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Research advances in biomarkers for hypersomnias of central origin HE Hangting, YU Pengzheng , YAN An, BAI Lihua,
FENG Liangshu, WANG Zan. ~ (Department of Neurology , The First Hospital of Jilin University , Changchun 130021, China)
Abstract: Hypersomnias of central origin are defined as the inability to maintain wakefulness and alertness during
the major waking episodes of the day, with the manifestation of irrepressible drowsiness or even unprovoked sleep attacks.
This spectrum of disorders mainly includes narcolepsy type 1, narcolepsy type 2, idiopathic hypersomnia, and Kleine-
Levin syndrome. Currently, the clinical diagnosis of hypersomnias of central origin mainly depends on subjective medical
history, sleepiness scales, and electrophysiological assessments, and these conventional diagnostic methods are easily af-
fected by confounding factors. A reduction in the level of hypocretin-1 in cerebrospinal fluid (CSF) is the gold standard for
the diagnosis of narcolepsy type 1, while there is still a lack of specific and objective laboratory markers for the other sub-
types, resulting in the high rates of diagnostic delay and misdiagnosis. As objective and quantifiable indicators for patho-
physiological processes, biomarkers have an important clinical value in the early screening, precise phenotyping, and lon-
gitudinal monitoring of hypersomnias of central origin, as well as in the development of targeted therapies for this group of
sleep disorders. This article systematically reviews the research advances in biomarkers associated with hypersomnias of
central origin from the five dimensions of polysomnography and daytime functional assessment, peripheral serology, cere-
brospinal fluid, neuroimaging, and autonomic nervous function, in order to provide a theoretical framework and evidence-

based support for constructing a precise diagnosis and treatment system for these disorders.
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medicine
HROMK P o 8 B 4 PR B R AR A BRSSO R 2 25 22 b DR 2R 5 T e Mt e B DU

LB 1 S LI B, IR LA ] 9 PR e T
WL, B B IC TR I 2R A A i Iijcﬁﬁ\ﬂqiégr
BUBFANINARE TR o7 2] 5 TARBCRIRAR AR 1
g A, B (0 R R S S A e A KU
Ths 745 LA R RIS Ol B0 R4 O i o
PEAEAS K45 R Y A AR AR, E R A 28 AL 24 3
LA R)

HRX P B IR TR 3 )1z ELAR R AR AL
GBS WA o e ST o S TN S R S 72 G B
ik BERRAR 22 th AP RIER R IRAT Ay 57 iR A4S 1 ]
g AR 4k & 51, DA BE AR R W 5 15 (sleep-disordered
breathing, SDB) 2y 1 2255 A , [ B 6,455 5 13 15 7 e il

F PP ol 2 2R G R R - o TR B B R 92 S i 5 | L AR iR
R IR 75 [T B 232 45 3 W (ICSD-3) , = B4 4% T Al
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an BR3P IR AE A P LINT 5 TH7E
IR R Z2 L AR 2 RIS 22 18 P R L AE
ARAFLLML 34T, PR | MEIORES | A BETZ)
B " AR DR SRR R R B, R MR T R B
RIS A 8~20 457 IR RIR 12 W2 R
AN T M H R B 22T 0 S S M

TE s R AT 07 5 B 5 By Bt , Epworth J8UHE 2 2% (Ep-
worth Sleepiness Scale, ESS) i A & # T. 2. ESS¥
SR E 10 73 B LA_E 37 A7 76 A BILE SEUBE 11 72 NT1
BF R AZ Pl R 15 00 UL A EAG
BRSO, 23 HERR K] (polysomnography,
PSG) A2 HE B At 5 1) BE il 43¢ 1) e B B 4 P
IR 3] FEE I (sleep-onset rapid eye movement periods,
SOREMP) 1 SOREMP X %{ (number of SOREMP,
nSOREMP) 8 212 W J& 1 4 Bt s 1) o e S PR 5 A o
22 Uk W AR 0 AR 9 4K 56 (multiple sleep latency test,
MSLT) P ~F- 357 i B 7 AR B (multiple sleep latency,
MSL)<8 min . nSOREMP>2 & 2 Wi b ofis , {0 H A
NT2 5 TH (18 % 51 A7 7E 5 045 B 2 i JRsBR ™ it
T2 24 435 0 33 (maintenance of wakefulness test, MWT)
DU B 3 A A Y S R AE S R ) FIE 1 245 ) 14
PRITRCVEAG o IR e £ R A CURR T il
-1, hypocretin-1, Hert-1 ) U PRSI H ATAfiZ NT1
G AR, 455 AP I LTS 27 bn 5 5 2SR
FiAR W GE A AL RE SRS M R A T oA Ao R G
P B 53, BB M ARIOUL 2 T 465 735 K e AR - 5 P B
R L W A S HEVB T R P 2 BRAIL

SRS R M R R R A A IR R O H B Y
S, (ELIG R S B Hh AT T I i 22 %00 PRTE « BJl  YRARE
B A ATSCBUNTT B HERR 24, o Pk i
JEE e MRSV 28 iy ¢ e = 5 S R 1 % WL A2 W R AR L NT2
55 TH A S0 AHERR 12 Wi o 3 A 280 A T
Bl L5230 5 g R S SRR ) e R e
32 A ™ R B TG TR o 7 T | SH DR 1o
AL AE AR AR R i A ST HE DL S I RS R A2
SPRYIT I o A=W hn S AR S vl 2 W Al S R
Az B B AR IR T R B AL D AR AR . AR
G5 25 v RX P 2 B R AR PSG K H 18] D) RETEAR LA E
IR EE NS RO i EaS A S= SNIE I i E20Yi i T
JERR A W2 b i W ) I PN MO 58 R R, Sl v AR
ao JEE R HIR 1) SIS K AL S A R S
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PSG 1 A DA v AR P 2o 5 B I 174 S At A A, AN
ALBEAG A HE AT L ZE 4 e I IO R 7 45 K SR 3P e Ak iz
Sl B A S S PR R, 2 L5 O R G 445 ) 35 s 24
g B HH AR Sk R e B 3L A P A 1 AR W
WL TEEOWE T, SOREMP 28 30 11 M 75 i 12 W 4
SR, JUHAE NT1H R RTK 95. 49%~97. 3%, 14
Vi) B RS - B A 1 Sy m 1 L R A A 0l A B RR BL
T N1 RER 5 F>10. 19 7 B - B IR 4 460 48 0>
3. 92 Yk/h LA K v TR 3 R o) ) E e S5 48 b, UL
WAL £ A R 2R 40 A2 4005 B0 R NG e T R T 2k R
el RIS, AR B B e e sh 2801 o | T ok
N1 A ) Bt HR 2 1 AR (rapid eye movement, REM ) 1
(AT B B B A5 612 W v X o e I L 8 2 7
TR o 76 ROU L A= BRAL I L, PSG X ik Ho, 24
TR AR RS R T R S AR S5 R
(RFAE 25 5 0 35 TH J8 3 2 R 0 % 8 S 0 T, I
Y 00 o AL o e R 9 BR | ) B ROIR S ™ 5 T & A
P B i 26 2 ) R i T ) 4% <2 400 5 3 2 Sl e ok /D> L B
PR [R) A, B M B A 2 18 % 345 Bl (slow wave
activity, SWA) 5124 ¥ (slow oscillation, SO) W} 5% &
B, X A B I IR AR 3 A 4 SR P SO i K 25 TR
Ak, 33X AT REVR 55 2SIk L 2R G 3 B R T S5 A B 9 o
(4 31 3, DA 23 T A A8 1l [ 2 e 5 A 1
Ol AN REM 3 A0 4 S DEAL , REM BE AR 93 LK
71085 2% (REM sleep without atonia, RSWA) £ il
YINT1 5 NT2 IH I E 245 br. WF5R R, RSWA
IR 5 10 A T Hert-1 5t = 2 B 5 5 3 G AH 56, 20T
il B AZ 30 0 T SE ORI A bR . T RSWA HE A
T B R I ACRE IR B, e X L 3E R R NT AR
HELA R I R BV A

1.2 ZRBEIRVEIR 56

MSLT 1 M it PRPEAL H [R] ARy K A B {15 1)
() “ A BRUE” & 2 B2 W A P Ao B R I ) A2 00
WA A, HLH L 9 MSL 1 SOREMP 4§ 2 1212 W i1 56
R MIFREY) . R 1CSD-3 A5, MSL<8 min H i}
I nSOREMP=2 {2 & AE MBS (1 4% 0 F 45 . MSLT
FENG R I FH rp 280 0 28 %) J) BRI 5 32 U i
W A 25 25 Wi ) S T R SRR T B P A TR
2 T4, Ruoff 25 HIFFEHE Y, 48 MSLT 7E NT1 &
Hrh EAEENZEREE (L 78%) HIENT2 5
TH ()32 Wi Fh B30 45 B AN J2 50% , 16 TH 58 3% (1918 A
P T L = 1K 309%~40% , ME DL S B AE i) 7 AL %
Blo BIFTE S, HORKE I R I IR A A A N /N
HELE S SOREMP A4 5 H REM 3 AR 3 58 4



XS AR 2026 4E 4 0] 43k 4

PRI PR P ao i A R A g B , REM A IR 341 15 D) fi
TR E Y R BB TR TR
[ MSLT 40 32408, v IR A% S8 48 b 1) 8 8 7F 132 7+
ZWORG B B 1K T 38 e i B HIR 7 A 3l A T AR O
P g T Sy e il KGR M o B R IR 12 W A A
(L

1.3 e ER4ERF A G AR s R

MWT & A 3t Ak oA P e 5 e B ™ o B S 1
i (R TR 24 7 3850 “ A o™, LA O e 1 o fR
EH AR T ARG ENEE T . MWT X2 RS
03 5 0 Dy R £ PE Al HAT BB R S, 2 R
O 5 RO B 22 A XU VPAN i DG B Al . ZE
Pl R FE rE T4 AR TSR I (sleep onset latency,
SOL) J2& 1 (4 % LA A5 , 38 % L 40 min S i E
B, JFF SOL<8 min )5 g B SEUE (CHE 1 <5 min
M), 220 min HE R IEH o BRI LG SOLHE
P 55 BB IR A e 4, A T vk SR rp i M e I G
B9 2 W 5 RS X 43, HE DL 32 78 IR ST Bk
A B PR Rt B . X X — R R, Tracey %6 42
W RESE 3~15 s B i B B AT 50 S A 2 B[R] 2 LU AR 42
SOL T 0B A= Wb i 1 5 T4 B R B2 AT sl vl
L2 R T R IR R A SR ) J 3 T R R
UER 5 B H RV B AR DG . e Ah o ik
& (quantitative electroencephalogram, QEEG ) J7 1% 4
fIE 45 512 0/ D) 238 LU ARL Y 2 24 4 238 k38 5% rh A P
A IR 2 A 0 3 A v 198 i T A e AR A
THOR A BB

2 SMEMEZFRRE

I 375 27 A5 DU PR L TE B e ER AR T 0 A oy THE K
FIAE T AT 9\ ) S A5 WD A L 3, a2 R AE
P B g A LA, v R e e IS ST 754 7L B 7 A 5 o A
SEN A b= Brist Wy BE S

2.1 By

NT1 8% )2 A R —F i 5t A% & 8 5 9045 ]
2% (T YA HIN T it 8o 2 S gy ) e (] 3K 3 1 T 240 i
I A B B, A28 A BT (human
leukocyte antigen, HLA) & & R TE 12595 1 & o #IL
o PEAZ DA R HLA-DQB1*06: 02 2547
K5 NT1 A9 G 5 (BH M #6>90% , H 4l & 454
RIS A BT ARG )  (HZ S A
IEH AN IRA 15%~38% W47 %, HLAE NT2 (i3
Hh BHAE 0T 3K 40%~50%" , F W HLAE Ry Al S 12 Wik
A RE A R LA I ARG TR 2 B 52K

30— TR i rh L R R e AT Y R AR i R
W 4 FE PR 2H 56 BR 43 BT (Genome Wide Association
Study, GWAS)JIE 52, HLA-DQB1*03: 01 J& #t & NT1
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KIS (age of onset, OA) .U it (& &M K1, 78
HE I A S B Pk &% HLA-DQA 1 3 8 R 7 465 114 T 4k
J&i , HEHF HLA-DQB1+03: 01 254 i PR (1) 3 Ho i PR
RN BT BT 2 3. 47 4F . 1ESY TR Z A
B B AEPE 578 (45G>45E ) il i MU B R 45450
YT Y0 5744 (T cell recepter, TCR) FEF 4, H 1%
KBl T H B RN PE T A0 e A R e S
Habel Ak E IR AE HLA 584 5 (41 CD207 .
NAB1,CTSC . SIRPG Il PRF1) it — 2 5¢ 3% T 2% N
24 X SESL PP A S S SR AN I T R I WA BT I
T R A s R 5 A T 2 S 5
JRatei Al

2.2 H S PR ANE R bR 012 W)
Ji] i

S NTT 32 i 40 il S0 52 4 S, TRIB2 45 I 7
PR E MLt h 5 R GR IR PRI 8h ) 2y
TEJE R R Bk < L0 7 N PR BR 1 2 5 1) T A 4
TR B VA, Bl i Bt o A A % T o Y A
X A AR A AR I 5 1 B ) 43 A R A ol HE LA
Y 12 M 1 R A 8 B, (A SO A E NT1 &
R H B I R N E s TR, 1
A1 Z e S E B PEA e, rbebR 20 S b 40 e
H 1 (neutrophil to lymphocyte ratio, NLR) 1 A Sz it
PE KA 58 N RS LR G AR AR . NT1 R
(9 40 J& NLR 7K F (2. 01+0. 44) 5 2 75 T NT2 . IH J%
ft B X BEREAR (P<0. 001) o 238 TAEFRE £k 2>
Br2& B, 24 NLR # Wi (15 5 =1 60 B, A 45531
NT1 53 NT1JE T Y 5 80 1 Ay 1) BB 2
A1 JE NLR (9 5% T s SO T F Fr il Jey 3848 14 98 i
AL G| K 1 R Get e A AR SO - A0 bk 2 40 i
11 1AL A% S B N M ek X %, 5 B0 ) It ok
200 5 90 L 40 P L 51 A AR R S

2.3 mAdE SR

{5 HR KBTI (liquid chromatography-
tandem mass spectrometry, LC-MS/MS)$Z AR i) v FH 45
N T NTUHHECRE A R G0 F M. eI &
102 2 2 B v, 5 8 4 36 P 22 R R A R
F L, H A MBS AR AR G 1 (40 C2.C5.CFB) Y
3N URA T A% O W T RRE R R S 2 Wi
LB R MIAL(AUC)IK 0. 950 X R &M E A MA R 43 4 s
/b 5 B RY ) “ GE AR RS Bl A Sk R X A
R E ML TTRRLLE B B e it 5 250 E A
FAMA R TR EFERIZE R . Lark B A 7E P HXHH
2 R G PR R BT AR A 0 A R T
T, TS PERIODT (PERT )% M ) b B IR 1 26
ko WG RBABIIESE K BE, =135 72% MO ARSI NT1 &
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ML T Lark 25 Be S B 520, T 7E g FREXT IR
e LAl B B B 3 41 R A 15%0~16% o 1% AR BR AL
Il R B2 W Atk 1 2 WL , 55 M43 )2 T EfAIE
T e R R HAEFECT PR
(master clock) S F T il 73 - 8 455 00 2% 1) 45 49 7
i

TEARHT A 27 2 100, 22 PO B e ROUR €35 - HR K
[t 1% (ultra performance liquid chromatography-tandem
mass spectrometry , UPLC-MS/MS) W 5% 76 NT1 £ 3 Ifi.
T HH 7 28 Hh 330 Fh 22 S AR IR SRR B A AR
T RS R AR W) SORS S TR - il 24 R A
ZEAL . AR A A 5 NT 1R A L
JHE R AR 25 G AR VDA G o I 3R S 6 TR
(branched chain amino acids, BCAA, 152 &R . 7
SCEMR TR ) T R RR G AR NT1 A A A 7™
WS . R BCAA T8 58 4 PR 454 i e B = 1)
Ko F Pk 2 3k R 7% 18 24K (large neutral amino
acid transporters, LATs) , T4 T 05 % & FL R 1) A
IR, SR M)A T 1 X 22 T g | 5-96 €0 JHg 45
i S 22 388 T Y 5 R A I T e R R GERY B )
B3 SR

2.4 TAEYA A S

9 T A 2 2o A - - Bl (micerobiota-
gut-brain axis, MGBA) IR JE 2 5 AR i i 3 55 5
DT R E A A R o PR B LA S
R 45 5E i 18 1 RE 5 B 5 NT1 A& 9 XU ) PR AR I
Z N, Blautia 5 Collinsella %5 7 J& HI 35 11 5 NT1
IXUBS: AR AH 5 , 1T Alloprevotella W) & 52 W B 7 IXUES: I
FE L G PRBAS B FEUESE , NT1 & LIS T i s £
W4k 4 8 H (lipopolysaccharide binding protein , LBP)
I UiE R 2 B (lipopolysaccharide , LPS) \1L-6 SE g 48
PR B 1 B 1 S T R LB, LI 7
IKEAAL 5 b A Hoert-1 V€ JE 522 ™46 1 5 4H G, L
Rl 3732 W NTT I 3 B A% =7 9 8 3 1 (AUC 35
0.938) i — & B Ay P 1 b 2 B HIR i - i 6 732
R B S it 1 S A IV R AR + B T R A
RIFUKE T LPS WYFERR 5 L, 175 A R el ST IO
155 I 5 B, IR e B AR Mot A B
FEVEREE

3 MEBREVREY

ol 25 32k J5T 2 T AR I HIR - 0 T B S 9 42 1 A 0 O3
5, ARG W AR A, ) B S M SE AR 5C
LA R D REAR A, J v P s o e B 31 3l e TP A
S M PRIV H] e AR S 2800, [l it H A
WX B IR 245 016 7 A O B R TR
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3.1 Mk K2 ks

3.1.1 PR AR R g ORI AR
BE Hert-1 7E b 4 R5 o HX 50 B A9 A% 0 P 28 iR, L
DR B0 8 A <5 1 7K G B 2 NT1 A AZ 09 BEARAIE o
I R 25 B G b o % 1k A W) Hert-1 ¥ BE <110 pg/ml
PR NT1 ) e 45 S PR 2 Wi 6 A, i A T ] 7K
(111~200 pg/ml) [ NT2 (35 H A T 1/2 2 e A8 A8
S MRS N, B 7R 12 DX B) S5 9 9 17 Jee a2 17%) B ZE i 9K
HAPRE S B XL GE ST 0 5 73 BT (radioimmunoas-
say, RIA) W ) 52 IR B R gk -0 14 Jmy R, 88 1) LC-
MS/MS J5T i AR 16 7 H 105 Y e 1) Hert-
LA A BE(16-mer) , 5657 T 10. 67 pg/ml 4= H112
WA , X — 7 12 S KRR T T A (4 f b 27
S IR AR L B A = A U (98. 1% ) 5%

.
3.2 FHE RSN RN S AR GABA B
FERPERAL AR V85 PR SR 0 s

2o o, MR 2R p TR 251 3Lk (-
beromammillary nucleus, TMN) , 3§ 5 #% £ W fE 2 %
R TOI A TEH S . Kanbayashi 57252 [RifF 5%
FWINTT UNT2 K TH A 75 A0 i 8 4L g e JEE (112~
176 pg/ml) ¥4 i A%l Bl XJ BE 41 (333. 8 pg/ml) , iX
Tt 3k P () 7P R R e R Gy b R VD e 2
T RE S AR e SE B 2 ] A i 2 AR AR RRIE . I
B LK -5 MWT (1) 2 88 52 1 28 B ARG, 1
55 MSLT WY AH MR85 , E— 20 3 7R 2 /K 32 5
e X ik 28 ZR e 4R A PR I AR E M T A R
Al REIRREN ) o 2R e R G AT R rh A P et R iR
NEpg OEEE S (LY e

R ZH B Ab , 2 EUB% (dopamine , DA) 25 B [ iR
% (norepinephrine, NE) | 5- %% {4 % (5-hydroxytrypta-
mine , 5-HT) K H AR , 12 M B0k M2 8] 28 A A0
O35 IR W 22 U 1 A O AR ) R A R TR
(homovanillic acid, HVA ) 7K -5 A 4 12 B I IR 4
RUTE 0 25 AH O, $i s v R P s e A ) i
Z e URE oA ) BB At A2 450 s (B3 9 2 1 5
AT I, I W 22 L e i R A AR DG I 1
A AFTE S0, s S fil ] Bt 22 L e 5l g °7 ] g
FAEMBIR I, Barateau 25" (1 94 5] 32 i & WF 5
R IR AR S NT1 B E R 5- ik
B AR 7= 9 5- 72 05 W 2 TR (5-hydroxyindole acetic
acid, 5-HIAA) & W 3 TH s 2 BRI
W= 3-H A F-4- 2 30K 2 % (3-methoxy-4-hy-
droxyphenylglycol , MHPG) 7K ~F- 5 MSLT & il i) H [a]
JOBEFEE nSOREMP LS5 A . BRI 38 o i) 57
WU AT BE I AR A P e R R IR A D A A



XS AR 2026 4E 4 0] 43k 4

T A2 0 T B 6 R A J 11 4 i P AR D e
ok, DAL HHOh ST 32 W ke S MR

5 R A B 52 3 A e B Bl ) AR G vl A
AR, TH A A% O A A AL 7 i 9 52 R o 4Ok
AR H i S RE s Rk . I LR TH Z2 8
ik Z S AR 2 IR CAE B AR L TP X y- 2k
TR (y-aminobutyric acid, GABA) B R G I RE I 5+
B R AT REJE TH AR O EEHLE . Rye &7 WF 98 &
B, TH A I W P A AE — 4y 75/ T 1000 Da
N IR /NG T BT, W BT VRS GABA A Z 14
18 T ) 728 ) ] 755 5 il A2 A X 0 o P b 2 3k B
GABA [ UM $ 15 2 849 . 3 g P 114 410 1 28
I T B GABA. A SZ AR5 50 751 98 5 7Y e i S PR 0 B
IO P R PG JE AT I 2 A AR B H ) S A R K™
oY B BRABL P o 3 — WA R TH A= Wb R 0 11 9 i
77 1) D8 o i AR AR 5 2 G SR A,
JREERTHESYT I T SRR

3.2 HHAAY

e A BT 2H 2 A A i s PR R e e i
B A0 g B A FR B 0L T A% O RS o Ayoub 2574
GEH 7 T3 8 N1 RE 5 i VAR 114 8 B 2 11 Jo 2L 1)
T XS 1943 Bl Y SE 13T, AN DR B
NT1 £ A 52 G0 FLEE I 52 Ge 9 Wl 25 80 L i
W &k I 7 1T (blood coagulation factor 1II
BCF 1)k i 5 ESS 1573 K A8 7y 52 1 25 TEAH
Ko #MEHTF (Clq.CFB I CO) Y 58 TH i 5 51
oG S5 P AIEEAE R 3 AT IR AR, SR A B
W &2 4 ¥ (membrane attack complex, MAC) [y IE
o XRIFMEN FRIRIE RN HHEZS S T e ik
R TCRY BRI | 8 BT 2 Ah 2D A
BB S b n] SR 1 SCHE HE H1 (40 CAMK2A \NTRK3
FUNCSC) 8 2 R X Rl o7 R IS
BUB BTN , NTI 95 B A AUAL 5 Jay WA i il 28
TC I SPETE B 3B U S B 2 1Y G ol 28 40 2% 56 4
PESZ A, DTG N i A S8 PR R I TE R S AT 2
AE N S AR A S Ak 1 BT 1) AR Wb i

3.3 fUsdle

AR AT 48 75 PR 1 S B B IR B k- A %
] R A 28 366 o 25 L ) A FURFAE

3.3.1  HATR-HMACHE B R A A
AR R G AW E R R Wt , GE 5T Sk 25 WL Sz ik
TR 28 R G0 IR A BRAE FIUIRAS . AT B4
VK -8 HL A 3 5 3% (capillary electrophoresis-fourier
transform mass spectrometry, CE-FTMS) $ R 43 #1 &
UL NT1 B E AFTE B 2 0 2H 208 - 21 e AR B i . F
FER , B I O L E R (histidine ) KPS T
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i TR 77 ) A e 3 B =, s 2 R I R il
(histidine decarboxylase, HDC ) i 1457 FH 7 5E J& T 5L
VRSN 1A I AR AR AL

3.3.2 aeAUH SHER R AeE i
Pl B2 I MR AR 7 PR R SR R A e i, NI
S I 22 P A R (0 =R 22 TR
INRTR A RTR) K22 o XA oz
AIRE R T X R 28 AR GETE R DT IR B AL AR T [
IR}, 38 2o dsa e b S A ( gluconeogenesis ) AT DA AL
ASRE BN P RN

3.3.3  FLRRKPAAL I b FLR A b
e A28 ), S DA ik B 1A RIS B A A OGBS
TEIE R AR, B Bl B HA W 2 i) B 3h
JIEAAREAE - B A TR SiE 4 S REEM B B B 338 iy
L AEAE YRR 35 (non—rapid eye movement, NREM ) i
MRV B] R [ 29 Fernandes 257 HF 5545 H , A
Aok IR A 3 14 I A A MR L NTL M
NT2 {4 PSG Ji (I W FL R /K V-1 2T e
XFHEZH (1. 1~1. 2)mmol/L vs 1. 54 mmol/L] ., ZiX#&
TAEHFAE (ROC) M 22 73 Fr s, i 5 U b FL R <
1. 3 mmol/L X HAX e 3k 32 e B EL A W A 1) 7 A 417 i
(TBURRE 96. 49% , 15 515 82. 35%) o IXFPFLIRIK -1
FRAR S IR AR R TE K, $i7m Hohy FR ik M 2 B i
AR B S0 i 76 A W A IR RE T B ) SRR A
I YR LR 7K ST R AR Sy 5 L VPEAEy BB TR A P 1
TR RE 1) 2 AR bR

4 MEHBRERE

UEAEAR , BEAE P AR HOR I KT , 235
L5018 (IR A PERE I IR U VR OOk B AR
REPERE AR BUR | IE L 7 R S5 W72 0 e R i
JRAR SR ) S AT b A Ao R RS ) 22 A o S
St T AL AR % 18 75 RN B BT 5 BB
SE R 0 AR 2527 0 340 BB S 28 M I fil 19 286 fd WL
e AR KT LA KRR i 28k 2 ) o ) X sk
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