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4k L HE 8] Celectroencephalography, EEG) 3 T2
W 2 DL BB L PF 08 A L R i ) B8 IR 28 A B S 9 2 L A 5
U3 TS S B A 5 8 UG TT R E R SR R L AR R AR L
FE 547 (neonatal intensive care, NIC) 2 f £ R 1 & B 1R 5
TR LR AR LB A S B LR A R R R
WP E R B . BARRBOX LT s E Y IR H AR Z (25
N 550 A LB B0 A A 005 8 AR OCT . T EEG R L FE T
M8 A= Ui 4 e B 390000 22 9 TS O TR A EE A (R [ A
B BTN KN K B L HOK T AR R SO AL TN T B, AR SOt
AR K [ N A X R L EEG & B MU oT O B AE — 28R .
1 REAIJILHBELZETE

HA L EEG 5 % IE I #8 (conceptional age, CA) % 4] £
KR 2 B L, EEG % O R % £ [ JE (discontinuous
tracing, TD) , B = U W & & T8 55 A% 1 o ri 37 3 2 8% 1 9, 1
LY AR Ak s A 2 B 42 i (gestational age, GA) f CA Y34, &
S B (busrts) f4 Wi 72 W7 B AR . 5% % 1] B ] Cinterburst inter-
vals» IBD) i #f 45 5 o 1% 2 Pk 2 i 48 > ™
1.1 GA 24~25 8 A4 R3S - TC R AR J& 400 , o v, 1% 3l 1Y
TALGT A —2, B 530 T 520 8 R A & 2 KB
(very discontinuous tracing, VID), # &k Bt N K F 8 & F

VEZE B AR LIS ~) L, B, 32 B 177 Ll v T % 7 LA R FI W B S i E e . &
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50 VI & RS B FR LI 1) /D F 8% T 60 s, IBI<C60 ™07,
{H Vecchierini &0 38 5 & Bt Rp 8t ] v 4 3% 83 s, EEG 4%
SO P/ VE S RSO R R BR R BN R ES o«
0 7 Z B0 I KT 300 VL ARE N 0.3~1.0 Hz, X 8 ¥
A Bl R SRR R R A 0 s B R e XS Y )
L IR E S E R R T EMX ZH 5~9 Hz, hge X5
HEEP . X S AR I AEAE W R IR 1 R R, 1 Bl
WA BT SRRENE , BRI A il A A R
SR AR 0 AR K - 22 ORI R B IR £ 200 VI, Ik
W34 AT UL B A B XA O L DR /N T 300 w VR EEG
SR EEG o il 38 TG S o

1.2 GA 26~27 Ji  AHEAT A RAS 0 L R DR J3) J01 6 3 M vl
WM ST A -8, BRE.TRENEEN VID,
BRI FE S [ BTG N, AT 3k 83 s, IBI<C60 s, ] H LA
B F A i 2 B B (semi-discontinuous tracing, STD)F1) |
EEG #5850 W /WG sh Z A WA L B LW sk E B D | o/0
At Z IR KT 300 VL AR N 0.3~1.0 Hz, 9 X 4l
PO X EIE S RN R K. SRR 0 ¥E W TR
WIE R K, Ak 200 oV, B AR £, £ 2 W T8 X 1k
WX ke 0 A, EEG RSk : EEG % 3130 5 b %5 W
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1.3 GA28~29 8 HEUTIRE AMEEAT HUE KL T4
S E ] 1) 25 X Ay 3h 5 15 i Cactive wakefulness, AW) . 3h &
RENR Cactive sleep, AS) 3 F1 # 25 BE IR (quiet sleep, QS) #JH,
WRES . E RGN TD, (B % 2 V38 m . 2 & 0 68 fr 2
ik 160 s BB KL IBI<C30 "1, EEG 4§ 2. 8 /7% 2l 5 A 5§
XA AT 22 5 P (30~300 V) KA 2 (0. 5~2. 0 Hz) , Al
B oo/0 P JE K AR G G R 2D e AT E R T O A X ATS
Sl b, B i %, WA IR 1% . #UX o iR 55 B T 1H
Jeo MUK S HEH WL IR IRBAK . MHTRES O AL, dHE
AL S MBI (RN E & o/ B 7R S ) . 0 /. £
Ja B TR B X DA A X R B A 2 B e, At ] k1 I
R IEIE 20~260 oV BUE ELBETE S WP, EEG TR
£ EEG I 46 X 50 8tk 30520

1.4 GA30~31JH LT IR N i 8 547 9 HE A
RAFH — Bt 7T 4 3 AW, AS. QS 1. 5036 81 AW #)
EEG # ¥ 32 3l Oh i f7 #8 35 s AS W] EEG 32 % Jy % 22 o K P
(continuous tracing, CT) 5 STD; QS #]8 TD. %t & #] #F &L i
K F % F 3 s, IBIC20 s, EEG 45 57 . 5 P /3% 3 Il 1%
FEAk, 25 100~200 pV 452 0. 7~2.0 Hz, JGIHH 8 R
H G H S 0 T O AR LAEAE IR SM B X L. o
Ji B e ke 8 %, B 22 S XU ) A0 R ot B3R . 0 /1 B
Bl H R T T 25 oV, WK G 0n 8, 22 0F QS ™.
EEG 1% - EEG XA 5 0L H B 4F 5 19 38 i EEG 2 22
PRI . 25T RAT L AS T B — o O I QS A R
— i LI S .

1.5 GA32~34 ] HLTIRE ML FAEMSEHT X
7 AW AS,QS ], {H 4 ¥ 75 B (quiet wakefulness, QW) #1/
T, BREEBRM ASH EZE N CT, QSN TD,
e I B R R IR ) L IBT SR e R D . Ao H NN GA
32 & IBI<C15 s, GA 34 J& IBI<C10 s™ . EEG #§. th 1ok
RS S o B I 22 X 0 3 sh & T . O Rl « B IR RE
MR ARG T (1~2 Hz)  GA 34 J&] e 450k 3 0 0 B0 IXC o RG34
WX E IR ARFE 6 15 3. T GA 32 Ji] AS BT 2, GA 33~34 Ji]
QS B o — J P 4 I8 BB « 32 S Hh AR I B X XU
[ 25 3 45 B ST B BB AN e

1.6 GA35~36Ji HLAFTHRE JET EEG /] X5 AW,
QW .AS. QS #1. GA 36 JHHE AS ol 43 A~ : ASI(F QS
ZHDLASZ(T QS ZJF) . WG I I A AS iy 345 Fh
WA S ET 3. QS W15 TD 8 STD., 8 fk % K &
(trace alternant, TA), IBI<C10 s, EEG #5458 il =2 WL F
QS M. 5 e K AS WA AT WL B I 5 AL . BT Sk AR R Y g
RN X AR R R AR 1~3 Hz i iF 50~100 oV Y AR
A O W BUAE AS . 0 3% B0 IR IR AR S RO B,
AS2 8 AST HAZ L. A X — 3k M 4 I8 A IX 2R B 7R QS B #%
Z UL, FAb AR AL 1) — 3 PSR B Il b

1.7 GA37T~38 J& LT HRE X5 AW.QW,ASI,
AS2 F1 QS HA. 5 HIE S IHEEA AS . N 2RI EL T
RSN, QSHI:h TA 8 STDY , EEG 555 : L X & Jl (5 1k
B, T 5 bl W AR AS W % . QS W B T b B CA 40
~44 GBI . CAL4 G L AEAEATARAS T k. wisk
PRAR T AR e AST WM AT WL, 0 3% 31 T rolandic X
WH LT AS2 B, HIX — 3 PR . B 2, 2 CA 40
JE AT WA B0OE o A2 L. CA 44 R . X R I T 4F
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23] CA 50 i,

2 KRBBIERNREMEERE

2.1 W O UL/o R IR S /O M A RR R Z 0 W L AR
JEE B DL L -1 I 0 K T 400 VIS 5 e JE 5 A L L
W TS R R HLBUB RS RIS R R . XA 5 S
R 4n PRSW L TM M 5 H W AL A . H2 . CA 28
JE T 36 48 98 T2 AR M ) BT R TE R B R S AR A BE VT A BEAE
P R B 0 CA>33 B0 BIJE 9 F CA>36 I
AT 1 D R B L 7

2.2 rolandic X FH 142 ) (positive rolandic sharp waves, PR-
SW) 1972 4 Cukier 45 H Y4t PRSW 51K % P4 H 1l (intra-
ventricular haemorrhage, IVH) & 3¢ ; BLZE W1 5% 3% 8 1A 5 PRSW
5 5 5 YK 38 5% ik =S JE B A B 4R 4L (periventricular leukomala-
cia, PVIOF L, PRSW 2 L7 JL(GA 28~32 J&) Itk F 7™
JLCGA<C28 JED PVL (45 5 M b i s J2 08 30 K & B 5% 19 45 5=
P R B A5 5 R 7™ R 2 O i 9 s IS e 9 Y R
PebraE R R MR 220 Baud P36 & B PRSW 1) i
PR F A R % . PRSW HBIL7E C3.C4.CZ BB, CZ
PEHe s Dy 9 HE G B9 BH 2R I B IE 20 ~ 200 VL, B B/ T 500
ms, AR R L NI REES TRE L. AW
PR (A B &, A% PRSW. B BT C3.C4.CZ 2 H
W fie 5 50OE S BIAA DX 43 W] LA s R0 | [R]25 B AS R 25
W, BB SR LS, — R R (5 43 b
BB R E . BB B 1 A S BLE PRSW L 5
S8 05 A B SR A BB AR ¢ . Marret 2PV BESE I8 B 20 4 &
DB 2 4 PRSW B/ HZ AT RGEERENIREZ
—, PRSW £Z LT GA<34 iy 5= L. BB PRSW K5
H5EREH XA, EEWTF GA>34 ], Bs M EAHE .
2.3 KAEtEmE  EEG RIAHEFIE D RA . — L ek
AR SRR A HOOR B L H LIRS 2 A A 3 S Y R R B B
R AN (O M TR B 8/0 B T o PEFEIY L R LR
LB Ak & R . A I8 Y B L AR AT
AR TN B S R ER A R kb B 2k L A SR R I R AR R
Yo RAET S HARAE WAl B R B RAE ATAA— X
RS —A X B RN R RS RO B
RS B A (R = 1 o e

2.4 FEALEA RILd . EEE B AEEIE 5 /0 R . £
AR B PRSW A5 B 5 I8 ) dk 5% DL K~ BR 9 A X
HA I & /5 2 28 L S R A AR RO L i A
5B 1 B Koz Sy s A A G .

2.5 ANEUAGED R BB B AR AN T R BG i OE R 2 L.
EEG #3 W 8 A B H & A2 2 0T, g K G i g 7.
JLFFEE B/ IR I8 77 LT RS AT B BB . 15 GA R A1
BIE 0 B s 2D . DA T IBISEH 4 . 30 B A 1 35 4 10 i 4
R IBI A K 5 7™ 5 () [ B 40 5 DD AR 5

2.6 FUESSW IUA R B AR R AR I TE 45 b
RET YA I, w] 22 s Rk, 1 e — IR R
HH B0 B U AE HE BR AR OB X — 3 M SR IS L B R S
e,

2.7 WX AP (positive temporal sharp waves, PTSW)
XU B PTSW 75 T3, T4 S Ik 2 5 AR i 5 AH BUXUAH 95
5 KT 50 uV, B KEFRE IR 400 ms, PTSW AR5 A4 B 0 3
SRR X TIFGA 31~33 J L7 Lb i W . PTSW i iy 85
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W e ' 1) 384 o0 T A 1Eﬂzﬂﬁfmf%%/\%@)ﬁﬁ — 2 A
N PTSW R IEH A — it te AN . Rk, A8k
PR R R SR 0 2 LRGE 7S I R Bt e A
I3 97 = AR 5 Y L7 L, S PTSWH B0 A% 45 3 548 i 5 2
8L PTSW By i (I FR Xy g m . Br IAE & 2k EEG il &
W) PTSW st PTSW K Rr&efF e nl Bl R w .
2.8 HLBRIXRUE BB IX AR U A A B — e AR I X
. 38 H A B X IE AR . HLIE KT 100V ORL KL X
ARSI VR K T 150 oV A LR L. M0 VB X AR I H B
B CHRR A 30 A5 43 B KT 001 AN 00 Dy o B
555 X 42 U LA - B DX 4 U A B S
3 & B

g5 B TIR B TR AR LG LR LN & 0 B Bt TR IR
P PR i e A PR T R R R e R S R B
ﬁJ*ﬁa&EﬁE’JM@ﬁ TRRVE 2 577 )L AL 53 43 1 3 i 3 A L

T2 45 PR EL AR BN B 05 L A0 0 & T D B RO [
i%fﬁﬂ‘]#jﬁ%?ﬁﬁigJfﬁnj(ﬂmEE*IE(EEG)L%%I%&%W%
WL LA A EEG fadr B o0 2 4 5 T RO W S5
ANASU AT LA B X4 1 PR i LA S U i 2 L R A Lt K & AR
T AR B 2 AR S T LI 8 0 BT 2 L 4 R R LR 9 A
PRI 0 LA R K i 2 7 1 S S T L R P L R
WpE )L aE 3 dh 4 Ik B o AR S E Y ORI O vk 2
DT A B A R Ik B A LRI R L EEG B bR 1
WA — NG — W PRfE T2 RAEH IR A AE A 5T,
AT Sl 2 S0 4 1A ] ) 0 T R o L 4 I R S ik
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TR IR Rkl Bey i |1 0 .- N S B N et 0 i
Wi e E A B TRN-EAM I FRRZEAZK 2
4 77 (sodium-glucose co-transporter-2 inhibitor, SGLT2) J
BWA . B FERE SGLT2 il 7 i £ 2, 38 i 1 ) 8 M
T 2 T VO MAC B AU O PR R R R VR LR S AS 25 o B0 9 A1
Bl L KM SR TS AR W] R R R B T R R 25
1 BEMEEEETIER

BT FIESE B e 2 Bl AR A . EE E D
BRUE o R 2y Jy 180 mL/L, £ I8 i /Y [7 B, & R 46 900
mmol/L(#) 162 g) 4 %5 B A\ ' Wk 52 W i A I ™ 4t 15 14 P9 i i
AR R A0 B AR E . B /N B R A M IR IR R B
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SGLTs. % % B¥ %% 15 1K (glucose transporters, GLUTS),
SGLTs F2 53015 75 W /N5 4 1 0« 670 52 55 52 05 760 0 0 A W
/N RE N L TSR AL T A BE AN (¥ GLUTs 5 4 4 Wi % 38 %8 i,
Wk A S EYLARI . SGLTs W 43 SGLT1 #l SGLT2 Wi
25, SGLT2 EE 434 F B /NE il B ST B, & — s 45 1 AIK
RSB RO R E R Y 90 % M AR . SGLT1 43
A AE /N b R RV /NG T BE(S3 BD) L 60 5 SRR R Y 10 %
WA, BRI AR AE R R EM M E N . WA
SGLTs A4 11 43 7 7 15 R0 A 991 45 1 o oA (i B A 1 88 400 4 5
S E R A T R EE . [ B SGLTL [/ K 72 /N i 2 3K
SGLTT il Tt 3™ 5 (0 IR L R =2 O 7 26 W -2 LW I e oA
ROAE . BT LA SGLT2 i Sy A 35 AR iy 410 i) 8

T A R R U o R R R AR AR A — AR 2D s IR
B 22 1l 4 3K 30 B8 b BB (11 mmol /L) i, JROE B 3 BH
P TESCBR A rh, B4 B B ALEEH AN D RE Y AR A B
V7 ) A Je R e 38 1 (TmG) A — i 22 5, SC bR 1 2 il B 3k
# 10 mmol/L WH . 5 /N5 g HE £ SGLTs B & ik 24 A, it
S DR A X R BG5S BR A AR O I BT L i B2
K B /NG TmG P-4k 375 mg/min™ | 1 4 PRI A& B /N BR
i KA % B 5% 32 Z (the maximal transport rate for glucose,
TmG) TmG % fdt e AR 5 249 20 %677, i — 2B B 58 & B, TmG
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