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5% H E XKl R BB 2011 4R T2 W0
A BRI PRI ) S B0 5 R A Y i ORI

fE& 40300042 REH , RBHAEERBRF

WREE: WHFELEEERMLFER %5 (national a-
cademy clinical biochemistry, NACB) £ ¥ & fi 9 8 i M5 B
PRTRBZSEMAKNAE, EERIMEENE, KT
2 T B ™R I B SR LA B 3 B PR R T B A
#1i& % (oral glucose tolerance test, OGTT) S E .C K. B 5
Pk GRAA SR B R RS AR IRR, SRE B
X T8 R 7 (diabetes mellitus, DM ) 6 38 5 H i) 5z i 3R A 18
KEMN, BAX—EEHBRERLBERER MR, BREH
TREN RS A, HEEIFREGS R E RS
BERLTE, XFR#HETERANPR, LE MR 2 A 80
A DM KREIHH.,

NACB F44 6 HB¥ &M T X T2 ML 3 DM #9 5
BEREMBUMER B IMAY#RKIE B E 0 E
BB BT ITIRERER S K A& (BS), P O RZBEPFIR
BRIEB ) , & (R E LSRR (R E )4 Ko H#iEH
B SIBE KA AR (A), PR A B), AR LU
7 (C)F1 25 08 1 1) 1he PR 5K B8 A1 22 B (good practice points, GPP)
4%, XHXTHEENDEMIERE S LI ELEFERA,

1 MmEpHEENE

11 E AR AR mE . (A, &)

1.2 AT HBEAFER DM 5 25 6 A # Bk i 3% 00 & 4 %5 6 .
(B, ")

1.3 mAEBENEATERZANUERNT DM BENHE,
(GPP)

14 BERERMAFTFERERERBRARME. (C,4)
15 AHEFATEREAEMOMEAHRMEAESEE
WA R E T F B, (BLR)

16 =HMFHEBNE, BEMNTEZEL8h, (B, k)
L7 ChE A B R 4 R I R TR L5 S BV BRA VKoK
AP BAE 30 min AT B MK . A BEAM ], /T R A M
U], IR R 2 R . FT R 38 o R A U,
FALPAR RER BOMBY (50, (B, )

1.8 RIWEYFLR, WA AT AT EN < 2.9%, R/

B¥=<22%, (B,f)

2 WEABUNEMN

2.1 H A T 5 43 Y IE 4 2R WA 45 X i 8% 4Y (self-monitoring
of blood glucose, SMBG) #1485 i °] JH T #£ A Bf i 1 & 12 ¥ o
(C,%)

22 FAMNSHRKZERMNENAEEEHRTHATE
WiiThee, RRRAFHE DM, (A,q4)

23 AR ERBRRINIT IR E N A SMBG 1 b .
(A, =)

24 LUK EMAORZAEH A DM 835 ,SMBC B B T R 47
BES, L ST R S BURR T RRE IR A T4 54, B
AT ERENGE R, SMBG 3 R TR HMRER 2 &
DM B #H W ERIERMAY#H. (C,5)

2.5 X SMBG EREN#TES , BEMARES. ZEEH
% SMBG 152 B % W 5 45 5 FE 47 b AVR A 28 3 {8 AT AR
HERE. (B, )

2.6 Xf SMBG CAHEZMIBIRENR, £/ RM S & EH 4
W < 5.6 mmol/L.(100 mg/dL) Bt 95% 4R A< i M iR 2 < 15%,
Bl 0.8 mmol/L.(15 mg/dL), BRI M IRELERE, &7 T#
RAEHERAMKMEE. (C M)

2.7 SMBG #ll = &5 RN A M X W E kMRS, UESIA
AEBREMNNELERILE., (GPP)

2.8 ZEEAE WS4 BN A SMBG 1 R AT LARE & bR R,
(C,%)

29 XHAEHIRME:SMBC IR ESEARSNBHE . &
FEC M 21 78 (7 (HbA Lo ) 52 W B0 20 B % A 1K 1 8% 35 R |8 20
i K 5 S8 AN 8 s ) LB AU BB ) o X 3 N S R B A B
PRt 4 S5 R B 8 . 1K M WE & A 350 R RO 9 1 0 A
Bo REFRUWERELSR(WKPEMHALLE), (GPP)

3 ROERUMESELREEBENEZ

31 I ESEERENE (contitinuing glucose monitoring,
COM) %5 & 7™ #% 89 [ &5 2 T B % F 2 A K& i HbAlc &Y
ARTFR. (AH)
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32 MILE EMERRA, HEME HbAle 8RS W
BN g S ERR. (B,H)
3.3 Szt CGM uf & B B I L BE & £ 4K, &% SMBG
WHBA . (B, IK)
34 COM REEL I, ES SMBG & 45 R, th
Pl RE T R FE FIRIT . (GPP)
4 ERFMHHENE
T T AR 1R 28 M i B E B TG R T R M A 3R
B3R E K BOR A A BB R A B0 £ 5 =S B A fth
RIEEREERR, (C,#HMK)
5 ik DM
51 AR E DM WE IR A L ¥R 7E 21 24-48 w it
TERY DM KA. (A )
52 @ik DM MIZHKIE N 75 ¢ HER T B il K 45 R AE
RER BEREMES AL RARTEMEE DM 54
WRETFR AR HE. (A, )
6 EREEHERN
FEFEREER
(B, %)
7 WERE
71 RAESFELW B RKE I (diabetic ketoacidosis,
DKA) mf,DM BEFH BATRELT/ER N E N . RE &,
(GPP)
7.2 REENEANGER T DKA 2B Mgy i, (GPP)
7.3 DA AR i LR R 0 E R T2 DKA, ek
ATWHT N, P B-BTRARRENETHT2HM
WM, (B, )
8 B{hgEA(HbAlc)
8.1 DM [ 5% M A HbAlc DLBRER DM 5 0 12 i
(A, )
82 ST AN HbAle W& ¥ M A& E K HbAle 7
#4LT B (national glycohemoglobin standardization, NGSP) i
BRIFHIE 2 HbAlc ¥ 8| #13F & E B 5 (diabetes control and
complication trials, DCCT) ¥ 5 % i o A7) 5 NI ALES
BWEXEGKRAEKA SHEEL, (GPP)
8.3 SLKEMBMEEMIMK ¥ LK HbALe BEIM A , B
JANGSP M4t RE MNP # L MIERFEER. (GPP)
84 FTRENEHBTVHRLHNOGIE TR, REMLLEAERT
THET IS MM ELS R, ENEBARRWITEES. L
MWL ARFHIEE, BRAMM T EYL3IBUEHN
®%Z, (GPP)
8.5 HbAlc JEHBAEREDS . EH CV<2%, %5 CV<
3.5%, BRWMEHNHZEL 2AAREEBYEER. (BIK)
86 AMELRKTFSHEEMEMBES T 15%F , 8

IREEFERT DM B &K HREST

EEMERHE. (BK)

87 HbAlc MEHESWEARALSHEMNE SR E,

(GPP)

88 DM MWy HirR KX EMRRhSMNBERETR,

BN< 7%, 40 F B ™ #5 (9 H AR LA A8 5 L K A 6K I A

B IT BIE RO M. JLERIE A IR YT B AR B M, AT

UEG &, EMEAMMEE AEAE G2HELIES

MEEHLEREQNAMRE (EE HbAlc W2 ELMH

NGSP #%: 3 Al #1 I & DCCT., (A, %)

8.9 FABREWHNEEFTPWE 2K HbAle, MBUEIRITH

REIRIT RIERE M BFIE 4 K. (B, IK)

8.10 JHTFiZti DM & HbAlc fl E i b = 6.5%. Wi FE NP 3E

4% M NGSP J5 &l . B E W7 AR BAR T2

g, FLF L HbAlc MsE R R RF LAHERR . (A, 9)

8.11 REZFKI#Y HbAlc WE H T2 DM MHEEREAR R,

(B,#)

9 BEEHREY

M.ﬁ%ﬁ WIXT S WAL | A DM B ETME., Hi
MEAAE G HE )L DM, HiF e W ER LR AT REET R

XWMfER. (A9)

92 2% DM M EirEMBRMERE L, B

BIR MM, (A, )

10 BR%BEED

101 W HEBKREBEALRE 18 DM &5 193 DM %

B EERBR M A S RETHE, (B,4K)

102 REFHBES MM E SHEEHAHET28 DM, B

WEAWBESAIRE SHETHTRA DM AR R M A

2 HLA bR B A s B R R ILE 1 & DM M AT

EHR. (B,4)

103 ErRIAHFARS AR A SHARA 2 8 DM 2%,

PRAEL B R S A M B B PR T 2 B DM B ERIT R

B T REBL A I PR AT RS PR B 5. (B4R

104 HATAHHFEHBESARE SPARMA 1 2 DM B2EH

ER. MRS MR A FHAR R T RIS # A s KB

Fo (B,{K)

105 FEfi R c B, FIRR & 400 & B buidont & Ky i

WEAEM. EREFRTAPITHEIATLEA (B K)

106 FEWE,KSHME FHEREEATERERN,

HITEREREIFSMER L, (GPP)

11 REEBR(UAHRERNEBAER)

1.1 1% DM BEEHH LK S &8, LieREAQMK

B, BFEMENRAEATRE, 2EDMEXEHZE,

T8 R R R A YA YT BN AR 1K, (B, )

112 RAEAKRE = 30 mg/g L

TR LRI

(THH 183 W)
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(B 5EZER)

(L85 173 50

B, 0% B8 L MR BEKREY . (B,%)

113 WERAEHFTERHT CV Bi< 15%, (B,H)

114 REFEHEESFERELER D> 5% EEMRA
EOE, THTHE, EhAERTEIATEREHE.

(GPP)
115 H iR AR AR B 460 U R B 2R B 1 2 7 SRR S
(B,#)

11.6 EREEREA 12 H 24 DT HEZERINEEQRE;
S B B AR SE B PR AR AR BRI R /LB . (B, )

1.7 EENEBURRABRNENER . R 504 48 5 5
TEYHTRME, BEEBRE 2h RRrft& , BAE %ok (W
A IRE ). (GPP)

11.8 4N pR 15 8 H WK < 30 me/g WLET , HLAG B 5/ ek ik d %
(glomerularfiltration rate, eGFR)> 60 ml/(min- 1.73m?) & , i] 5
CHERRPRAELR, WEMERERREA= 30 mg/g
LB, B eGFR< 60ml/(min-1.73m?) , B 7 4F 1 52 5 L) i & it
MRAE. (A,5F)

12 HipnBEREEEHNRE
121 F B E B S R C RS & R F X DM BE — kL
fER. X 1 RUER 2 % DM #) % 5 K 2 5 16 K R B A /G 80
B REE HE A TYI. A e R fmiE C kA
By A5 1 EIFD 2 & DM, #5402 A DM 8 2% B B F At
(B, %)
12.2 005 I 395 B 5 R X IF A A8 3 040 I R A S I 4 AR
o WHEEAR MR X B E WIBIT k. (B,F)
123 HTHABRSRNEWEERT, FERELNE
M7 R DU SR EAE WG R S B A . (GPP)
124 HEC ZRIUESR STHREBR S E DA KW &/l % A 4 )
T DM BEKZE. (C, B
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