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m OE B IS 2 BUREIR B F 1 0B 5 i B (mean amplitude of glycemic excuisions, MAGE) 3 MR & . 77 i
BT TETBIF 7Y 100 31 2R 28 3R 97 4012 2 BUME PR 8 IR R BT kL. 47328 72h gl 25 i 0 ( continuous glucose monitoring system,
CGMS) , 38 MAGE ; W48 s 3 — e vkt A1 B I 46 0 ifi, B L B 4k 1l 21 25 F (hemoglobin Alc, HbAlc) %5 i Ifil #% ( fasting blood glu-
cose,FBG) ;1718 3k A BH i 12 1030 (OGTT) Jin ik &2 3R e st ial 3, SR ) i 25 A8 =X 3P Ak vk 19 JBR 1) 3R B BT 415 %X (homeostasis model assess-
ment, HOMA - IR) JE 5 B 4l Jifd 2 GE $5 %X ( homeostasis model assessment, HOMA — B) M W% 1 fuf J§ 120min 4+ 38 Bl 5 K /120 min 14 38
HABE AL/ NG ) TN R IR . Z IR A [ 7347 MAGE IR K, 458 HOMA - B AL,/ AG 5 MAGE &£ fi
FFK(P<0.01), HbAle .FBG J& MAGE M 7520 K& (P <0.01) ,Hf FBG 5 MAGE A6 & 55 K ; FBG < 8. Ommol/L 4 , J&
[fl 5 MAGE fi#H56(P <0.01) , /A HE $5 %% (body mass index,BMI) \HbAlc 5 MAGE £ IEAH3¢ (P <0.01) ,H s HbAlc 5 MAGE #4
Fe R B K 58. 0mmol/L<FBG<11.0mmol/L 4, 2 H il =K (total triglyceride, TG) 5 MAGE S i3 (P <0.01) ,4E % 5 MAGE
HEIEAIE(P <0.01) ,H o TG 5 MAGE #13& Z %4 & ; FBG > 11. Ommol/L 4, FBG i %5 BF 5 %5 14 — JJH [# 2 ( low density lipopro-
tein cholesterol,LDL - C) 5 MAGE £ 1E#H3& (P <0.01),H v FBG 5 MAGE & & $ i K. (3) TG . HbAlc 5 FBG & IF 4%
(P <0.01), " TG 5 FBG A3 Z %0 A ; LDL — C.FBG 5 HbAlc S IEAIE (P <0.01), " FBG 55 HbAlc 413 & B K .
% MAGERE HOMA - B AL,/ AG,,, FREMi A s HbAle FBG & MAGE 7l 57§41 1 2, Hoh FBG % MAGE i &% & , f AL
X AE FBG < 8. 0mmol/L i} ,MAGE [ifi HbAlc 3 &5 i Kk
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Abstract Objective To identify the factors influencing mean amplitude of glycemic excuisions in patients newly diagnosed with
type 2 diabetic patients. Methods We analyzed the clinical data of 100 patients with type 2 diabetes without treatment by cross — section-
al study. The MAGE was calculated using 72h continuous glucose monitoring system ( CGMS). Baseline data of patients were collected,
and blood lipid profiles,serum hemoglobin Alc ( HbAlc) ,fasting blood glucose (FBG). Everybody made a steamed bread glucose toler-
ance test (OGTT) plus an insulin release test, Homeostasis model assessment insulin resistance ( HOMA - IR) and Homeostasis model
assessment Beell secretion index (HOMA — B) were adopted, islets insulin secretion index was assessed by adopting the ratio of the in-
crease In insulin to the increase in glucose 120 min after oral glucose loading ( A1,/ A G,,, ). Multiple linear stepwise regression analysis
was used to analyze the influence factors of MAGE. Results HOMA - g, AI,,/AG,,, were negatively correlated with MAGE (P <
0.01). HbAlc and FBG were the independent factors of MAGE (P <0.01), while the correlation coefficient of FBG and MAGE was the
largest. In patients with FBG < 8. 0mmol/L group, the waist circumference was negatively correlated with MAGE (P <0.01), BMI and
HbAlc were positively correlated with MAGE (P <0.01), while the correlation coefficient of HbAlc and MAGE was the largest. In pa-
tients with 8. 0mmol/L<FBG<11.0mmol/L group, TG was negatively correlated with MAGE (P <0.01), the age was positively corre-
lated with MAGE (P <0.01), while the correlation coefficient of TG and MAGE was the largest. In patients with FBG > 11. O0mmol/L
group, FBG, LDL — C were positively correlated with MAGE (P <0.01), and the correlation coefficient of FBG and MAGE was the lar-
gest. (3) TG and HbAlc were positively correlated with FBG (P <0.01), while the correlation coefficient of TG and FBG was the lar-
gest; LDL — C, FBG and HbAlc were positively correlated (P <0.01), and the correlation coefficient of FBG and HbAlc was the
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largest. Conclusion MAGE increases with the decrease of HOMA - 3, Al,,,/ A G,,, in patients newly diagnosed with type 2 diabetes.
HbAlc and FBG are independent factors of MAGE, while FBG has the greatest influence on MAGE. And MAGE increases with the in-

crease of HbAlc only in patients with FBG < 8. Ommol/L.
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A, £ BE & sh 745 MU W ( continuous glucose
monitoring system , CGMS) (% [ tH, A AT 1t b I8¢ 5h 1)
AT ERAANBCR T OB S AE S PEAG
PEA B — BT 18 5 52 BBOK B 2 595G TE o B RO 45
#5 I & 4E W 5¢ ( diabetes control and complications
trial, DCCT) % B, & 1M 4 5% B T2 245 HbAlc JKF- Al
il DR 1) s R, 2L FE A R W PR R ) g 28 T A IS
(9 11% , F6 Al ok 57 T HbAle 9 B % fE 0 % B &
89 % 1 A= AU, i W bz 2l AT B 2 5 PR R Y H At P
Bz I R W SEAIE S2, S 5O PR K I
B RRE BN IR R SR AR B
TERVI W12 2 BUOBE B (% MAGE 2 [ R,
KEH WK SRR T,
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1. W54 BEER 2015 4 11 A ~2017 4 11 A
THEH EBE N WE 2 1) 2 B0 IR & 100 f
AT AR e D FF A 1999 4R A T A 41 41 (World
Health Organization, WHO )2 B R 9512 W s vk ; @ 3
W < 1A QKRS R0 7, R IRk
FHS w1 i A3 26 25 ¥ s @ JCAIR 25 1 I E B 3%
OHEBRE BRI 2 I A B H A 7T B 52 me AR A 4 it
By WO B R ERR . AR E B
P2 ot U, BB KR RN O IR AR

2. WFFE DT DAL AR B i B R L
115 BMI, 7+ CGMS Wil 72h ¥4 MAGE, &b J& 1f K
) 3 JH [ B (total cholesterol, TC) |\ TG ., /= %5 J& |8 &
B — HH [& B ( high density lipoprotein cholesterol,
HDL - C) .LDL - C HbAlc, 3t T 72h J5 17 18 3 4 ¥¥
Tiif e 105 (OGTT ) b g & 2% 88 ik 30 A6 ) JB &2 ) fE o
A& 73 B R AT 42 B 3l AR A 23 T AL, HbATe il 2 >R H]
151 A 8 v SBCHRAR € 3% 3 12 R D SR T
2 WA v BRI 3R L COIRI R T AL 25 Ok
B 55 T RE Al SR ] HOMA - IR = =5 Jif Jik & 38 K F
(fasting insulin level ,FINS,mU/L) x FBG( mmol/L) =+
22.5, HOMA - 8 =20 x FINS/(FBG ~3.5) , Jji {3 %
ST BE 5 B ( AL,/ AG,,) = (P2hINS — FINS)/
(P2hPBG - FBG) ,

3. 58T R T SPSS 21. 0 Ge it 2p B h) £k

PEPEAT G 3BT o T B AL A £ AR 2 (x £ 5)
PN A AL R I AT IR S PR R I M TS 2% 5 A
HOMA - IR \HOMA - 8 .FBG TG AfF & IEZ 4076, B
AR RO AT IR AL S5 AT M e Ge it o A , G TR
BTk Z o0k k2 A | A 20 i, L P <0.05 22
FAGI R
#Z X

L BFFEN R FEAGORL : X 100 $i4)32 2 TUAE IR

AT COMS, it A& R I 1.

®1 HAMKHERER (x£5)

kb WM (n=100)]  Takhehs  WGEM(n=100)

(%) 50.18 +13.39 |[HDL = C(mmol/L)  1.13 £0.34
BMI(kg/m?)  26.13 £3.55 TG ( mmol/L) 2.66 +1.96

FEH (cm) 87.78 +5.83 FINS( pmol/L) 57.18 +49.39
FBG ( mmol/L) 10.02 +4.46 HOMA - 1R 0.37 £0.35

HbAlc(% ) 9.56 £2.36 HOMA - 36.65 +£30.62
TC(mmol/L)  5.19+1.16 Alye/ DG 3.29£2.62
LDL - C(mmol/L) 2.82 +0.94 MAGE ( mmol/L) 6.04 £1.35

2. ZICL B [ )443 B MAGE 5 [ & T R AH
Stk L MAGE Sy X 7%, HOMA - IR, HOMA - B,
AL,/ NG, FINS S [ 45 f, HOMA - B, Al,,,/
AG L E AN A TTFE(P <0.01), )72 N : MAGE =
8.042 — 0. 388HOMA — B — 0. 444 A1,/ AG,,, i h
AL/ AG 5 MAGE HC R BURK .

3. ZIe B L H A 43 Hr MAGE 5 HoAth [F 5 AH
Kk L MAGE 24 [ 48 &5, FBG | JEE [ . BML, TC \ TG ,
HDL - C.LDL — C, HbAlc. 4E#% H H 78 &, FBG,
HbAlc ik A f & )5 FE (P <0.01), J5 # H : MAGE =
1.450 +2. 415FBG +0. 236 HbAlc, Kt FBG 5 MAGE
HHR R B K .

4. FBG 73 25 Z 04 & 40 Bl 43§ MAGE 5
HoAth R A &M L MAGE Sh [ AF &, FBG | JIE [H]
BMI . TC TG .HDL - C \LDL - C .HbAlc AFE# 4 [ 45
i ,FBG < 8. 0mmol/L 4, [ [# \BMI HbAlc ik A Fz ¢
FH(P<0.01), FFH:MAGE =5.994 - 0. 113 |
[l +0.246BMI +0.351HbAlc, H:ff HbAlc 5 MAGE
FE R B E K ;8. Ommol/L<FBG<11.0mmol/L 4,
TG AER AR T FE(P <0.01), JyFEly : MAGE =
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4.754 -2.472TG +0.043 4%, Hp TG 5 MAGE #f
F R F K ;FBG > 11. Ommol/L 4, FBG .\ LDL - C
AT RE(P <0.01), 7 # K : MAGE = -0.302 +
4.938FBG +0.453LDL - C, % FBG 5 MAGE ik %
LTINS

5. Z R B A B 2 Hr FBG 20 [H K« LA
FBG i K 728 &, B & ,BMI, TC , TG .HDL - C ,LDL -
C . HbAlc A% AR & EH TG HbATc AR #F A
AT RE(P <0.01), Jy K : FBG =1. 155 - 0. 003
WS -0.005 FERFE 0. 212TG + 0. 036 HbAlc, HHf TG
55 FBG #H G R Em K

6. ZICL k& A 915 53 M HbATe 520 5 % : L
HbAlc AN 25 &, F .BMI.TC ,TG .HDL - C .LDL -
C.FBG 4% A 22 &, LDL - C \[FBG #F A& )5 72
(P<0.01), 5% #~:HbAlc =0.269 +7.714FBG +
0.652 LDL - C, H+# FBG 5 HbAlc = B Hm K.

12 it

2 BUBE PR R A I 4 R 508 O RIE Y R
ARSI G, DLAE, HbALe J2& 94 i b 4 il 7Y
SARE, COMS FTIELUS | BF5E 2 50 L 35 5 5237
A B 425 1 D0 B B SR AR LB I Bl R i B AR
B =11 N e S B N = (= S 1Y = el 1 R A
AR E R A . COMS FiL & 1) 8 vl $2 4k ig 2 /&
FH Y I 3h 250, 40 24h S E M B /K SF (24h mean
blood glucose, 24hMBG ) | 3 14 [fil #% 7K S B9 F5 1 22
( standard deviation of mean blood glucose,SDBG) | fx
I K % 3h 8 & (large amplitude of glycemic excur-
sions, LAGE) | H [A] L% S ) 45 %} 22 ( the mean of daily
differences , MODD) L) } MAGE 4, MAGE 2% it H
PSR B R T e 0 (— s E N 1 AR ifEZE ) 1Y
IR B 3l , LA Sl W 1 20 48 0 19 Oy 1) 3k 55 HG 38 3 i
J¥ ,MAGE Bt A I i 3l 2 - 24 {6 & mT LA
AT I AR P A A 7K - I R e I 38 S O R, H
HIT BN g S DEAG P 0B 3 3 A 4 AR, Tong
ST — TR AT 228 BILRE R R E MBS R S
JHC Al i B i 3 48 K LB, MAGE. 55 5 AR 3l ik 22 | ik
A rh RS P UE R R 5 AH O, B MAGE /9 1ML 45 25 )R)
T AE Ty B 9% o R, AH T HbALe B9l & , CGMS
Wi & 5L F HARAE B 0% AN BEAE I IR )2 JT i o
R, AWFTER D IE 0 B 0012 2 BB PR 8 & MAGE
R R, BTE NI B E IR K2R SRR 5

AL 7, MAGE 15 HOMA - 8. A1,/ AG,,
SUE %, 5 HOMA — IR A A1 %, o AT,/

.90 -

AG 5 MAGE A5G HE R . W23, %112 2 Bk
PR F8 35 1)1 187 10WH I8 3 i B Rl TR B AN R
/v B Sl Pl U (R ) R 0 Y N Gl A T N
11 5 58 1% 6 4R B0 FE B G 56, Kramer 4517 58 5 X 61
5] 5.4 2 RUWE PR KB E HEAT O 4 TR R R B R Ak
FEWEIG YT Ja A B0, 00 b 2 m] DUGE 5 e = B 40 Ml
WS il A B T A B B . Yuan S5V R B, B2
Wr 2 UM PR R RS B 4N M Zh BE R IS A i 3
1850 A 3Pl . Kohnert % X 59 {5 2 Bk IR 95
SECE R A Y A R, R B A DI RE AR J B
HMMIThRE Y 5 MAGE #HC, RS RBURE RS
MAGE AAHSG, M4 5 B 40 i ) A A2 AR B0 25 90 1
2 RUBE DRI B MAGE (Wl s7 sz m R R . WA i 5%
R, AR N 5 AR S AR B 40 M Bl e 25 L % U0 A
SN ) 2 UM PR R A B 4N T RETE
W TR 2 5 i 9 Bt 2 AR L BBk 2R, R W B s i B ke
SR W g 2R )G 2h A4 M, SR USR]
HOMA — B FIl AH B &% 3R 73 W H6 8L AT,/ A Gy R F
Wil 2 T RE , (R VP4l B AR IR I 2R 20 WA 46 et & A F
FARZAL,

AWF5E &M, HbAlc FBG & MAGE Jit 57 5 1 [
Z, H¥ 5 MAGE S IEAIC, K FBG 5 MAGE #¢
FRBUERK W UL, 112 0 R AT IR 9T 1Y 2 BURE
JR9 35 FBG B = 5% HbAlc B 5 , MAGE Bk,
— 5 291 5 B %) 2 A 55 Pk 2 BUBE PR B8 I BE AT R
B, HbAlc 7 7% LA I 19 55 MAGE I 2% = T HbAlc
<T% W) B F, Pearson 1 % 43 ¥ £ B, MAGE 5
HbAlc S ZEAH X (r =0.229,P <0.01) " % —i
108 il EF %F 2 BB PR % B8 & I BF 5 SR W, A AT
HbAlc < 7% () 8 % , HbAlc > 7% [ (2 % MAGE ¥
BT Feerch 281 g — X0 56 48 R A4 )5 4
W2 5 A I8 3 R0 A OB PR 3R %A R PR R T B IR
I3 ISR HbA e 1 #H XT3 mk i BF 9 & B0, I8 I
35 HbALe AAHIE, 3 BUX 26 22 55 1) J5t A o] Be A F
FEX GBS ] FEAS 5 1) 25 57 DL KR A5 N P R
HPA K. T, AU FBG #4717 40 )2, Y
FBG <8.0mmol/L B}, HbAlc 5 MAGE #{ 36k £ ik,
FBG 5 MAGE A4, 24 FBG >11. Ommol/L B}, FBG
5 MAGE oM i , HbAlc 5 MAGE AAHIE, 1M Y
8. 0mmol/L < FBG < 11. Ommol/L i}, FBG } HbAlc
#15 MAGE A, Wt 2, 24 FBG <8. Ommol/L
Y, HbAlc # &, MAGE #% %, 24 FBG > 11. Ommol/L
A}, FBG & , MAGE # k.
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[, AR WF 558 X HbAle 1 FBG [ 52 0 B 2 43
ST 534, % HbATe 5% ma R 2 43 7 & 3, LDL - C |
FBG 5 HbAlc 5 IF 4124, H i FBG 5 HbAlc #2361k
iR X FBG 2 m [ R 4 kK 8, TG, HbAlc §
FBG R IEAH K, H i TG 5 FBG AH M feilm . a2
Pi,LDL - C # &5, HbAlc # & , TG #% & , FBG % &5,
FBG 5 HbAlc WIH JIEAH G o BH IR & BR T REAC
WEERELAL , B AAAE DR AC U i S8, I B 55 i i %% U0 A
X, Hussain %““ﬁﬁ?{éﬁ%ﬁﬂ?, 5 HbAle<7% 1)
BE &, HbAle > 7% 1 H % H [# % . LDL - C Al
LDL - C/HDL - C [ fH & #F T . Al RedLEl i JLT r
AW B, o LA 5y R HT o 3 B 2 DA 5
RO UG R, BT B s B A R

g4 A g 15 1§ ( lipoprotein lipase, LPL) & /K fiff
TG 1) E 2L, LPL (4 45 B3 s B 17 M #0402
PERT, s M sl TR B RAE I T R, & & TG 1y
SR K i R B Mg, E RSB TG KT . IEH
FRIBFET 2/3 ) LDL — C 2252 0438 B35 B, 17 (=5 I8 B
LDL — C 7% Bf {45 1 & A= ol 28 A0 6ok 7 IR BLAZ /N VAR
PG i B Al i A A T 45 3 23 0 L A2 AR AN & 31
LDL %, & s LDL 32 1438 i %5 Br 52 B, 1o+ LDL
F4 4% ORI B 918, $: 3% LDL - C K E T . By
WFFE N B, B Al M e 2 RO DR 1A 5 8 ol B %
VR, DR 75 1005 7 25 B 7 2 0 s 4 %6 W 1) 3 5%
TLEsh T HASEE B -48 [y i FBG 5
HbAlc Ay &M, DR A5 AR AR . (H R Z 50t
F& W, FBG X HbAlc 5 & H 2 i 5T ik, {5 £ b
HbATc &%, STRR Y2 A — . Kikuchi % fF 5%
%I, 24 HbAle <8% I}, FBG 5 HbAlc JoAH M, MM
HbAlc > 8% W}, FBG 5 HbAlc 2 IF 4 %, Scheen
2200 B 9E % B, FBG X HbAlc [y 5Tk Bl HbAlc
() 7 o 1 38 K, T Feerch %1 §F 5% % 8, 7£ HbAlec
<6.5% (1) 2 FUBE MG A R, B IOBE ) 2 (3
5 HbAlc FHIC 4 i B 14 J5 108 53 50 AT DA f B
HbAlc ZF 5[ 14% F1 18% ,7E HbAlc=6.5% [{) B %
LI 2 Il 2R 88 7 HbALce 28 511 50% L) |, Jf H&
T LA RS T I W R ] 0 R X BTk

g5 LT X FHIE I R L3097 1Y 2 RUBE R 9 B
& MAGE B B 40 3 W5 2y BR 4R 1) 2 I A e 5 3%
53 W8 BB AR T iR, HbAle (FBG Jj& MAGE il 37 5%
M P #, Horft FBG X%t MAGE 52w fie K, 9 H A #E FBG
< 8. Ommol/L B}, MAGE [fi HbAlc FF & 3 <, 1
FBG 5 HbAlc % YJ MG, H — % ¥ 5 1 g #H % .

B, 0 T2 2 BB DR B, BN B | R s )

JE R s I B S OR3P 1B 2 T RE R 25 136 0T, A1 SR I

D WE D Bl T HE 20 M O R AE B Kt UK . {3

AW FEREA AR BN, WE T2 2R 18 7 28 S R AR A i LA

Je 22w 199 R TR RS PR AT S8 R ik — IS
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