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Standardized management of type 2 diabetes mellitus in children
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[ Abstract]With the rapid increase of obesity in children and adolescents, the incidence of type 2 diabetes mellitus(T2DM) in children
has increased rapidly around the world. T2DM in children is different not only from type 1 diabetes mellitus (TIDM) but also from
T2DM in adults,and has unique features,such as a more rapidly progressive deterioration of islet beta—cell function and accelerated
development of chronic diabetes complications. Chronic complications could occur earlier than those in children with TIDM,and the

patient’s mortality is higher than that of TIDM children. Therefore , strengthening the standardized management and treatment of

children with T2DM is the key to the long—term high—quality survival of children with T2DM.
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3, R T B A R R SR
YRR B ORE, DL IUA BT 08D 7%~10% ., A5 T
KT ZAFA S M SO KRS,
2.2 AEIEHI6 B AR

A B L2538 7 (AN [F) S5 R A i S22 19 38 im
W, A H 2RSS e R S I R 1 B LBR B R FE 2R
B AE ORIy 22 4b A AR i R L it m] R I S
L IHE W o AL A R S BB I, 4 3 A TG
BULMMRERES . — RSO B LT O | B 2R A 23k
BAEMRIT BiR, BIRZIWIRYT BILK) HbAle HELAE
H BN 7% ; A W] AR U sl At A 7 @) 4 F i L] R
B ™A% 1) HbA Te 425 HAR (<6.5% ) 5 IR IS KURS: A K i) 28
JLE R AR K™ 4% 9 HbATe #5561 H bR (U1<7.5% ) %
A,
2.3 Hpissy

W BRI 3 P8 A B 0 T Ry 2 s A s A DX 3 R
JoE 5 23697, T2DM 2 B BB nT A 1 3R 4% 0T WG 25 W3R
7 . OE M2 W s iR 2 (HbATe<8.5 HLJGHEIR ) FL' 3
A IE & 19 2B L % = H UIGA YT ; @I BE = 13.9 mmol/L
HbAle=8.5% H 1A = Z—/RE R TCHE IR B AE 1% 8
(diabetic ketoacidosis, DKA) £ )L, T 56 (# FHILRIEE S 2 (5
VAR BUBR R 2R, Yk OB B 2R ) 1R T IR = UMK,
R s Q%] TEIRE/DKA L, 1 Rz sl o 5
B FIRYT , MG 2 I = MR E A 3 6L, — DR dfs
FNAIE  AkLk T 5 347 0 IR s T A ORI, 7™
12 MBE (=33.3 mmol/L) B JLFF VA i 1A 57 5 1 AR FRDAE 25
AR, 10 4 DL EBLCERR R BERE R 2 B2 BN 4
AR S G S ) HRUNK (3 SR & SR 2 RYT S
ANREIA S MBS T H AR, o) R BE T, $Esz
MU ks I AR K 1 32 ARl 3R ANk i & 2 0R 7 1 A
JUMAEASIAAR , B R B H 22000 S SRR RIS [ ) e
RO R AT o WU SZ I 2R T BUNGA Y 1Y R
JL, ZBE B R A W I3k B I B AR, 2~6 & P 4B LI,
> 109%~30% 198 52 Z 7 00, BRAFSE A 2 4h , T2DM i JL
AU P 52 2 7 B 2 AN 25 3 70,
24 RMF ARG

FE AL REAE (PR 35 ke/m?) T AN, A2 16 U7 2RI
4TI AR ME AR i AN (210) )™ B & e, AT 5 I8 T
fREFARE, RIFFARTFTE—NHLUR A1 24 RHATBA ([
HMEE RIVEHEIT 5B R B SR R AT N EREL FOM
) BB, — A 2 A SMREEE A A e HEAT A I
FARPL,

3 HERmIEMEF LT EE

JLEE T2DM 2 Wil il BB C AP TE S ITHIE , TR B A
AF /N R O AR A FE AL T 38 LE R W Y 6
W1 440, T2DM B LK 265 T = U HAB Bl kot
Tk f A5 15 DR 3% (IR 8% FRARHT | L 5 v ol s R P 46
i ) T BB AR AU 1 1
3.1 FHh)E

T2DM BILBUORSFHME L, W& 3 RIESHZE
AT AE GE SCARIS P50 R0 501 1l He = 575 90 A 3L,
13 % LU (4345 13 %) 7 DAY 1ML = 120/80 mmHg) [ #F
FrahZS R I, AR5 7 3 (f@ R 77 18 3l | BERR M A4 5T
I PO TG LR o BR AR Jr kB S 8012 1 5
A AR PSR B A = 55 95 B4, 13 B/ L) (g
1513 )T AERY IR = 130/80 mmHg) B LI TF 46 1M 45 %
¢ 22 5 i 3 57 (angiotensin converting enzyme inhibitor
ACED) Bl 3 E 5K 2 A2 B 7 (angiotensin receptor blockers,
ARB)IRYT . MURIRST HBRAAFRES A1 i U E<E 90
O30, 13 5 LI (48 13 %) AR I <130/80 mmHg!,
32 B

T2DM & JLWIZH KAy IR 8 /U LA, 5 B4R A
2 1R FRAFE /IR =30 mg/g o FHE AR, 30 mg/e
< IR F/HLET <300 mgfg e AR R, IR LR /LS
=300 mg/g FREE HA R, QRR A E AMUF>30 mg/g,
TPAE NI A 2 I, MBS WIS 05 Z A S B /g %
S RRAEAGIN 1 Yk,

FE AR E LR S P B H AR 0.8 g/kg, Bl
1R (R G s LSS ] ACET 2% ARB G771, K HEN
JRAN(B0) B /INERUE T %6 <60 mL/(min-1.73 m?) ) 28 L3R 24
F#{4H ACEL 5 ARB JAY71, X T RO L, el ) (4T
PRV FUUSF FCAE Al B /N BRIE R SRS 31 ) vl BB Bl
TP A A 5 1 /2 o PR 1 2 /LT L (D A B
B /INBRUE L AR, U2 B R,

33 AZmE

SBILWIS I A R A A IR TR 2 AR O A, S R4
A 1R, A I A FE A A AR AT AL TR 10 ¢ )8
Jo .oz JBAE R 128 Ha $5 535 XA RRSE AR S Al
AR SR, 10 g J& T B2z /2 SR R e 2k
(loss of foot protective sensation, LOPS) #cA3 WS Wik,
10 g Je Jp H 22 PR i R 4R /R A7 LOPS, 27 2 IR IE %
ol AT S AT HERR LOPS!™, %27 LOPS Mg H
flsE =X (2 sl Al P AN RERRR A9 B8 73204 T AR B A i ) Sk s
R A2 R
34 AR BRE

WIS BOSWOR A S E 3 i AT AR IS 2 | ) 4R
AT 1 YR, MRS ) T I PR 0 J 3 7 ) XU o 2 L 3
J , MUEE ] R4 ELARBHG A IE 5, 7T LU 2 4RAe 4 1 IRV,
3.5 ARiEARL AR

ARG ERR T (nonalcoholic fatty liver, NAFLD ) PP K



BRERKZEZER 2022 £55 47 H5 3 8 ( Journal of Chongging Medical University 2022.Vol.47 No.3 )

— 369 —
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