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Research advances in type 2 diabetes mellitus with obstructive sleep apnea

Chen Jiaqi,Xu Jinghan,Liuv Tianjiao,Wang Li,Piao Chunli
(Department of Endocrinology , Shenzhen Hospital( Futian) of Guangzhou University of Chinese Medicine )
[Abstract] With the increase in the obese population and the aging of the society, the incidence rates of type 2 diabetes mellitus
(T2DM) and obstructive sleep apnea(OSA) continue to increase, and more than half of the patients with T2DM also suffer from OSA.
T2DM patients with OSA have a higher risk of developing macrovascular and microvascular complications , which severely impairs their
quality of life, and early identification of T2DM patients with OSA can improve their prognosis. This article summarizes the latest re-
search advances in the pathogenesis, biomarkers, and treatment measures of T2DM with OSA, in order to provide insights for the
screening , diagnosis, and treatment of T2DM with OSA.
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T2DM 4 31 OSA BYi2Y7 SR AtHT .

1 &RmEHLH

L1 OSA xR 49% oh

] 8K M I % (intermittent hypoxia, TH) F1 i HE A Bt b
(sleep fragmentation, SF) f& OSA [ 4 JCJp5 BLURFAIE , 002 5 2
OSA BHBEACHIZE AL h A IR o TH W] E 5 R TP
HEIUB NG 7 2 21 45 0 0 SR AL AR, B0 MR W B v T A
7 W L 3 TR R ZHEPT (insulin resistance, IR) F1 B 41 Jif
T RERE NG5 T2DM B M RURFAEN - SF AT 5 00 I RO it
[ =N 1 N N W V& L= = R At ]
Thiss MBE". OSA SO 5 3 & TH FI SF T~ Z R HL
ML REIVE ISR AR 2 R 28 R GE I AL R Gtk
RAE ML T e igi - 3 A& - '8 _E IR (hypothalamic—pituitary—
adrenal , HPA) & g i PR 7 2028 45
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L1l SRR RGOS BRI 1 S B BH ZE 1 BE 1Y 5
B A2 MTLE DU P SRR sl ik P 2 Sz 4% , ik — 2D B e S M 22 Y
T, Il 22 R G BE SO & S BULZR B iead BEREIL
T 2 o AT i 2 F LA S B, G AR T R R
I BOWE A B A, BRI A 410 JBR 2 3R S B R A
BRI, BT S 20 200 B 5 3R A U , 75 S IR 5 B 2
PR IR B B 2R A3 IR SR 28 B e ok FE T T A2 ki
07 53 8k, 52 v 47 V7 125 1 07 P2 (free fatty acid, FFA) 7K 7, Jin il
IR, PR S 22 2R A A4 L A0 A0 AL A 2 T
8 2B U B 2 AR A 7, /D WL A g 45k
IIE SN

112 FARNIB S R -1 52 S R AR AR R
ARG TN B4 A A 3 TG M 4 (reactive oxygen
species, ROS) B9 7 A= 3% i 716 5 11 40 ML v B 48 4 B 8 10K
- R AN AL T 2 (B 1P A B ROS T
i F A LRV Jiy 28 20T i 8 R A 3 i A A B R RE g , O T
REXS A IR DT S B ST R 2 B ) JB 5 B 240 M A 3
5 TR e B 2 T

113 MR 735U OSA REEERY IR I R 7Y 2o J2 £ 1l
IR MY 2K R . TH AE B b B 15 40 2 9% 3 mRNA 3%
ik, LI O S 2 R G RN R -1 SRR R A S
MBS R K-, gR A B 3R A & B 3. e R
IMLAE AT 755 ROS B 7 25, i i 40P 10 S80F0 9 A e ™ e
A TH R0/ IN BRI 3T3-L1 Ji 17 40 g A AR B 3R 43I, IR
TP R I 2R ML JB 2 3R BB R R, 5 T2DM i R AR
JRARASG . OSA fR 3 AR 401 18] fr) e S0 0 8 P A A IR 3R 11 7
Az, TTHRDT R K B8 T i T A 54 B AR BE ARAE S W™, 5 &
IR, JB Wi R 73 il A0 & 3 1 5 (secreted frizzled—related pro-
tein 5, SfrpS)VE R —FpPT R A HT A -+, ALt " T2DM L OSA %
SfrpS5 KV R, 45 R 2 FRARPT S B OSA = H AR JBE 52 97 A
SRR, RN, TH AN SF Xt 45 i s D 7 ) 2 ML , LA B ik 2
Ji 105 PR 7 OSA AH S Mk AR AR 85 25 L i A AT o5 22t — 45
1.1.4  HPABBIE  THAISF XML 1S ol —Fh i vk Fpak
IR, 1 & HPA B P35, 3502 5 B R B B o) RE™.
IS PRI 1 S8 2% T o s T R UL PR i A 44
TR S £ D/ A1 o 2L i £ 2R - 14 ) 2 R IR
TR 5 B 2R M B4 23 WA D) RE A R AR T U ACI™Y . BUAT
FE O OSA X HPA Jift B HOX iU £ 25 A 52 3 S (4t 17 42k
P, {H HPA Bl i P72 OSA AR SCAR 8 25 8L iy AR LA ATS
T B2

LL5  RGPESIERN  OSA B S A B P A S i 7
A] I A% L F kB (nuclear factor kappa B, NFk-B) G175 S
K+ la(hypoxia induced factor, HIF-1o) %5 48 0E 0 % , 5158
M1 2 5 g 40 0 1) 8T S Al A , 5 RS B 5 P S I i 48
200 DRY 3 4 ) P £E 2RI PR A 2RO 2 W P,
PO B ZRWMER KT N T2DM 1) % A ™

1.2 &4 OSA 89 %k

H A JC0E PRI B3 OSA B R B R R TF SR 3 b,
EA WL A BB PR AT RE 2> fin e OSA #Y ™ AR Z , 4 rp]
RESHE IR B A28 W ey BRI E LA B RE S
AR 25 2 298 1) I A2 3 2 20 9 AR ot 3 42 1) A £ 5 B0 R 2
Iy | SO i C N 1] a7 = R AR & LR Y N -5
RAE , T BEE RPN 205 FI AR 22 D BERR A7 SRR
B A ST B BT DR 85 AR B B SR R OSA &
SR TR A AFTE 22 57, DA HBE RO J2 75 S 35 m OSA 19 %
o AU
1.3 IR % T2DM &5 OSA 5% h

IR 2 FECT2DM i i 2, /2 OSA 5% T2DM [ EE
BERIER . TR LA e A AR v R 5 3R I A AR
R BRI ZRAE P TR v A TG ok 4 o M A i, (L
AE A U0 RNG U 25 i, DA T 85 e LR o g IR T A i
JUT AR R

TR i 3R SO N 107 1l I 0TS, S B IR FRA KT
o FEEL R IR FRA N B AR AR, e
FURREEIE™ . IR SIEREVESTE BUB G , (2 JE S PRk
AL, TR Koo & 5 R B BUA 220 o—Jun S0 56 A S P
fitf 1« B LA B 1 NF-kB &5 5 4E {5 538 [ , {2 2F b5 I 58
¥ a(tumor necrosis factor o , TNF—a) . 2 i1/ & 6 (interleu-
kin 6,1L-6) \BLAZ Al il #4 £k 2 1 -1 (monocyte chemoattractant
protein—1, MCP-1) 98 32 FIHKHT 2% 45 02 48 4t M 8 09 A= i
FEBEARARIBE R ACF, TR 4k & ARE 2R R M AR BE 20 LA
KRBV R B R R AR 546 5 5 A EOCHK , i T2DM
G I OSA BEACIH ZE L -

TR S22 5| Ml s P LA S ) S B2 TR, T OSA £
FAEA A MR AR EREL AT RE S8 TH USRI X 743
WA S, e LAk R 1 S8 M A N DR T o B 3k 3 BUW IR AH
IR I I ZR K Y- TC VR AT A T A0 e A AR 8 T
AR N [ P R A 28R 2 1 B, DT B R R e H ol =
Fig (triglycerides, TG) ZKF-TH i o EAh, IR FHIC RN 5 HE Ty
RE R AT 02 0 FRA ARSI, 5 TG /KA AR 24y . it
T =K T S IR 2R BRI P B L AT 2 i 2
JIE P A T Bk 2 AR, R T, TR X T2DM 43 OSA IR 53
PR LA R RIE

TEIRARESTT , A0 2 1 SORIAR B 03 115 28 2 88 T e i
FRBE A2 Al 0 1B I Ak 24K 7 ) (advanced glycation end
products, AGEs) FTE il . AGEs 5 AGE Z R &5 & H 41
ROS £ i, HL A 8 38005 NADPH 4 bl 40 il Py Rz 78—
PR B P, 9 — 25 3 BUN B I RE R A A > — AL A
(nitric oxide, NO)ZE B!, BEAh , IR {3 5% 2R A4 18 4% 1] 12
AL S AT LA AE A, e B I8 22 24 Rtre AL 2
T T ( mitogen—activated protein kinase, MAPK ) 38 % , /¢ 9F 1fit
EE, Th e A BN IR B K, R 2P E A N
B TIRE N0 3s Sl ok ok e R A 1 A R, NO A ) BE Y
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A, 2 T AR PR R G 1 BT 34 iy R R 3% (H %R
IE R TE T2DM-OSA-JIE it f8 2% [Rl B B 5, BFE T2DM L OSA
DL I T2DM G 3F OSA [ 5 2 AT PE N A RRiE St

RS R IMAE S T A8 W78 I AR B, 457
T WL AR B L 2 RS A5 R TR T2 oK 40 45 0 2 LA R O 4
MR NG, 3 H AT A B[R] B00E MAPK 38 A1 B 28 - 1M
B9k T - [ i R 48 (renin—angiotensin—aldosterone system,
RAAS)PY, i MUHRAR S 23 08 1 Jmy 38 1Ml 4 SR 5K 2% 11 AN AGEs (9
TE R, 4RI T I8 08 B TR R i 2, i — P S B RAAS B 2K
7o RAAS I & OSA AH G i 1 AL 2 —P, {H IR A&
B RAAS UG /& A5 78 T2DM A I OSA i 35 A7 7E & A AT)
TiE— PR .

2 T2DM &3 OSA E=WtRE

WY 22 S N W I 112 OSA B9 AR i, {65 T ]
IR AR SRS BRI, A P A DX R 0 2 R iz W &
F£ OSA 1 T2DM &% . T2DM & 3 OSA ¥ K (1) S8 AL R 12
PEAIR B S RE ST PN Dy R A i 1 PR oA 72 A 9 L = )
A HEREHETE T2DM 5 3 OSA 12 1B B S e 1 2 R A A
YR
21 KEARED

OSA (9 TH =90 41 40 i I8 HIF—1o F5 A , 24 HIF-1o FR
B, SRER IS BN FERSIE AR Y (PR SIS , T2DM
A I OSA B 1Y LT HIF- 1o /K -5 97 8] - 2 4801 A 5
A IE, $ 7R MLVE HIF- 1o AT REK R T2DM 83 OSA ™ & &
BER A bR &Y . 0TE W 5¢ 5 8 4R 1 (chitin enzyme pro-
tein—40, YKL-40) Jy RGARIEFR L) , Sun LAFHESE R I 1l
T YKL-40 7K P35 1 & T2DM & I OSA [l 7 KU K %, 5
H 19 23 I8 MUBE (fasting blood glucose, FBG) B4k ifil 21 2 1
(hemoglobin Alc,HbAlc) \1$ﬁﬁ*5§&(body mass index, BMI) .
e VTG i 5 2 HK BT T8 5L, C S i 2K 11 (C—reactive pro-
tein, CRP) & IEAH ¢, $87R ILTE YKL-40 ] £ 5 T T2DM i
HA T OSA U XURS: . CRP 1 TL~6 42 B30 48 i bR i 1y L 1R 4T
A A LR S HIF-1 R SE K, Fleming WE 259858 5%,
3% B4R R B AE P T FN T2DM 4 JF OSA By KRS . I
T (sialic acid, SA) e HAb 28 i FE PR AR 5 BE R /N, B RE T
VAR P9 (1 IR, 25 5 S IE T 2 IR, 5 3140 OSA B %
AHEL, T2DM A 31 OSA B 1L 3% SA Fl CRP /K-F T8 &, 42 /R
H I T2DM & Jf OSA BB & Bl S fE e I 2, H SA KF 5
OSA J™ T 8 BE AH 5 , SA 347 By i A& T2DM 1 1) OSA 4 .
TE 15 25 RN VO 5 R B, 55 B4l T2DM A L, T2DM A 3F
OSA 35 Sestrin2 | H M 21 i 5 3k B 40 2 LG ABL (neutrophil -
to—lymphocyte ratio, NLR) | Ifil. /M 5 Ik B4 41 9 FUAH (platelet—
to—lymphocyte ratio, PLR ) 7K -5 o Sestrin2 J& W M5 S E
1, 5 4 A AU AR JRARAS AR DG, NLR I PLR J2 )42 e B 4>
B RAEAKT0bREY, HAKF- 5 T2DM A 9 OSA (1 2 Atk

B LA EOK TR 5, = A T LA HER 6 L T2DM
B OSA By & A UK o 3% 025 A5 5% /R T2DM & IF
OSA F855 1 1LB% - 2 8% 3% 20 08 B2 (mean amplitude of glu-
cose excursion, MAGE) | I3 22 i K 7+ (1L-6 . TNF-a . MCP—
D) 7R3 @ F 54l T2DM B4, 045 & MAGE FLYE 5 4 F
TR AL AT A B A T2DM 45 31 OSA B9 .
22 AMNEHAREY

AAL R FUR OSA 537 T2DM T ESRBEHLHIZ —. Guo Q
SRR ZE HE Y, OSA S AL I bR 75 ) B 4L i B 1 (thiore-
doxin, TRX) ¥ & 5 19 W% 87 1551 38 < 48 4 (apnea hypoxia in-
dex, AHD) S IE H, 55 50 AR R L, 2 2 1B OSA 7™ B F5 BE
MIbR 2 — , wOR B2 WnE7E T2DM 4 31 OSA 35 . 3-1i
Fe % 5 #R (3—nitrotyrosine, 3-NT) Ji 2 [ it fi% & 12 ok 3 5
ROS T M U A5 07 AR T B A0 RIS (977400, Bl R 2 4
FRE A AR S, B UK SECOET SR ROR , S A T2DM AH L
T2DM & 3§ OSA #.% 3-NT I 3 25, 3275 3-NT & A7 BhiR Bl
WESIF OSA Y T2DM i .
2.3 N EIAREAAREY

N EZ 404551437 1 (endothelial cell specific molecule—
1, ESM—1) & —F N Bz 4 T e B A bm i ), 55 AR AE (BT 43
TF-ZRIZHGIMAH K, Kanbay A FPFSE SR I3 ESM-1 K
55 OSA J 7™ o F8 B 0 57 AH 3G, ESM-1 1 BEJ2& OSA &
WMAE Y R 05 ) —Fh bR 4 . ESM—1 7R A] 52 B T2DM il
B 00, 48R LI ESM -1 7T BB B i 25 4 JF OSA 1Y
T2DM My E . BB R I T2DM 49 OSA H# 19 i i
PR I A R R A3 1L R -1 A R I A R
K8 AL T2DM A, I AHT 5 LA B A% o9 i ik
EWKERIEA S, AL, ESM-1 KA 56 45 P B 5 A5 bk
B S5 T2DM A1 OSA B % Je , D |34 [K -5l A B 3 Al
T2DM & 3& A I OSA FY R .
24 JEW AT

B R — P R JULR BT A 5 R T, T AR g
HE W AR LU A R K L DT AL 2L TR R A R R Sk i
FEAELE E HeAs T A 40 A A AN o fh | AR AR i
W R SRR ) - 1 ] A s A 4 2R G B I
2P R S 2l B3 A LD v 1 R D IR AU A, Y A T
AL A 1 B I 4 e 43 Al B AR I 20 A3 14 3 4 Al
J R 7, AR R A R s B 0 A B A S A A,
625 7T T2DM F1OSA (W & 4 . 54E OSA 1 T2DM &%
HEL, A OSA /Y T2DM B35 17E SRE E il % 81 &
NG NEE 3= G SR S SR i R TR: = 7 N ey
JEXT T2DM i A OSA fB 3 747 G B A DU, LA R il
FE BN B T it
2.5 REHEZR

W HERZ TS (microRNAs, miRNA) 84 B T T2DM 4 3
OSA I XS 3 Al . Uchiyama T 250 5% 578 TH 8 1 F i
miR-203 , 755 T A i 45 15 P R — 1 1 — J e/ g A 48 A4
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KA A, INEAFIE IR, Takasawa S ZF11% 81 TH g _1
T U T TL-8 B 22 25 UL 3226 1 A9 mRNA K-, 37
FHLN AL % £ A, FECEHENUIR, M4, TH 1] 5:3
3T3-L1 /N AT SW872 JIE 7 41 L 1) miR-452 =ik T, T+
BT TNF-a il C-C 3 7 L R F B —2 /K-, 4k i i 4l
B W A0 A 0] S RE BN, B AV 12 38 AR, bk
RS, miR—-24 MM SHU CROKSF-FEfa AT
OSA 1 OSA & I HEJHE B & P RS T8, 278 miR-24 5 5
OSA A T 8 5 B 4N I B A5 AH 5C o ] 4 46 S5 98 e W,
T2DM 4 F1- OSA H3% LT miR-34a 715 W iR, DL B
P45 KT ~1 (sirtuin—1,SIRT-1) 58 B F i, &K 4512
Wr 59 ROC Hh 2k F A9 M FX (area under the curve, AUC)
0.935, 24 T2DM 4 J1 OSA 111 R 12 W 4 41t 5 22 2 4R
A, miR—203 \miR-452 .miR—24 . miR—34a 5 7] J] T 25 5%
LA I OSA Y T2DM Hi .
2.6 RMAFAAE MM EIRE

AR 2= A W 20 2 7 W X T U3 5 T2DM & 5F
OSA B EH BA —EMSH M EH. BCAAs 5L bR TIRER A
AHE, 2 IR (2R AR 9, Xu HY 9 4 2 B g 45 56
N, SR CHE B2l BERE A L, OSA fB 3 1Y 0 RE S S R
(branch chain amino acids, BCAAs) 3% ik B 12 14 i, 42 /R
BCAAs A fE /& OSA 471 T2DM B # 1 1Ci4 . Lebkuchen A
SIS B OSA B3 A BN SR L 2,6- IR EE-1,7- A b
IF[2,3-b:3",2" =ML BE . 9— 1 7S B R L 6 2 D0 0 1 P S 14
i, 5,5 - — B R IF AN L-43 e KSR R, B Rk gt 5
5 R R 8 R A G 11 22 AR v F AT OSA F8 %
ARG ZEEL I AR

WA M2 2477 16 , Tang SS 251991 15 T2DM 4 3 OSA 19/
BRI 245 R %5, 5 T2DM ZHAH H , T2DM 4 9 OSA 41 1Y
FEFFIA ELFF IR R B2 R OT T B, TR AR T- 1 i, 3
SR L 5 T2DM A I OSA 41 i i) [ 28 2 i 2z . CRP . %5 I8
I HbA Te AT P2 48000 R EE AR I 5 SR AR B4R 4
X, MAWREN, WA LHREH GBS S SR
OSA"™ 33 TR T LA B 7= A S e G WU ) AR T S 224 L FLIRR
T AUUFF B OUEE AT B 25, A5 00 A T2DM A8 5 i 0SA
R YR 43k A 0 41 AR AE T R 5 M0 AN T2DM £ 3 AR TR o
A & T2DM A 3 OSA BUIh R AL My 4L AT 15 b — HER 5% o

3 RITIEE

PR B2 B RS T2DM A OSA 19 I HL kA BT ikis.,
R E BT NS F T2DM A& 31 OSA i FEARTA PR IT FB, &
SLE AL ARG 7 AT R AL B, 45 F T2DM A1 OSA 1R YT
. OSA Y F 2R YT B AUl B ¥, AnFRse UE IE
J+18 3. ( continuous positive airway pressure , CPAP) | T @i £
%5 ¥ (mandibular advancement device, MAD) 5% < i F R
S5, R By 1 EAR A0 E) BB BG . T2DM S e A

Kot M AE 3R 75 W BEME 2540
3.1 OSA %7 #ik

CPAP /& OSA FZIRYT Rt , CPAP 38 2 2l 36 1% (] filt 4
RS KRR HA IE VR . Herth J 2858 87K , CPAP
1697 AT W] A HbA Lo, T HbA Lo 9 A 55 4516 CPAP fifi
BRI ARG o BR T A3 WO M SN, CPAP X T2DM #2351l
Wl Tl A0 355 S 8 B T R R B R R PR R IT
AL A A RE 2 Y i 7SR e R e . R H A
X CPAP Xt T2DM A OSA £ 34 I BE AR 5 5 g & T RE (IR
TR P 5 T B 22 e 0 00 O IE B 2 L {ELIE MY CPAP YA
IT— R LA R T B H RS, FR 5% F & 0SA
B BRI RLA ) CPAPTARYT 4 hik DL I FREuA Y7 A 5k
3AA LA, [ B R B A v T B S AR 25 e R

IR J5 16, Lam JCM S8 72W0F 58 6 B, %t F & JF b
OSA [ T2DM &, 31 H 1Y CPAP AT T BERR AR Holke 45 & FnT
IR, MLAR T I, Myhill PC 25 0F 58 45 5 6%, RE 40 (iff
2 1RR) S (12 1~2 1 H G ) J5 8 CPAP, 8% 34 H
CPAP YT J5 [ I g /K P A A7 B 8 A8 1k . (FIZ AR SR 0 A
BAE L\ BUE R 32 BEIR 25 W0IR YT, SEER R 45 i AR, X
A RE RIS BIPESS R IR . H AT AR T8 IR TE B 24 TR
PEUESZ ] CPAP JAYT % OSA & I T2DM AR A3 | 1fn HE Y
SZM, {H CPAPATY T A by i3t £ I | I | I RS /K- 1 il
WIGTT , AR & A CVD 1 XU

CPAP 4% [ 4 4045 K48 B 447y i 82 OSA SR A 1Y
T BEST IS AR AR — R R R B o AR 1R R AR M 22 0
CPAP [ T BB . WF5T R 109%~14% B4 {E 3552 CPAP
IRIT IS AAEFE B[R] RE ¥ B4, MAD 7] fig & CPAP [ —
v AT R T % . (B B ETA JC MAD XF OSA & Jf:
T2DM M4 B BT 535870 , Baslas V 25 0F 58 & 30, 164 HF
FAFEEE OSA (1) T2DM SR 7, MAD B g R AR EL ART 3
IR Ir 8 I 1 2 (Epworth sleepiness scale, ESS) KRR A AR 5t
TR B IE A3, [ g IR 0 B AIC A% B2 OSA JR 35 19 HbA L.
A JE AP Bt CPAP 5 MAD #2787 T2DM £ I OSA 1997 &k ik
frEbdg.,

HoAh B X OSA 1936 97 T BE AL 35 42 21F 0 49018 i ol AU
A OGRS E AR T TR S R AR LR
T F AR A o F T ARG K 98 B R A R R ok R
T
32 AFFXFM

JIE i 232 4 S 1 OSA 1 T2DM f 38 19 16 16 B 25, o 2
OSA 5 T2DM wp fg SC S iR 2 B 3, ik A 76 5 =0T 32
T2DM & I OSA (il . ok B U A2 B IR BA 37 F 5277 N
W G0 JU (R BREAPF 9 S A T 0 S B0 W il a2 1 =T
A A T X AR L AT A 25 4 R L RE A I TR I, T
Ik OSA Y /™ B AR, -5 v B MG R 5 1 I [RT D RE R R, 7
T2DM i, SR ZIBITFIY OSA JH 81 CPAPIAYY , 3 LA T
I T T Rl BT B, AR IS 5230 OSA IBYT H AR, i
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L3 e D i e AT R A B A AT g 2 AR 1,
B (1 4 ) A, AR O I 0 XU 7
33 MeHEhy

JIELJBE K B T2DM 45 9 OSA H &, B4 O ifn 4% 95
DRI , 33 Ry LA O LA AR 3 B Ui 0 20 SR ) — 7 2 L A
iz # E 2 Ml 7 (sodium—glucose cotransporter 2 inhibitors,
SGLT2i) I i 4 2= FE K -1 Z R34 307 (glucagon-like pep-
tide—1 receptor agonists , GLP—1RA ) ZEH 1 Ik 95 25 9 i F 42
BEAR R

VT AR Z IRAFSY 26 W, SGLT2i 7] ok 35 OSA £8 3 1 7 45
ARG O, A& FF T2DM (1) OSA 47k 3k 245 . Sawada
K 2555 9% i 7% , T2DM 4 I OSA H 3% %4 SGLT2i T Wi 5 ,
HbAlc AHI {4 T & . BMIFEAS , i JE JC B 2 28 k. Furu-
kawa S ZESUHT BE PEF 5 & BL, T2DM 4 I B AR IF 1% [ i
(sleep disorder breathing, SDB) i H 35 28 ik 4% 51 i T 101 24 J&]
J& . FBG \HbAlc TG AR%; B i 2 (1 AR R B, 32 SDB
FBE I S FE 5L (oxygen desaturation index, ODI) B35 T 3%,
{H X% 5 SDB [ % ODL ek % KN i o Tang Y ™40 A B 12
OSA & 1 T2DM & 1Y FEHLXT B BF5E (randomized controlled
trial, RCT) &3, 5% AL A LU, FROE 22 — W XSUIRER & ik 4 271
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