRALE 8 TR AT S s o)) B 45
WRATT o I DR FISENR B 1 mg/ik,
1 /d, AR RRER 2y, SRdERr Rl AR 6
mg/d. JAIT AN A SRR B O IRYEZE = Ds s
1 /AR, 2 kiIde PALEESLIRTT 4 J .

1.4 FROEMERAED

B ANk (FBG) <7.0 mmol/L, %5 2h
M4 (2 h PG) <9.0 mmol/L, #{kIi4T 451 (Hb
Ale) <7%; H%L: FBG 4 7.0~8.0 mmol/L, 2 h PG
3 9.0~10.0 mmol/L, Hb Alc K 7%~8%;: J3k:
FBG>8.0 mmol/L, 2hPG>10.0 mmol/L, Hb Alc>
8%

BAME= CBRHARO A5
1.5 WMEBIEHR

K OB EEEN 2 FBG. 2 h PG IH/KF-, %
FH R 0B A O35V E Hb Ale /K, RARH
25 RGN 25(0OH)D; K SR ELISA 4l
MG 2 (FINS) 7K.

IR IS AR SR PE A5 - (HOMA-B) = (20X FINS) /
(FPG—3.5)

HOMA-IR= (FPGXFINS) /22.5
1.6 FARR

XPVRTT R AL T BE R AR R IR . %
ORI SR B Z 1552 1 N A Bk
1T .

1.7 SitESH

KM SPSS 19.0 #BAFHEATHiE 40 M, WAL
YBIT AT A FPG. 2 h PG, HbAlc. 25(0OH)D;. FINS
JKF-J2 HOMA-B Fl HOMA-IR )LL) ¢ k656,
L xs 0%, IPRIT 20K EL e 7 K
2 H#R
2.1 MAIRRIT L

WBIT A, SRR 1S B, HR20 B, LRk
8 l, MARCRN 81.40%; T B 23 B,
MO8 B, T 2 B, BARCEA 95.35%, P41
HRFR R AR EE L (P<0.05), WK 1.
2.2 FLAMBEEFRTILIER LA

5y T tei, 1697 4L FPG. 2 h PG,
HbAlc f FINS K-V 5% TR, [FAAZE R
HYl & (P<0.05); Higyr i bifebris ik
KT BER TR, Ptz AT g2
X (P<0.05), W# 2.
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2.3 < HOMA-B. HOMA-IR #1 25(OH)D; 7K

2R3
Wy, BT 54 HOMA-B Al

25(OH)D; /KF- i T+, 7 H. HOMA-IR /K-¥-H] 5

FRAIG, Rl = R R g2 m L (P<0.05);
WBIT TG W7 A EIRSRAR G L B A T X R A,
BIT IR WAL L 22 S AT it 24 L (P<<0.05),
W 3.
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Table 1 Comparison on clinical efficacies between two groups

21 5] n/f BRI H 3B Josu/ RAB R %
o} 1 43 15 20 8 81.40
BT 43 23 18 2 95.35"

xR "P<<0.05

"P <0.05 vs control group

F*w2

PR MAEIEFR T L IE R ELEL ( x5, n=43)

Table 2 Comparison on the changes of blood glucose indicators between two groups ( X+s,n=43 )

411 2| FPG/(mmol'L™") 2 hPG/(mmol-L™") HbAlc/% FINS/(uU-mL ™)

payil YRITHT 9.89+1.18 12.47+1.66 8.68+1.41 13.87£2.18
BIT )G 7.63%21.09" 927+121" 6.94+1.15° 9.85+1.13"

BT YRITHT 9.86+1.15 12.45+1.62 8.65+1.37 13.83£2.15
BTG 547+1.06™ 7.74+1.16™ 6.12+1.13™* 7.24+1.07"*

SR P<0.05; SXRARITIE LR 4P<0.05

"P <0.05 vs same group before treatment; 4 P < 0.05 vs control group after treatment

%*3 W4 HOMA-p. HOMA-IR #1 25(0OH)D; K ELLE ( x+5 )
Table 3 Comparison on HOMA-B, HOMA-IR and 25(0OH)D; levels between two groups ( X£5)

ZH 5 WL (7] /15 HOMA-B/% HOMA-IR/% 25(0OH)Ds/(nmol-L™")

POy N=pagill] 43 46.87+11.78 4.77£0.68 34.68+7.47
NI 65.91+12.37" 3.14+0.37 42.36+9.68"

I N=Pagill] 43 46.83+11.72 4.75+0.63 34.63+7.45
NI 79.25+12.43™ 2324035 56.824+9.72"*

SRR TP<0.05; S5x AT R 4P<0.05

"P <0.05 vs same group before treatment; * P < 0.05 vs control group after treatment

24 WHETRRR LR

BT RE R PR AR R . S X
S 2. ZNEANRRNVIER A
3 iTie

Ak, R R E LT GH R R AN
Ji Ak, AEAF 2 BOBE R 1) K8 2B AT
e ELRR T AR oIl A 05 i (R 28 3 2R AT
f BE & Ay A T E A pow . Rk, Sk
A BINEIT T S L.

KBS R T BN i B 4 MR A B AR 5 7 25 B
S, T R AR HRE TR R 3R R AR R
VEFIR, 4 rh 25 Dy Ry A BEACPE N A 280 ) )
B0 WA RN R R IE BRI (0 0 ZE I, 1 4EAEFR Ds

K ILyE MBS 25(0H)Ds RERS TR 1T E S B 4L
VDR FHRAREZ 4k 4 3 Ds Brflc#si) DBP, Eifi
SR 5 2% 3 i R 40 B IR A 10 B Al I T
wie, R AR EEEP, B, A
K4 2R Dy BEA A SIS R VR 9T 2 05 R, B
13T R SOR

25(0OH)D; A4t 2 Ds LMLz Hid i o
MEZRR, EVPNYEE R D BRI — %%
Pkl HOMA-B VP B 5y B 40 i/ WAk 5 2511
SRk, HOMA-IR AHVFAY IR (15— 5 4 A

ARFFCRIL, SindT e, WALEEIRIT G
HOMA-B % 25(OH)D; /K- 12 3 1 5, HOMA-IR
KRG, B4l LRt B E % (P<
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0.05). UiWILEA 3% Dy KRG RIS A AT 24

EHUAYEA R DK, IEHAT RIFHIBEREER] . 1
Ab, ABEIEH, ALY A iGYT A AT

MBS 81.40%F0 95.35%, WAL ZRAf
Gl FE X (P<0.05). RAITATELE, Wdass
1897 J5 FPG. 2 h PG. HbAlc /% FINS /KFHIB#K,
HiBr L B2 (P<0.05). U4/ % Ds
F AR FISENR iR dT 2 B R AR ) o

g bPmik, 4tk 2 Dy RIEE S SRR 1697 2
RO PRI A IR UF IR ORIk i 3%
HEPT R o i 5 U, (EAS PRI A

S 30k
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