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3. ffer=Iit ARRT: SRITE 3%
Rrgia

. TR AN H 71D faHRd B8R T ~ 15 AT S d¢ Sl 8, e
T1D dTal Ugelt feiit & RedeR 81 A

. AT AT e wWylafts SR Araiarsitar are dmf
H=RU1TIDEAEI A

. % U T emzde Wufifts & T ~15% @1 g 8 3F®
3TZAe Wufafts arat 3T gar (80->90%) 15 a8t & HiaR
WA IRASI A

. T1D & URAR® g aret |l 3R TR Se & o9
WA R GAA S| A

. TR S TR ST HIRATS | TROT 1, TROT 2, 3R Gd-A&01 TROT
3 AYAE I el I UM Bt 8, AYHE PeluRreIg
(DKA) B! Te13{f BT S H Bl B, 3R | Hall 81 T &l
FY BT 3, AR AT ! dieT Jd F IHAH i A a1 facifad
P P o0 Tet W@ 1 & fou RERT #Rar g1 A

. ARE SR wWufaftfe Tdtemr & TAGH BT ITINT Fd §U
YT SRS W11 PRI H J = S RGH I1d o= &1 gga
I TG S A

. UMM AR SR dféd Whif ol @ Wufafts & Ay
g ST aTelt o ford fRre iR A=y AR Srfsat & ary
ST ST 91| B

o SO Wl o 38 R Y emar arelt SRR @ Fame
ot gr1 Wigpd SR THifT § Tefer o ge) o srpfea
o ST, 39-3Y eMgAce SiaudiEie ¥ forw W 99
fafdrean 3 HIFT 1 32 &t B AR e o9 &t 3ufie B 1E

o 3 AN BT UK ABYH HHTH! o Hayf H THBRI b Ugd
B IR, R8T 11D & 31IafRies a1 ufeRemates ATl & for
FHRIAD TS 8lail 8, U B 3! ST a1 T emia
THIfT HRIHH & SIRT UgaH g3 81| E

Wﬁf 1. T1D & =R (DiabetesTrialNet.org)|

o ABY™ o T el T g 2 1 31 Igde Wufaftis ard
el B FUR &I TRUEG HRA & [T OGTT & RIBIRT &Y
STt B, 3R wifd & S W A o) R 37 & o s
I o ST gPaT 1 E

. RS T8 B, HbATc, 3R FERISN SIS AT
(CGM) B! Gg I AIFEIIT BT AT &1 W BT S & ford SuanT
oo ST gopa & 3R 39 WR 981 fIaR fohan ot IebdT 8, S8 OGTT
TR ¢ 1 Juais TSI 21 E

. fRRe® 7S @S TKE0r a1 CGM TR U § o ufkar
! Rramr 3R e fhar s gohar 8 foR) DKA Y I & forg
aIRdld® 1Y b1 SeR! fd Jedi 21 E
&> TR 2 3R JS1T AU AT TN A&IUTHD» =RUT 3 HYHE AT
it B1 31l IR U ¥ UgaH B o 3R ifafvad
Iu-giffepur a1 RO BT TN DI FHGHT § (IS8R & g
TRUT 3a [fSHT T&OT A1) T TROT 3b [AEONED]) | E

3.1 T1D & TR
forr 1 7 fg@mT T SFER, T1D 1 IR =Roll § 9o s man 81

WU 1 TRIUA 3HEdc WUS, IHN &8 i, 3a-
TEOTHD

WU 2 AU Mgl WUldds, Wqelel & Uld S
TRRWLT, 3 IR W Yd-T&0NeTd

TUT 3 ADA SRS IRTEITS U SR TS b6l (IGTERUT b
fore g1 & 11D BT AgF»)

W4 TS TR I TID

T A BT SuTe o wifaRer Tfoaor 3R eirgaie sifrgd &
faora & fere uRad-a o=1 R 71D ifd &1 SafRies dR R Sifeq
T g 81 2 1 31 3M3Te WS BT [IHr [@ROT 1), WA
sl ¥, o o1e fewagEifimn @Rl 2) 811 §, graiif 3R Wi

C13Y 1 HYHE T DI QAT

T1D A 813 BT 15 T
St sty +
TRART
T
AT dTIRRATA S
T RARTED T IS T B! AT TS g Bt FAMGd AGH
AT STTATT BT > 2 qaRaAffs
RED CREER 71D I IR
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ol T BY 3 Tt Al H 3 SIgRIT BT U el I off gehlm| o
T H =RO1 3 T1D famRid g 81 o fomT @ier ara a1 d&onets gl
Hehd &1 UdT T 7T T1D Bl TROT 4 & =4 H gfofd fopar Sar 2 li.

STH TN D! o1 & U 1 D STl SHiad & T4 15 T gl
Bt 8, oM T1D aral ugeh feuh & Taeh g 3R 20 af Y 3y a%
T1D BT TR HHL: ~0.3% BT a1 & ~5% BT g 1-3 gTaifep I¢
e faru S aral TTHAT 85% sr=dt | T1D o1 TIiRaTRes sfaem gl
Eﬁ?ﬂl"'s

faf¥sr =RoT el 3 ShfEH &) e R & T SMTEeie Wuldfts
I s H~ 10 ST & HidR TRUT 3 T1D BT 15% SIQH Bl 21 6
3% AUsid, TRUT 1 TR T B 44% TP 5 T BT SR § 3R 80-
>90% TRUT 3 T1D fAsRId 81 T 15 ITeT BT ST § IR T2 &
T H 75% TP 5 T BT SIRGH Bl & IR TR 3 T1D BT 100%
Tofia SR grar g 1+

SHH-a13S THIRGRA Sl & SINT 70 ¥ 31 SR T1D
PRI B! UgTH B T8 8| 10 HLA DR 3R HLA DQ T1D & forg emr
YT SIS SEH YaH F=d g1 12 IATH SIEH d1d HLA
RT3y § DRB1*03:01-DQA1*05:01-DQB1*02:01 (DR3-DQ2 & &1
7 off d fHar ST ) 3R DRB1*04-DQAT*03:01-DQB1*03:02
(DR4-DQ8 % T4 ¥ 1t o {3 Il ) 1 38 T H, HLA DR3-
DQ2/DR4-DQ8 SiHICTSY ard sl & 3M1gaie SHicisrfct iR T1D &
forg ~5% SRGH BT 81 "6 HLA DR3-DQ2/DR4-DQ8 I - {33t
frdeRt & Sifem & ok gf Bl 8 S ~20% da ugerdt g1 517 IR-
HLA STRa® aTet S gRT Ue fvar mar ifafved sifew Aie dR R
3fd HLA DR-DQ gRT Ya fht 7T & SRTaR Il g1 Sead TR-
HLA 3fTafRe ATer INS 3R PTPN22 S & S gl 81 3 3R
3 SfgH &F UicfiviRe Sife R & wiia € S sigde
iR IR T1D & forg, faRy =g § arff o Shfew s o
P! GUR B P 1T HLA TR TR-HLA S ! e g 1161020 iy
FUY, 3gale MR [AHRid e &1 Siied garsii & 39 & Ty
IO | et & SR b 3R BRe! & yHE A Bl 8, B
T P ST B HH g 1212 TP ST, b IR o bt gar H s
3T SffeIaTeet fImRia 81 o &, d HLA 3R dieieiFe Siew
R T AYHE B WA B R Pl WP B & forg Yaiga= ada=
I A Had WA sl g1 3242

71D faepRId A a1d S=dH SIfQH aTet HLA Riiergy aral @il &
STOTd H B b 1Y fay TR IR T1D &1 e g, T1D & Aol
H gafarufia AT & AE@yul aNTeM TR USHTRT STed § | 27 S(eHT-
3ferT gafaReiia ST & sigdie siicergfct & e 3k =Rum 3
T1D % fahT ) I & oL Bs SIReH g Sl # RER fpar 3t
THTGT B | AT Sfaw il & 2R fafdrer siF - mafaror ok wafaRor
— YRy B URERS fpar & e § i 817 @ e 21
T, I 3R ThHUT T UHTE 3R ‘3Nfie TRidioed e’
& 1Y 3! UREIRS foba T HGMRT fag SR Sifead arel gt
T 9 ¥ 3R B g § THiaRT ¥ g | o B TS g1 2
AR ¥ 3T HREF F YFd $© I § §gd
B3R Siia SifeH & gt g1

T1D & SIfRH & T ST SR TR R 1 vohs F 7
S BpifT W et off ) B¢ 9 BraaaH Ay & s
Tfed, ST udieron & e & €t e Figd far man 8, A ag
IHg ¢ T wBIT wFtg e el & siafiRd @y @1
T & S,

T1D & forg wpifr ok RS & for syaw drsa onft oft sruy
? 3R 3fda: BB P IexT, RIMHY W S@HI YUlTel] & a1
3R I THTY Tfed B PRI IR FHR W)W

T1D WHIFTT Brichl & foe Srelaifere efPewmior sifaw ara o

T B, A1 TR a1 aTel T1D, 1 facis & forg geqay uem

T, 3R MRRSR U HF g RE I A1 gTaifes, o=

eyl 3R IdAM & I $3 i fFafed o § S Spif &

1T I SRl o) Teferd e €, For <feved i

1. DKA 3R 9 T BIE 3R et srauf et orr oik 7y
WP RS ;

2. = 3R URaRY B S Rt & S uRkad & ferg
TR T, 3R

3. et TRteoT gRT Yol & SIRT 3w FaR® Iu=R.

THIAT BRIHH DKA T bl BT HH B &d 8, M IR W 5%
B, 3R Tl A BT S HRA & Y RTAT § HHf 87 Bl
H B g1 323 FIF TR DKA BT &Y 15-80% a giam wR H 58
Bl 8 I TR DKA Bt AehUTH & THITId SHToia drH 8 8, forasl
M STorar @Rera TS, W), et e g1 ok gg aR ¥ w9
M B 1 3940 DKA Y TSI 3R DKA & HiasT & shfay, 741 7R
TRUNATSRIAT 41 IR GaWine Sefaiiie ragafie i &
a1 R-FRO Faly o § 2+ N gga § Hfasy & gyfe et TR
Sfedarst & SiReT &I derd 81+ ST 3felal, I THerd Bi
T B Wi HRIHH # g & o e wR Ao 3t fiar
T 3nelt St 12 e AT 3ade Ukl R Hf W, SgfeH
ARt 3 TR SR Rre & fore e e sifafvad v, Arar-fora o
il & &7 A R ATGAS T1D 3R YR BT HTa=THl B
TRAdT BT e B A Tag PR Tl § 1346

BHIT fFafma Ay aiemn | i & g Iugad st &t
ugar +ff Sl 8, foR® T1D TrialNet, TypeScreen, INNODIA 3R
GPPAD (MYHE & AHYM & e 3fye He) S wHif wewnd
RUERES)

T1D T UfshaT & g8 P} IAAH e Bl 3ad T 39 IR A
STIPT T59 ORY § b i S gt =gy a1 wuw
9ot & URAR & Fewl ae Ffad gt =feul faviy ¥u I, adam
e T & fob TR 1 AYRE D1 Y B R T Bt UIfl bl R TR
3TeTd] Bt Ja H URAR & &g a1el vl o dig wifusdbg &
FH! i 781 Bt | o faafee @y & TR & wU & uRarR &
T & forg Frafira Tl & amr SRe weif @ fmm o
TP AR HEH & Y H YA [T 71 § | 4 gTalifes, DKA 1 &
oM @i & 71D a1 usa feeht & Reder g1d § 37 famr aratt <ot
T o &1 g 3R T1D [IwRid &7 ardt i dt @3 9 &9
85%) | SRY &1 UaTRes SfaeT et §, Wi DKA AU & forg
STTRARBR SFHREAT-STUT BT BT STl Ri 2%
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gl

1. SGET-Td 31gae 3ferucisial hif

2 S SIRIH-XTRIPpd JHTSAT Jcciarst Shif

3TETC SHCITCIaral hIT Bl A& Tfad Marel § gd-&0 ard,
RO 1 97 2 AYAG, T T1D 910 AN Bt UgdH T §1 3T
TITCIaTSt udleror & g8 T iRt AT 3R G Yo sl
TN HRb TR0 fed Sieg]-of 7S alegH B Y& IR 8] @,
TR IR a1 AeETRe R & g u1d 3 9Ug &t gyt e 81
5152 g AHg! A SHICTIaial Bhif-T I3 & forg gvay omg Aufia
H I T (a1 3; SIS ST 12l § 3T by MY Ser ¥
Tl It ¢ o 3-5 I Bt I & o T IR g aralt fierg-erarat
THIT B} agT=iadr ~35% § 3R 2-3 WA 3R 5-7 T1e a1 o
IR-TR ST BT & WY ~ 50% Tb GUR B S Il g1 21
Ry =U 9, 2 af &t 31y ¥ TR 34 It = BT =i T
&1 € Ol T1D BRI B 3R BIe, dfp Heayyl, /=i b I
I e ST g SN Sita- & U8 2 I § aoil ¥ T1D &1 fadhT vd &
3R 5% U Yag 01 & N Go8 98 SIRAH & 1Y DKA Hi
I @R g1 s IRy i sefen fefa s T
Taghadr, fafkwdr, wdefe wWea uufedst, g sk
RIF GTeET B Tgferd B & fog sifafkad sregee o fazasor
CARIEESERI A

T1D & §¢ U SITGH a1 9=l & THg &1 UgdH HR & [o1g

4% 15pap

) 3yan 3Ry SRy &1 g3 ¢ | faafea el 3 3= safRies
R arat st § Uarat whif- ot fafte sgforat o1 SuanT fasan
21 3 v A Sfiaq & 2 ¥ (TEDDY) & WIRT &R 3 Ag & &g &t
B, TIafh $© T1ftfes TCIaTEt Urd &vdl §, 3R 3R 19 5 a Bt 3
P S HH Y HH TP IR B UTd fear g1 57 TRur3 71D H aoll §
WA 3R TR DKA & dgd ST &I SWd gU 9gd BIe a= |
e AR TR BrIgte 8 9ot 81 iR o, sR-aR wpif
e TR FAAIE THIGl R SRR AR e s =g 26

el gaT &1 o Sfgaie Sficiu<iaiel 6 & 16, I I BT T
B} UgTH B & o e At RS 3R FARER R &6t Ot
DI S <RI 3 TR Y <firar uRaR & e ot fardt Taifda <y
3rerre W AR gl oiR Tanem Suasar @ uwifad g Iy
e H GHIIT TG & T He A a1l of 3 dR R T
OGTT @I ATl Bidl 8 (3T TS W) | Saifp, o s=if
A a1 TR faaft =ies I % STeR 31 STl 8, I forg o e
& IUYH & THd g1 Tgi, WU 3 TID & e & Sifam,
TR TR % faded, BEuRTaTSHEaT & Havd! SR Teful &t
UEaH $9 &%, $YeM N & o T oot uRacH @t dart 3R
DKA &1 Jp & sR H URART &) TRIAL 37 &1 787 g1 =il

3% SfeNedtaiet @t fRURY & 1.75 g/kg (3ifdad 75 g) MfAF

TIARIG NI HREB! P IANT a1 S GHhar g, S M3
TN TP T 31firep A= 81| JAepum wteron &
o 710 & fapr & I=aw SifeH o s &1 HRAd I UgaH
P & U 3BT ITANT GPPAD H 1t fova TR § (SemeryT & o,
T Wi Sgfer udlerr &) 5

T1D & UG Sfigr & iU Safie Sifew &1 He IR W
SIH TN ST Fhell 8, S fb T1D TrialNet T, I WHRT SMrarc)
Ureliolfes SHRIH WhR BT SUTNT e Hedlidh+T ol SIIdT § | GPPAD
e Ho SRR BRIHH, HIGET TSI Th 1111 BRIHH P 68 P
Y T U U T QW Iad & Yssl F el SIRaH WhR Bl
oo R 8, FoR HiefeT Saret gfe &1 amH g 8 $fR sifafad
TP GXIET B SMaRIHA HH 81 et 31 s urehofe shifem
WR T&F FRR T 8, Wi TaeH & SFEU Te-Ra &l
ORI = aTeht ST 1 el S Tl § |1 IS8Rl & forg, Sfad
F SMMYR W it & 2 1% J =/ 10% T B! W B HH 7],
T T1D P ST B 10% Y TTIR 2.4% B a1 8, AT Hidwr &
T 71U AT ) AT ~ 30% T ~ 80% Teb 51T SaT g1 60 fbeit I=
T B 4 Ul I S GhdT § SRR Tifld ded st Bl
RAH U Tefuil § AT d HRAT 8, STafch HH FHT DKA BT AHu
B TS 37 & TIRH & AU 9gaR 3% B ol 8, 9= o
TS & A & 31 SUTd o) Uhs UTg| 35575 qdH H T1D &
for Tt uiciiof e ST TR &) 98 THH IR HIBRIEE STRiT Bl
W IR AR fsar mar 1 wafes HibRre @ § 11D &
A S §, 39 Tieio-e ST TR & forg st ar at Ara 8, a
faRiy & ¥ fafae sfoat & fore R fasa mar 8, sere-amdt
rafia ol &t sra=adsar gri s

AT TU J Fo ST aTel Al A SM3de Sfcu-iaiel Tt

IH S & d1 AFS 2 U HT OGTT I Bt Wi & e ol
A TR0 T 3N § * (USRI TYAT P TROT AU BT ) |
TP 1Y Fl, 211.1mmol/L (2200mg/dL) & DI ool DI TqDIol
37 % 918 30, 60, 3R 90 e & a1e; T e Sian B, foraest woifa
F ST B Fa P T SR R o ST 3 S g1 soe7
IR WISHT DI (FPG) o fore Sforai Feargar afeuia o
e
« FPG <5.6mmol/L (<100mg/dL) = TRUT 1 (AHFT HIRST Do)
« FPG 5.6-6.9mmol/L (100-125mg/dL) = TRUT 2 EHTS HIRST
I

« FPG 27.0mmol/L (2126mg/dL) = TRTI 3 T1D

2-3HTR WIHT B (FPG) & fere Afdrat FarguR alRufa & 18

&

o 2-3R WD <7.8mmol/L (<140mg/dl) = WO 1 @HE
I AR

« 2-3fR TIPS 7.8-11.1mmol/L (140-199mg/dl) = TRUT 2

(EFIS TP T

o 2-3ffR TGHIN 211.1mmol/L (2200mg/dL) = T3 T1D

3P 3Mgale siegdiaier @ IufRUfq | 34, o c- rEs,
YFAHT-TRRITES -2 WHfAfts (1A-24), HbATc 3TR BMI ST 30
B S! DI STe | WHR BI 70T BT o frerct 8 S =aror3 110 o
WA & ST & IR H THGR! U T 31 398 5-cZHUES
Srfadist fiaeM grad-egy 1 R WBR (DPTRS), @26 2-ClgHuIgC
DPTRS60 & 3R S35 60 & 3R R ersHuEe M120 % M B
S /T BT BRIEHT GHH WR R It & 3R 3l 3ITUS Tefeb el
TIRY (IGT) BT TN HA ¥ IgR g1 & gIelifch, I T =T 4
S Ul iR 3eqd ¥ SFgERU b UuH 40t &
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RTdeRT A ST 1 IUANT B fabiid BT T &1 2% M120 Th
3YATE & ST TG SHEe J S & Sel Bl SHfaiad 0 J SuanT
m%ps

Safes OGTT Tt RIS =it 3R garaff & R & forg Tl
e & 70 H B 91 8, Y w0 ¥ 3 o g8y udieron § yaw
Eq 8, A U8 g GHa 1 Wi gl 81| & dehfeties Rl )R
ST Tl B T § (@It 1)1

HbA1c AYHE B! TR YH3HTd BT T fafRiy dfcs srde=ita
Tohad 2| 2T BT SNfEH 39 Sy & §¢ Sar @: 1) 3-12 AeA
% e T fHT T HbA T B TR &) Hids! IR R-mede dar &
10% &t IS (fFafwa Fem» &1 3iad I93: 1.1 9, WaR &7
U 5.7); 7 2) & HbA1c HF > 41Tmmol/mol (5.9%) (faafaa
> 1 3Td THg: 0.9 T, TR BT AU 11.9); 3R 3) HbA1C
>39mmol/mol (5.7%), ST WA &1 TS Wi A ATl 81 3BT
& | HbA1c W F1R 367 & eyt ko= &) sraxadhdr § o
ot I wif IR THhd B, 3R HbATc H 3G <8 WM § Ugd T U
ST FarafaAd a1 FErdifee cHaflaR S yuifad FHR areft
3 fufaat & 9 81 Iavat 1 72

T St, garaht ofR Joas! I fora T WA 2T CGM T IuanT
HIP DS F b Fob1vl URadierd fewarar & fd sngere
JfEdiarst-"Rfed 811 * CGM IRafde T | ST U™ ol §
IR I &S 7D b WR P AT 91 g3 Teebisl URac=iadm
IIA I= B UG B H ITANN 8 bl g1 7 31 dP P Ja
§9 wTet feifdbedlT 31eaT H YATfet b1 SFAT ST o oy Uep Iuehryl
& U T CGM BT HTHT B gT, >7.8mmol/L (>140mg/dL) TR
T P T IAT H 10% HH T U a9 H 3 T1D & TR H g¢1 BT
80% SNRAH AT (91% fARIFdT, 97% NPV, 88% Tag-=fiad, 67%
PPV) | 7 gTatifop, IRy =0 § §gd Bic 5=l H, faviy =0 ¥ ggfeq

R F 3R HY Y& BY, TTPT 5% YHIU TGH B & 78 iR
3fip AU BT ATHT B

ORI DIPP Sfeae T ®, YSH WiTSHT W@ It > 7.8 mmol/l (140mg/dl)
% 91 e &1 Siyd 999, TRO1 1 & gt & 1.0 9 ATl & OGTT-
T 2 h GBI DI AT B XSH WISH TG IS Ja-1d Hidt Jadb
foRarait & W1 T TR SR HH AT e |19 §, Afb21% (95%
Cl 16%, 27%) BT SUETHT WIS FAGTITTAT 3R 94% (95% CI 91%,
96%) 167

TIU9 § g4-A&0MAS T1D § HRIGT SMBG BT Gelwal &
forg snerfoe T § 9gd BH 18T HiNE 8, Afe 98 U Wa
T § RradT ST 3erT @ a1 3 siibet & Ty fbar o
bl B 1 9O%6 3T ¥ TdT Iadl & {6 OGTT & IR Hiyest
DI 4 DI (85-> AYHT AT IGT & 1T 90% Tl &
fore ue faswia igas g1 e

fFaee wiem & s=i B Ydif & forg ol 79 & FU H OGTT &t
SR B O 81 ST OGTT WG gt BT, T SHQAH TRIAR0 &
YR W, Jbictd Wbl H 6-12 ARYE HbAlc 3R 2 ©C BT
UrRelfad a1 ¥eH @i [ 81 96 &1 WId & 3 Sifem
Irel =i Y 3R TR FRY < o Thell § (SeTeru & forg, ot
T 1A-2A, TT 3-4 33T TSNS b TY HH IY H Wb
B1d §1 3,6 TR IUAH 7Y, Ot FSTamzifiar 3} ugar g1 )R CGM
P SIS o b1 3| HbATc 3R CGM ST 39 ANl & R H SRt
UM FR T ¢ off TTHT 12 TeHT & iR $gfe 3 s
T AR T8 &, O /S HTcTebatan ol Telg 3 3R aer it
F FUH R1e L& A FT AR UGH 8| 81 FRRe S bl
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