5531 % 45 10 1] FEIKEZZRE Vol. 31 No.10
202145 H China Journal of Modern Medicine May 2021

DOLI: 10.3969/.issn.1005-8982.2021.10.017

XEHE : 1005-8982 (2021) 10-0084-05
R -2

B EARE B EEL a3 ERE T2DM
BEPE D B 4HRa T BE B 22 0 *

AR, M, A, TR, R, A, AR, Aok’
(1.ZEERAFEENMBER A5 RERA, 240 &8 230012;
RMERKFEE —WEER N RHEE, 248 48 230022)

HWE . B BR8N S A EE R TiES (MDI) 28 # k% (T2DM) &4k B wmine s
R Tk HI20185F1 A—2019F 12 A#k# TRHMER X FFH Wl B ER A5 5 KiMmA e
T2DM #6946, Yk S R B E R TESEF B R EB@ % [HOMA-B (C-P) In] %L, 4RIE
Wit & G (HbAlc) Felh 48 (BMID) 4 A4S, K AfBEH, R EFTH, i
% R B E R T RS 5 S HOMA—B (C-P) In KPR EAL G R IEAF T, FIRFTHOMA-B (C-P)
In 2440 A0l RIGAFAIAB R, S5R T2DM %4 % kM 8 & K T 243697 /6 FBG. FC—PInf» HOMA—
IR (C-P) In&EHWT FH (P<0.05), HOMA-B (C-P) In&EHWH & (P<0.05), Skt d %
KM By F B F 2876 FBG A2 HOMA—B (C—P) In ZMAR-FEMBEALAZ (P<0.05), RF HbAlcE A
SR EF AT AR L AEIRLE, 2FAAFFEL (P>0.05), EREAEFSRRETATE
HA7 /& FC—Pln fe HOMA—B (C—P) In Z4AK-F FC—PIn 248 F40 % (P <0.05), HOMA-B (C-P) In
EZHBREHK, REBMIAEH SRR B ERTERNELARAFRE, Z2FALATFEL (P>0.05),
Pearson 48 X 5 7, HOMA-B (C-P) In Z/AKRTF Y5 % Rk B & & T IiE4% FBG K. HOMA-IR
(C—P) InK-F. HbAlcKRTF A % Kk B & & T 24/ HOMA-IR (C—P) In’KF, HOMA-B (C—P) In
KFZEAME (r=0570, 0.0331, 0237, 0.307. 0.560, P<0.05); 5 % kB FE k& TEHEFBGKTE, %
KM By F BT EHH HOMA-B (C-P) InAKRFEZAMEX (r=-0495, —0.400, P<0.05), &t ZRKkH
FRTFRMSH A EERTDM S5 5 BaMsh i, BME B mIk L s kigtrE i,

K : BRIE, 2B B E ES, AT

hESZES . R587.1 XHEARIRED . A

The effects of ultra-short-term intensive insulin treatment on p-cell
function in inpatients with type 2 diabetes mellitus*
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Abstract: Objective To evaluate the effects of ultra-short-term intensive insulin treatment with the multiple
daily injection (MDI) regimen on f-cell function in inpatients with type 2 diabetes mellitus (T2DM). Methods We
enrolled 69 cases of T2DM inpatients admitted to the Department of Endocrinology of the Forth Affiliated Hospital
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of Anhui Medical University from January 2018 to December 2019. The changes of B-cell function [HOMA-B(C-P)
In] in the 69 inpatients before and after MDI treatment were compared. According to the different levels of
glycosylated hemoglobin (HbAlc) and body mass index (BMI), they were divided to high/low HbAlc subgroups
and overweight/non-overweight subgroups. We compared the levels of HOMA-B(C-P)In and other indicators before
and after the treatment in different subgroups, and then evaluated the correlations between the difference of HOMA-
(C-P)In before and after the treatment and other clinical factors. Results After MDI treatment, fasting blood glucose
(FBG), FC-PIn and HOMA-IR(C-P)In were decreased (P < 0.05), while HOMA-B(C-P)In was increased (P < 0.05).
The differences of FBG and HOMA-B(C-P)In before and after the treatment in high HbAlc subgroup were higher
than those in low HbAlc subgroup (P < 0.05). Compared with overweight group, the difference of FC-Pln before
and after the treatment was higher, while the difference of HOMA-B(C-P)In before and after the treatment was lower
in non-overweight subgroup (P < 0.05). Pearson correlation analysis showed that the difference of HOMA-B(C-P)In
before and after the treatment positively correlated with FBG (» = 0.570, P < 0.05), HOMA-IR(C-P)In (» = 0.331,
P < 0.05), and HbAlc (r = 0.237, P < 0.05) prior to MDI treatment, as well as HOMA-IR(C-P)In (» = 0.307, P <
0.05) and HOMA-B(C-P)In (» = 0.560, P < 0.05) after the treatment. However, the difference of HOMA-(C-P)In
before and after the treatment negatively correlated with FBG (r = -0.495, P < 0.05) after MDI treatment and
HOMA- B(C-P)In (r =

treatment with MDI regimen can improve B -cell function in T2DM inpatients, and the improvement of f -cell

-0.400, P < 0.05) before the treatment. Conclusions Ultra-short-term intensive insulin

function is associated with multiple clinical factors, though the specific mechanisms remain to be further

investigated.
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PEHL 2018 4F 1 H—2019 4F 12 A 2 T % #E
(N R N vy S R R AW R S A DR E A
T2DM /& 69 ] . Horbr, L3565, Lotk 34 4] 5
P AE A (51.25 £ 11.61) % 5 SF ¥4 4K T 48 54 (body

1.1

mass index, BMI) (24.40 + 3.12 ) kg/m?; SF-Hp84k il 20
% M (glycosylated hemoglobin, HbAlc) (11.25 =+
2.07)%; Rt 7 5028(4.5,90.0) 4 H 5 ¥IZHIIGR
H20, FURREEZS > 34 H bR A AR 37 6.
AR 4 AN 1] 19 HbAle 7K -1 HbAle<11.0% f8 5 1F K
fit HbAle 20 , 3t 36 fi] , F ¥ HbAlc (9.73
0.84)% , JRFEH 7548 (5.25, 99.00) 1~ H; #
HbA1e=11.0% i % 4 AF & HbAle 4, 2t 33 4],
FH HbALe (12.92 £ 1.71) %, 9 F 37 %5 24 (2.50,
84.00) ™~ H o ARHE A [F] 1 BMI K P-4 BMI< 25 kg/m?
BEE NI EL, $L370]; BMI=25 kg/m> & 1E N
L, 3240, HASRUHE: DT2DM 2 K ] 4 ;
Q@12 . WIIG B IR % & 25 I I B (fasting blood
glucose, FBG) =11.1 mmol/L 8¢ HbA1¢>9% . & 2 Il 4
A (O IRFEREZY 34 H )G HbAle >7%) .
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1.2 FHik
121 —fElsREma e mEANREZIRE S
B (em), K8 (kg), THABML FRA&ZSE8hE, K
2R RS KIS ~ 10 ml, EAFBG, %5
CHE (FC-PIn) FHbAlc, FFC-PAVEEZSIEIER 2N
A R FSEAEA . (HOMA) A, S B
21 i 2 fiE [HOMA- B (C-P) In] Ml Ji 55 2 41K BT 48 An
[HOMA-IR (C=P) In], HOMA- B (C-P) In=0.27 x FC—P/
(FPG-3.5) . HOMA-IR (C-P) In=1.5+FPG x FC-P/
28007,
122 SRMBEERTES SR (PHE2BRR
BB HE R (2017) ) MR 2R B & R KN ST AR
#E, FBG=11.1 mmol/L 5 HbA1c>9% HIWIL . ¥IIGIT
T2DM H # K F IR B4 25 3 4~ A 5 HbA1e>7% 5 ,
AR s Z W RS R TS (KRR R+=
BT AU B R ) 5 MAE 45 mE HETE B T2DM = I B
EHBAR, I YO U OOUIK BT b s i b
i AR 1 S 48 T IMKE 2% FBG 4.4 ~ 7.8 mmol/L, 4&J5
2 h I 6.1 ~ 10.0 mmol/L; 2 Wi JR s 18 ¥4 31 & 4
Jo H A A I #3497 DAKHE AR B 5 5 B ] DR A
T &R, HRBRAS BT, R 30 K I A
PIE —IBi o
123 lEARIRARAN BRRSEE T HESNAITS ~
7d, B FBG. FC-PIn, il fr 1 K45 KRS
%, EHIHEZ % HOMA-B (C—=P) InHl HOMA-
IR (C-P) In.
1.3 HitEFE

BE 73 MR FH SPSS 26.0 Ge it i . iHEORE
DIE £ drifE 22 (xxs) Ron, HRACHIBCAT (K6 56
SIS AEAS R B 5 AH OGP 43T A Pearson i . P <
0.05 K2R A Gt #E L.

%2 SARFHoATC B %M BT R TSR R IEARIL 5

2 R

21 ZRBRBEE T EHBIEIGRKIEIRIEE
T2DM & 2 K JBE & 2 KT 3 3 TS FBG .
FC-PIn, HOMA-B (C-P) In fl HOMA-IR (C-P)
Intbis, ZRA%T%#E L (P<0.05), FBG. FC-
PIn 1 HOMA-IR (C-P) Ini& Y7 i % VE 550 F B,
HOMA-B (C-P) I M aiFE . W& 1.

&1 ZRBREBRETEHETERKIERILER

(n=69, x+s)

\ HOMA-B  HOMA-IR

BfE]  FBG/(mmol/L)  FC—-Pln
(C-P)In (C-P)In

HWHTET 9.31+2.82 5.75+051 2.82+0.58 0.97+0.26
EHE 599+1.68  546+0.76 340+0.64 0.87+0.21
il 7.979 4.148 -8.183 4.576
PiA 0.000 0.000 0.000 0.000

22 AEHbAICHEEZXESEE TG
It R HE 4R L 3]

AR HbAle 41 # Z W5 R L T H 90 E
FBG FTHOMA-B (C-P) InHE{E ILE, ZRASI
7 Y (P<0.05), ¥ HbAlc 20 %% HbAle 4/ .
AN[A) HbA e 2 £ 5 Z2 WK 5 3R RN TS A s v g
PRbbd, ZRIGHFE L (P>0.05), &2,
23 AREBMAZRESRERZETEHIEIR
[RIEtREEER

AN[E BMI4L % HbAle Fos, 258 Gt
X (P<0.05), dEMEMAHEELA R, AFBMIA
B 2R By R BT T HT i FC—-PIn Fl HOMA-B
(C-P) InfMyEHEILE, ZRAGZITFE L (P<
0.05), dEMFE L4 FC-Pln Z(H M EH A &, HOMA-
B (C-P) InZEHKHEHM. AN BMIHEEZ
U B 22 T ST e AR dstn b, 2R L%
R (P>0.05), W3,

(x+s)

215 n BMI/(kg/m?) FBG 21/ (mmol/1.) FC—PIn 22{H HOMA-B(C-P)InZfH ~ HOMA-IR(C-P)In Z{E
fRHbAlc#H 36 24.87 +3.04 4.11+1.06 0.41£0.13 0.48+0.11 0.15+0.02

i HbALc 4l 33 23.84+3.19 7.78 £2.07 0.37 £0.09 0.73 +0.15 0.17 + 0.01

t1H 1.360 3.241 2.473 2.016 1.280

P1H 0.178 0.001 0.078 0.042 0.205
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24 5 n HbAlc/% FBG 22{8H/(mmol/L.)  FC-PIn Z5{H HOMA-B(C-P)In Z{H HOMA-IR(C-P)In Z{A
E| Sk e 37 12.04 £2.16 3.44 +0.87 0.35 +0.06 0.54 + 0.09 0.13 £0.06
AR 32 10.36 + 1.57 3.28 +0.95 0.23 £ 0.08 0.73 £0.14 0.11 £0.04
il 3.642 3.110 4.783 8.562 1.564
PiA 0.001 0.757 0.024 0.019 0.401
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Pearson A1 &4 0 B, HOMA-B (C-P) In
ZAE K5 2 R 5 2 HCF SR FBG K F
HOMA-IR (C-P) In7/K3F. HbAlc /K M Z RS
F K T 1 4 JF HOMA-IR (C-P) In 7K °F- . HOMA- B
(C=P)In7K ¥ 5L IE 3¢ (r =0.570,0.331,0.237 .0.307
F1 0.560, P =0.000. 0.005 . 0.049, 0.010 1 0.000) .
HOMA-B (C-P)In 2B /K V- 5 2 0 g & R B2 F S
Ji7 FBG . 2 Wik & 28 B2 T 3 3 iif HOMA-B (C-P) In
K 5 A ¢ (r =-0.495 F1 -0.400, P =0.000 Fil
0.001)

T2DM J&: 18t f% il 5 R R85 45 2 1 P 3 2L R 7 3
AR P B L T K B A D RE EAT M e
T2DM B JR () G SRR, o 2 AR M e B 2= B A
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HOMA- B I 25 8035 119 J5 5] 31 IS =& A A W87 2012 4%,
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A 22 Uk B B R T SR YT ME LI HbALe
FIBMI 3 UK, SN A S A58 . BT BMI
FEAEZESE, BRI B 40 AZ 5 A0 & RIRPTA T —
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RPN Jre S5 T 2 @ AN g B O RS
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ZEAFH B ES TEBEL, 5 FERRBLER
TEAE—50E . ¥ HbAle 4 2% FBG 122 {H HOMA-
B (C-P) InZE{H/KF# TLHbAlc 41, XfE/RZ
W K 2 T ST S HOMA-B (C-P) In/K 4K &
AR RS A A G o T2 RURCAE 2 ik A 2 DL i b
PR L BE D S K RN I R E A A BE
BRI, ZWREE R RN ES R BRI E
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