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(] PHZEVERE R P BT 15 (OSA)JE LA S A2 1 I 433 e A TA] P AP S R ik 1) AL B M2 B A PR o o B X
OSA B HLHIBT SRR , 25903677 M AR 2E Uil 1E T 18 < (CPAP) Z AT TR M) T B Bt . BUAIESE R, 249
T R AR | B OB AR E P S Yl RS AR R AR A, AT e R LRI R SRR
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ANFEWFTELE R Z AR 2E S, 2RI REAR BN HBEVIIN Al A . A SCRIZEARE SRR . B UER LA )
RE VA2 M AR ME IR T =R, SRR A OC 25 7E OSA vh VR IHIL I S IR PRAIFFEE e, 2 5 AR 25 I DL Ui,
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[Abstract] Obstructive sleep apnea (OSA) is a common sleep-related breathing disorder characterized by recurrent upper
airway collapse and intermittent hypoxia. With advances in the understanding of OSA pathophysiology, pharmacological therapy has
emerged as a potential adjunct to continuous positive airway pressure (CPAP). Current evidence suggests that pharmacological
interventions primarily exert their effects by improving metabolic status, enhancing upper airway stability, and modulating ventilatory
drive, thereby reducing respiratory events and hypoxic burden to some extent. However, some combination therapies have not
demonstrated clear synergistic effects, and robust evidence regarding long-term efficacy and safety remains limited. In addition,
considerable heterogeneity exists among studies, most of which are constrained by small sample sizes and short follow-up durations.
This review focuses on three key pathophysiological domains—metabolic regulation, upper airway neuromuscular control, and
ventilatory stability—and summarizes the mechanisms of action and clinical research progress of related pharmacological agents, with
representative drugs highlighted. The aim is to provide a reference for identifying appropriate patient populations and optimizing

pharmacological strategies within the comprehensive management of OSA.
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RH ZE P4 MR HI DT W2 %7 155 (obstructive sleep apnea,
OSA) i UL B B P IR B P , HLRFAE
ISP -1 ol b= 1L 0 e i ol S S S
P IR A5, AR | A I ] AR S
BENRZS 0 2K AL AT 2 Bl o, RERAA
9.36/0.41 30~69 % WAF N B AT OSA, Hirrh B
AL 425421, OSAAURZ i L 1A NI i A1 H
[IDIfE, e rleho il #hee MU Z A RS
A RS . FRT, OSARYBRETRIT I 38 LAFLER
ifi 1F J%3 "< (continuous positive airway pressure, CPAP)
AHE, LT AR, DA . pi
5 R FARRITAFHENG ), SRINT, CPAP 7 52 PR i H
HATSAFAE M AN 22 AN RS I A5 (RIS Bt X OSA
RIRHLHINREIRBIRA , 2990077 e
RSB T HFB, HaiZBKE. AXEERL
FRBLIT Aok OSA 25W3R )7 BT HERE , F AT HE
VR AERIBLED A5 BIR B i RIS FH T
HARVT AT 1 OSA LR & B I 7E M (B 5
PRk

1 FERHSKREET

1.1 AERE R AR5 7E OSA W A IEFE AL 5 T THe
A EREE OSA F EERYSERII R, 2 70% 19 &
PEATRE LT, L) 2 3 455 8 ) 61 g P D B 4
i, SEk LAEREGEE S 1 AR ) 2 T BE
W, PRI s%~109 T B G DI OSA (1 ™
JEW, E OSAVARYT A, W E A R AE 25
Tk, XFAREAR OC OSA i AT # Ik, it
AR, R E R S G R A 25 H 2532
FICTE . BROUMMESGERRAESL, MR C OSA L
KHGWT oA S SR SN, S A I 2 UG S TR 3R
RXSEAR P LR e i FAGE IR . RSN, OSAIRTTIE
o ) B S B HIR 5 4 ZE L — AP E AR
U R AR BE R B BR . BE T aRMLEI, YRTT
PR A b TR IR 3 Al . SRAE S
N 2 VR S OCHERRY, S AR S B 256
SrERUE T B R .

1.2 S0 R A i i 24 ) S R B
J&

1.2.1 B I 3R AR IK-1(GLP-1) Z A& 3 77 (GLP-
1RAs) 7E OSA H 9 VE F Bl PRWF 58 4 ) GLP-1RAs
JE— I TIRYT 2 UM IR (type 2 diabetes mellitus,
T2DM) 254, JTAERAERE ] . AR Y Kbt
R J7 TH oR 2 AR P, L, R & R
(liraglutide) 7E A EKNEZ5 Y, C 1S IFIERER OsA
A PR 2T

Blackman %[“]%%E’J#Iﬁ FEHL . SEH . X IR
PRI (NCT01557166) R GE PFAl 1 A h7 & K 7E N Ji:
GIFhEE OSA BE IR, AR WoR, 5RE
FILLHLEE, FIHiE K 3.0 mg ¥R 32 Ji J5 1T B 4 B A%
I W2 7 45513 “$8 %X (apnea hypopnea index, AHI)7K
F (122 /hvs. 6.1 K /h, P=0.015), IRE N [&IRHE
W 5 (=5.7% vs. —1.6%, P<0.0001), FLAKTE TR 5
AHI Y Eks8 2IEADC, tedh, BEfL M4 M (HbA,)
FN 45 IR B 2 235 (P<0.001), $i 7 AP & I 7E AL
W Kt S R4 D I EA D RACR . fEe b,
FIHr & K 3.0 mg i 32 Pk R 47, AR 41 5<1.8 mg
FIEAY

Jiang FFITF ) —TATAEYE . XOh . BEBLG
MBS T A BRAE T2DM G )1 5 OSA [ %
TR A, AR, FIHLE KK G CPAP
TRIT PR OB 228 S8 Y T 4 R RS
R I 44 B2 48 20 (body mass index, BMI) A Ifil & 7K F-,
FRBG A BB BE Y A 2 XU o

2 W L A < NGB RO R B & AW a2

GYER, FENLRE I T2DM £ 91 OSA & h R I £
TIAITYEA, A GLP-1RAs 1£ OSA 25 ¥)3A Y7 ek $2 4t
TEERRYE . G R BTV R B RS 2
PR, JFEBUREATE I AT, STl A
1A . HbA, M AHI.
1.2.2  GIP/GLP-1 X2 /K257 7 OSA iy I M
G PR A 58 3 & 8 ZR I K (tirzepatide, T i 44
Zepbound ) i — T AL ) A1 A B PR e 1B = 2R 22 ik
(glucose-dependent insulinotropic polypeptide, GIP) 5%
14 5 Jiga = MM 25 FE JIK-1(glucagon-like peptide-1, GLP-
1) ZASE BB AR5 R, B RIAIRTE
T2DM fE 5 PR . B o AT S i s 4 i O e 4R
THL—1 GLP-1 Z sl 77, B RIA IR FE IR
o Sl A2 o S O R T A AT
TN HAE G IR RE R h 2 F R OSA JB A rh R L VB A
AR A E™,

Malhotra %5738 i) SURMOUNT-OSA TfF 55 11 %
PIIRIIL] . XCH . BEAL. 2 5ne Bl R, 2F
A TR RIAIKAE Fh B OSA B IR AL S TR byl
Hodr, 80 1 99 AR 32 CPAP &, I 2 98 A IETE
152 CPAP %, B 11 BMI R 39 kg/m®, “F-3%
AHI N S0 K /ho  H & BEFEPL 70 e 42 52 B /K TR Ik (10
mg 5% 15 mg) B FNAYT s2 i, AR R, BURIA
JRATOA 2 BEAIR AHL: 76355 1 b, B/RIAAKAL AHI |
29 25.3 K /h(95%CI —29.3~-21.2), H AL T 2235
ZH (253K /h, 95%Cl—-9.4~-1.1), ERAG ¥
X (P<0.001); TEIXI 2, FI/RIAMKA AHL T %2y



29.3 % /h(95%CI -33.2~-25.4), IR WA T 22 B 40
(27551 /h, 95%CI -9.9~-1.2)(P<0.001), It4h, %
JRIAMO B R E . IR . CRIIER T, IR
4t e S = YOO R FIRG o A 9743 T B0 S 3 ek, HOR
HAT i i Z AL e OSA AH AR A S e AR 2
HZjpms szt RAF, # WA BN iz 2 S
AR . IZIFRR R R T OSA iRy P Hefit T
T B ESE S HF, JF A GLP-1/GIP XU 3Z AR 4 )
IR IR A2 T 5EAl o

20244F 12 1, LB 52y i B R (FDA)
AR RV B TR Y7 T B R OSA B IR IE kY
MNERE, B AP T 0sAIRIT R 2541
SRR, BRI IGHE o AR SR TR A 2
FHLE R 8 OSAAH A bR, TAE NG IFIERER)
A OSA BB H M —& Wik I RN FH B S AR TG
J7 20T M CPAP/ H W i 3 Bt sl kA& 1 FH LA 42
FHEARST R, JERIB BRI . WIS BN R
N, G REARR KR BEF AN R, DR A2
Ltk BURIARRAIHEE R OSA 2 WiaT T FFRE T
BIE IR AR, JUH G IR BB SR AL T 3y
IRITHERE, ARFCHAE AR B S AR s i £
HEHLH], AR AR ZHLH 255697 SR
EE il S i
1.2.3  SGLT-2 5178 OSA W 1R I K iifs R BIF 93 1
& M- % BE U IR 5% 38 25 F1 2(sodium-dependent
glucose transporters 2, SGLT-2) 1l il 51| J& — 2y 4 5
WE2y, P N X AR R O, R
HEPRBEHEE, DT R A KD, e4h, SGLT-2
PP A o AR e | iR A 2R B AE S AE
FHUS1 - ZE OSA 4 3 T2DM H 3 vh 1% 137 I i 5 32 3]
K, k4 (dapagliflozin) A Hep Ry,

Tang % P J& 1Y) — 200 i B e Bl AL G FRBIF T 9 A
36 T2 K T2DM & I OSA i, FEALA J ikA% 1)
A T HOBUIRAE (G458 510 21 546 51 SE IR ER
HXURZH (R IRZH), YA Pt K24 8, 48R EoR, &
K& H e 2E A BT ] (Faim o 25 IS IR . 48 ) 1B
HbA, ). 5 ZHCHT K BMI B3 7 40 T %) BE4H .
WAt IERE IR AR MAR RV M =T N . =
P i A 1 P [ ot e ) K i 47 il T ARG 1 R
o HMAERRE, R H 1Y AHL I 2 %
%, AR A TR, Epworth FE T 3R 1T4r 1]
TR (1D B R M b X = i WL 2 T At AR R 0 ik
7N, SGLT-2 il 5 B HAT AR HI AL, 38 ml 2k
TRARTE | st IR 5 AR S sl I 48 67 far S5 B e
35 OSA WIAHOCIG IR RN . FEIGIR LB, nhKE kA%
H A W SUIRAE S T2DM A 91 OSA B % BT AE
IRITIERE . —, 2GR Ny W B T e (i e

XX XX, XXXX

NERUE IR BAARHCIRAS , G R TE M PR A TR TR
L2 UL R R HH B A R o

2 ESEHEZNAREE

2.1 BAGEMZ NN EELE OSA R R FHALE 5 T
PR TR S (L S SR L 45
FARGIE ) A OSA SR fi2hFg SLat , MRk I HE— A5 &<,
P IR R BE KLY, SR, PRl 2E R R
N DA St o T T U AT T M T R AT 45 P R B 42
PR - WU PR R AT 7E OSA W K AE & e vh HAT
SRR, BEIRI - ASGE Y 5k ALOE AR WLk 32)
s TRE, BEARGERETE . BRI T AE S
B, HARZAZRE SR F RS (PR PP ) K
BEZ (PR 45 9 ) 45 2238 i AP, T R LA
R [ ] o 20 B DA R B ASGE LK g, T R AR
FROCHLIK T AR, & AR YT OSA Y T Z 5 7
w4, Je IR 2 (norepinephrine, NE)fiE 54T
B 168 2 el 0 LK g S A AR PR R
5J)(non-rapid eye movements, NREM )i H 5 25 1A Py
IR NE KSF TR, BUEBTE LSk Joosiss s Pt
i 2Jj (rapid eye movements, REM ) A% HH [IH i 5 17 il
VEFIRG SR, 2L IRIA TR LK Ty kB3, XS
XU RS, AR 22 A5 58 A5 T 19 2 NE SR 5l
Ll A ae S L, B3P ks RO s, B
A NE BEFTABTREEAE FH i 24547 7T 4% 558 B 191 2505 )L
THaht2l WG 2yl Tk BB R LTk ) IR B AR
AR AL, DT I S 25 AHT
2.2 1] NE fE-5 JIE 6 B8 2% 1 259 -+ Pl K it PR AF
FUHEIE
2.2.1 M I BT AE OSA Hh iV T Kl PR BIF 5 2 &
HoE A BH (desipramine) i = FREPTAMARZY, HAT5RAL
NE feTEME,  [Al s HLA TR B R Bk A Il i 2 REAE
FH . AT e 5 AR b g LIRS B R R, ARG 5
NREM J REM HEE B 1 250 LAY % 37

Taranto-Montemurro %[28] EEI: }% E"J - Iﬁ % F&i %(IJ XTJ‘
M OWE . 2 R (NCT02428478) 7, BRI 2 h
1 b 71 B (200 mg) 7T A5 4 BEL I 375 i 25 NREM 3]
AR ALK T e R g b A B 20 L kv
105 Bl W A 5 2 ) AL o [ PR L 9696(869%~
120%) vs. 75%(50%~92%), P=0.01], XF AR 1% 501
B s H BT I 535 B R (Perit) B 1 B AR
(-10.0 cmH,O vs. —8.1 cmH,0, P=0.037), &7~ HA] i
¥ BREST TR E .

Taranto-Montemurro %[Zg]fi Y3 —T ﬁ@*ﬂ N XX%: N
22 K AR B (NCT02436031) H ik — 2 PPAf 1 HHY
MRS OSA B b B IR Ba R K I 1 52
WA T 145 OSA SB35, BEFTHEHLIEZ U0 &
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HE I B s R, SR CPAP Y4 43 S PEA B Bh
A FPIRAET 1Y Perit S AHSGH S, IEAENL S
CPAP I EM BEAR B Bl AHL, 25 o, fEE
SRS, M A W] B AIC Perit, BH-1.9(-3.3,
-0.6)emH, 0 [ £ -52(-7.4, —-3.1)emH,0(P=0.049);
MAEREIRE T, P4 Perit Z 5 LG58 L., 1
WLPAAREERE T3 55 1Y J v, AHTL T B BT 5 (r=
0.71, P=0.009); iy 2 0] 3= 5 0RF LA FC A4 D)
AERE 2 VA (r=0.72, P=0.009).

Zi b, HE IR R I G5 NE BER SALEAE
e AGENUE PERTAGE 125, XTILRACEERE 1R
T OSA B FH HA AR TAL . FEIRIRSERE, HuH
WA AT AR A ™t i e A ) MR AR IR T T R
JeILIE T R H DAL R EEDIRE AR T o 3220
PRAEPRRRAE A R0 5 (AT IO PP AT O ol 8 XU I
W B P (B8 A AE QT [RIA), XFF3 0 i A
yENES iy in = L LD AT SR
2.2.2  FERLPETTHRG B8 A T #E OSA H A K i
IRBFFE I FESEPUTT (atomoxetine) Ay HE £ NE Fi:
FEBADHIF, H T EER G 2 g EaaYy, it
T 22 il 7T NE 3% 02 8519, B2 05 S fil (] B NE 7KF-
FRELBG o ZARDY, s EAGENLIK S, MO REAIR
e A 09 < S B XU, o B 41 T (oxybutynin) 322 H
TSI BV ZhAETR YT, BERRERS ST M3 B IR BE 2
N ) I a2l 1 3 /N 3 S R W (= 5 @0 /L 7 L
TR SRR 2 L Sk £ T AR A A T 1 2 Ay -4 T
iy, JESZALIK IR, PR ERFHRCR AR, BKE 0
FHRT L PR R G SR

Taranto—Montemurro %[SZJTQID‘!‘ %m N '_ﬁ:%ﬂ:ﬁu X‘T
M XUE 22 AR K (NCT02908529) H 4R, HiE [ij B¢
A W FE 5P T (80 mg) 5 L H A TF (5 mg) T E
(AtoOxy) 1] fifi AHI F#AIL 63%(34%~86%) , FH 28.5(10.9~
S1.6) K /h %% 7.5(2.4~18.6) 1K /h(P<0.001); 5 E HLXT
B S PR B S B, A SRR 3 A%, 22
(1.1~4.7)%/cmH , O 3% % 6.3(3.0~18.3)%/cmH , O(P<
0.001) M HGEE P4 7T B B8 A 7 5 24 34 R B i e fIG
AHI,

Taranto-Montemurro %™ & B, AtoOxy #2517
i L AGE S RE M (R ZE B 3 RS T il R,
Ve T 1 73%(P<0.001), LA AR £ 2 25 29%(P=
0.012), MR [ {E P 9% (P=0.022), [1##H 25 (LG1)
FEAIK 1196(P=0.022); FELEE P T 524 AT RAIR o I 1
KLGL, FERPUTT KB A TR REV .,
{EXTLAACELTC A s AR AHTER . V0
8 e B AVE T FAF L3 R T, AtoOxy 16T X
VALK E 8

i b, FEEEPUITHRS B A TR A pp 22 AL

RIEEEALE 25l &, ol g s EAGE ALK T
UGB IE 2R E I, FRIR AHL SIS B far, X5
TR OSA B HA RAFAIIRITIE 1 -

22.3 B Il AD109 78 OSA A AE I K2 I IR
e AT R AMETER, 5h S0% i S- B
AT 50% [ R-BELEAR T BRI, RBLEAR
TN E W PR BRE TR MR sy, BB AT
(aroxybutynin)%ﬁ@ﬁ’fk R-XFHLA AD109(?£Q@?T+
B 25 A1 ) B T HE S PR T 5 B A 7 A B IR AL ) AT
K, AT RILB BT A

Rosenberg S5 TP JEAYBHAL . XUH . 22 &0 X
M 38 R R R W5 (NCT04631107), 41 A
12 2 P i OSA H 3 (AHI 5~20 Y% /h) LAITAl AD109 (1
PARITRL . AT LG T ARG & (FEEEVETT 37.5 mg+
B2 4177 2.5 mg) . et it (FESE PG VT 75.0 mg+ BT % 71
T 2.5 mg)AD109 M ZRIHN Ik, SiRen, 5%
TR LA, Wi AD109 2] B i FE K OSA 45 5+
PEARSA S f 1 AHL,  H 2R AR LR A B,
UL KRR R R AR, SRR AR
FEEVG T AT RE T A B UM I sz 44, DA A %
TR OSA F T PRI B AR A AR T HE R

Schweitzer 5505 JF J& i) MARIPOSA 11 1] #F 5%
(NCT05071612) 4 Ji], RHBEHL. WH . ZEH
YRR, AN A 211 (5% b B OSA S PEAG &2 J7 il
7 AD109 Y57 3% Je e ek . 5 BN, AD109 2.5/
75 mg 21 AHI fH 20.5(12.3, 27.2) K /h [% & 10.8(5.6,
18.5) UK /h(FFME 47.1%), 5/75 mg2HH 19.4(13.7, 26.4)
W/ FEZE9.5(6.1, 19.3) U /h( [ 52.9%) (P<0.0001) 5
FERE PG TT H24H AHI 1 19.0(11.8, 28.8)IK/h[%E 11.8
(5.5, 21.5)YK/h(F%1iF 38.8%), B T2 FI4H [
20.1(11.9, 25.9)¥K/h[% % 16.3(11.1, 28.9) ¥ /h([%IE
18.9%)](P<0.01). LAk, 41% i) #H AHIRF = <10 1K/
h, 449% 9 5 AHI PR H i 50% . AD109 78 AT BH &
o BB Y S0 H (8] 8 BE (Epworth W43 H v 4R 12
YRR 747), HANSZW SRR A, A2 AL T4
BEPGIT 2, H LR ROV AL HE T IR AIHE
PRIFME, TR,

Zi I, AD109AE R FHFEEEPE T 5 B 5 A 77 2 i
AT T i ), FEEksE OSA B AHL, IR 17 fif
Ko S0 ] g B 1 2 B L A I DR AR 4 5 it 32
Pk, LI RBFSE A AD109 J5 22 B9 344 7 5
TN SR . IR RSZER T, AtoOxy Fl1 AD109 A
iR EE OSA B B /ML A RTS8, UGS
HAFRENAREEDIREA R 8 FSGE 5 Bk b £ 2
Joa BRA: AR (9 BB o P 2 e I 45 e IR SRR A
AN BN RS AT 2R G PEAS IO I KR
HEPR R ME ST IR AR BEAH A RN 5 % & - £



T CHR SRS R A 0 8, RO
3 MRESSHFERS

3.1 PRI S e R S 7R OSA Fh R VE FIAILHI 5 1
TOUHE s D9 i) 22 G0 B R e X T A 1 AGE T
A CH B, OSA B AFAEXT i Al R I FIIG 4L
MIAE 207 38 558 9 P 2 TSR, 50 51 R R Wi 0K
Wesh, VRIS AP R R4S PRI 2%
(loop gain )& F 30 SR8 A CEES L, i “4&
RHEEE” (5 PaCO, ZEML Ik 22 B2 M) 5 “ by 2%
B3R (GBS PaCO, K A8 1k) F
FEARERIING 25, RS R0 230 25, P Ak
HIEEHIR PP 7 45 (central sleep apnea syndrome, CSA)JRYT
F T A5 o AL AR = O P CSAL O g I AH G
CSA. &1 CSA J Bl i 2525 i 81 CSA h 41 & 4%
AR, ARSI BIF ST 2 BZ ML TR TE OSA 9
R R TR B VR BT

3.2 I ) P A 5 A S S R 25 40 T I PR ATF
FEik

3.2.1  ZTEME B AE OSA P A FH K i PRAF 5% 2
TR M i (acetazolamide) Fe — Flt 285 BHL f14) i i JT 4110 o
b1/ T B TP R I [ £ ! o g 4 LI AT N (i 4
AL HEM, AR R, MR 3h bk i
pHES R PE SR BT T 1 i A A A A fb 2k Z
Xt co, U, R EEA IR, R,
HEMA RIS 25, gl AR e, 1
e A R T, T A i T I Sk R S o R
MBHKAE A, 8 AT i CSA J2if 7 OSA F 2 iy I
322 CBEMEIZER A CPAP G YT 1E OSA H A E FH %
I RIFFTUERE  Tripathi 25T JR Al — TR BEHL T IR ¢
IS PPAL T 2 W BB & CPAP 67 BIRCR . %S
¥ OSA H 47l CPAP R G L LM RE 41 (C+D 4H) 5
CPAP FAJIIAIFAL(C4l), THi4)d, g5 xR, 5
BIRTT AT BB FRAIC OSA B 1) AHI[ (34.69+£18.91) 1K/
h vs. (45.47+19.09)¥K/h, P=0.0044], H:H7E NREM ]
M3 RH B (P=0.0014) , Ti7E REM ] AHI 22 5 A HH i (P
=0.6284), [FAIAF C+D 41 8L FE OSA /& LUl i
M, Brh g LA, RN, c+D Y
AHIHE T C 4H[(5.67+3.45) K /h vs. (7.67+3.41) 7K /h,
P=0.0034], TEREARZEH 71, C+D 4R N1 FIN3 ]
LB TR, REMBILLEIRGA ETH(P=0.0704), #&/RiE
SRR IR T 0 . AN, C+D 4158 IS R AR
i ] B S U AR B B0 B i B AIK (P=0.0404, P=
0.0301), PHAL YA RN i H & A A, $Em
TR 3R A CPAP JRYT HLAT R 1 2 2 P T g 22
Yo ZWFFTREM, L EEME AR A CPAP BH BhIAYT

AT R IR THRNPE 5A3CR
3.2.3  LMEMRREAE AR S 5 BA T AR I IR
ok B JOIL TN 32 CPAP IR, FRIAIT
TP LI . Hellemans 25 5@ o — W WH . bl
Bl AT BRI IS (NCT04227093), T4l 2 ok s iz
T A5 3] £ 1% 1A A0 B # TR 8 R (barbed reposition
pharyngoplasty, BRP) A J5 i BG 7 thAYVE o bt
e ALgh A 26 ] BE OSA %, BRP AJGRHLIEZ
16 J& Z BB Bz B 2250 0, g o, BRA Lt
W2 AHT T B 69.4%, B AR T 22 B 4 19 32.7%
(P<0.01), A i 7R W] i k3 (P<0.01) o i MF5E 50
UE T 2R e/ b BRP A 5l Bhi697 B9 R AE M (8,
HERREFAR LA A e @ 2yl i —25
PERVAIT RN, M SR Z LTI AR IT R 7E 2
%= OSA FRH TN o
3.2.4  LMBEMRIZERA HAL 2G5 7E OSA H R K I
IRWFFE LR AR5 YR A SR T TH , w5 7
Tia) | S P 22 L IR R4 245 0 A B I A5 2
&, Sands HEPIF T —IZd0 . BENL. 58 Ux}
HEAFGY (NCT03892772), 4IA 19 B -h E E OSA B,
53 ) #2 %Z AtoOxy(FESLVE TT 80 mg/ B H 4 T° 5 mg)
L THEME i (500 mg) . BKA 2 Bl B0, & Rpsk 3
e, MR 4dVEIH. SR BN, M AtoOxy 1
i AHI 5 HE 28 R % 499%(959%Cl 339%~62%) , £ TEME
PO [ 349(95%CT 14%~50%) , T 15625 il FH 3 A< i
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