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BEE: TRAARMAZAZEERN AR T ZE8OREEEIAERL - BELGH
REThEBZEHEREFFTE o K 2001 53 %4 B 435 Leuven study 2 H Fds 12 %] o 42
(A £ 80-110 mg/dL) TAKESMHERRBHRTEE %K A TFR KA TERE
Mg m B RS aBEEHNZEHEABRORAARTEAL - R ERREBEIOBER ST
AR BT AL E S IR B R A e T R A 2 SR $3K o A AR 4HE 20012010 4R
-4 H] £ % (80-110 mg/dL) #9 R A #F 721 47 TEK W RE © 2006 SF Leuven study 4% 3 A #Hm g 7%
Bt dza) o BT BAs aEIE A A A SR B E £ 69 F 3K ; 2008 de la Rosa G study ~
2008 Arabia study #% P9 M FHm & —A Rt RERE R X HF R BEEH T AEKR BT
£ oo % PuSATIE M A9 ¥ 12 R RA 2009 Glucontrol study ¥A%& 2009 NICE-SUGAR study * #8
TRAER hER T RARSATER R ERDBEESE R o SHHBREREQFR (2008
VISEP study & 2010 COIITSS study) ¥ 3 : [Bf iz & B35 2 RAs g iz 4] & F g KRR
RTE] - &BHZL: TEREFOFBLBEENRGETRGVENA TR, TREKRLEZ
Tk & A YRR AR BAEHR L 150-180 mg/dL] ; [ FEAEdEH] o3 & 80-110 mg/dL & f 1% I
BBk e BoA B A R A REARBIEIE (<40 mg/dL) B9 RK ] o

FA%2E0 - BJESINHE (Stress induced hyperglycemia)
SEEJE (Critically ill)
RYITYE (Sepsis)
RIS IIAELES] (Tight sugar control)
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Fenle B G 8 #E 7~ EEIMEEE Y~ S
# U DIRODIUBEZE R M o B1E 2001 4 LA
H5F %) BF 2 [ 5% (8 3 1% ol 4 ZE #% 2% T Leuven
study" » KT 8% % 122 1] (fiL B8 4 /1 72 80-110 mg/
dL > F] LAREESMEHINEE R F7 - SE 2R 34%
LUB B AR FIIAE FE A 285 46% o F 1 BR 2 IIaE
WEMW - EEEDHE DEERESRCET
BYRATER 70~ TIAEERERIES DB &
B2 ) LUk THUMAE B o I 0 A e 42 1 2
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MAEE LR BE T BIT% 2R g2l B s
PRIV (£—) o KBREE (FK ) Al
(OIRE Sy Pk v RS 55 - T AR A e 390 Pt e B Y 380 2%
i i B i = 126 mg/dL, » B e 86 T 0 i A5 e
= 200 mg/dL - {HBE&FLRIE R E R > -
A IR B P REUEE AE i LIOBE I IR A (R =) »
B T IR I EHER (AINERRIR ~ 12 1R A -
FFREAL ~ AR AR DL 4F fin K5 > T R = 1A
Tob o A B IR B R SR A0 B FT R B~ A
FSEIEE T ~ 5 T R ERARE A MR
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A REIRIFA
(Medical history of diabetes)

R H 2 BE PRI
(Unrecognized diabetes)
JRR )1 e I W

(Stress induced hyperglycemia) PRAEIEH

(EAENIRE F AT E a2

FTERERINZEIE R » (HAEARREBERTAR B2 HET - HBCRI R RE RN 8

FFEVEFRIRZEN E 28 - (HAEAR (LR AT HENE PR 58 - H B s A 75 a7 AN

& BBRA  BBRWBIHLAR B S MBI < E &

] K
B PRI ZEEIMAEIE = 126 mg/dL

(Diabetes mellitus)

A EMHEAEAR ~ DURRERR BB (= 200 mg/dL

I AR KA 52 PEIER (75-g OGTT) 2 /IMEIMAEE = 200 mg/dL

2GS S

(Impaired fasting glucose)

) 7 W 32 A

(Impaired glucose tolerance)
JBE P s I AE

(Stress induced hyperglycemia)

ZE G MAEE AT F> 100-125 mg/dL

AR AR 2 IR (75-g OGTT) 2 /ME MU E /T /2 140-199 mg/dL

AE A% B JA el o B 0 ) 22 B M i = 126 mg/dL, > B B B BRI IS 4 = 200 mgy/
dL - {5 B s RIE 2 I
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LR G R R A R BEPRIR ~ 12BN A ~ AFRE(L ~ ACHELUR T i
- REDNES 1. AP RERICE RS T AR &

2. O RE R R G
3. B S T P 1 K ]

JRE T 1 s WS — ~ WAEVERTEISEER (counterregulatory hormones)
1 EZT‘, (cortisol)- {EENEE HT2E (gluconeogenosis)
B R (Epinephrine)- (EXEREE T 2E ~ (EEFHE 2% (glycogenolysis) ~ {EXEAGRG
%ﬁﬁ@ (lipolysis)
3. IE® LFR3R (Norepinephrine)- (€ENEEHT2E ~ (EENGN A
4. FHEZR (Glucagon)- (EEREEHTE ~ (EHERTHE 77 it
=~ HREEGRTER - WIEREIEIR - (TNF-a)
L. (R nE B8 A B P o7 it
2. BREFEBAHL (Insulin resistance) AN

(FrsEHRAS )
BRIV AISE 1 1 (Glucagon ~ filE#E T 1 (TNF-a ~ IL-1 ~ IL-6)
Epinephrine ~ Nonepinephrine » «—
Glucocorticoids > Growth hormone)

Wik RBA LT 1
b - BEERTAE VRSO ~ BTG o g

HEMAHIRGE - EETTIEEVEREIERT (lipolysis) LUE:E
VEEH AR

TR - EEEEREERE

U

PSSR RS 1~ BERIAAR |

4

111% S =171

CBRAOMSIBEELENHE BERS HEBREREBDREE  RISME N TET@EILI0 (Glucagon
Epinephrine * Nonepinephrine * Glucocorticoids * Growth hormone)@ SERSRMEN -F XX IEPTENLME
FRRIER (20 TNF-a -~ IL-1 ~ IL-6) DB » YEFRIRATHE - FSARBR R 588 - SR EITE(ERRATEE D #EI0 -
REZRMEN CHOIER - X SHEENRFTRE S EENEIERRATIED AL - RBRELSIINERRE -
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SEATRRATT
(—)BNEENRE R AEFRIEER

BHE - HEED R ~ iBEIh DR » REBEI

L -

B8 32 BRI (AT RIS ~ RS B R
) o AR R S e T AR e LURE (T 22 555K
Ul e B FEAVIHZER L KER M- T
IR - & AR (hypothalamic-pituitar-adrenal axis)
(7 ] 4% 1] DA R A I B 38 (cytokines)( 2 =) ©
N gy W R B2 E 43 W 3R (corticotrophin-
releasing hormone) * HIHUAE T B 73 WA (€ B L B
B (ACTH) » MR ERR W K2 E
3 (cortisol) ° H 7% » % 58 I P B8 F5 ) AR A A
M E L Er (e ACTH W43 o Befk e A & 52
'HFEIMIE (hypercortisolism) » {H15MK(LEH) ~
e W5 B 8 VB W B H A B E - SRR E
)4 % W S W B e » DAVE RS A RS B 2188 E (vital
organs) (-] B JTRIRRREE o LAt a7 /3 5 401 AW
# (glucagon)™ ~ & [ 3% (epinephrine) ~ 1F &
R & (nor epinephrine) 1 & FH % #h ¥ iy - B
cortisol — [F ¥ g i rEL A8k 7 AL NE VS TR A ~ %t
B RSN E 4 S B SR EF (proteolysis) » f%
A RTINS E #T 4 FH (gluconeogenesis)™*
(Z) BAREFMEMAVHRNZR SN ESZEEE

1 (FO0FE CFH -

% 5% SIE PR i HH AR B A REL 3 > e e
BEHE I (TNF-a) ~ IL-1B ~ IL-6 55 » & & 1 21
PERAEVER ISR (AIANESR , B FIREE B B
AR ) WA SR E0E (RS R HE A
JB 3220 o B AE R R MR IS SR BH B F B R R EUER
LN REEOEEE o 555%  (EJEBHHA -
ek F=5 32 BEL 470 E ] = B S A 22« H— o iR
R AR NS R - BB R
RS FF e R s o @ RS R 345 M
B RIS AE FH SIS 4001 ( 41 GLUT-4 translocation
R 27y 5 o REZE TR B Mg - (PR R
A A TR R DA B ok =5 32 PH Bt i 2 © LAY o
e LU S IR 8 2% IS M A 3 S 1 73 i DA%
FAIGE I E > AT ACEVETEER » (5 M {E

B 2026

— ~2000-2010 TERAAS MNFEFEEHIAY A BUAR ITHE

ROMTEERET

RV PSR & B I - KBS D€ B
AT A LT 22 1T oy O 2 ot 9 e L B A G
FEHA S TIIEFSEH 2001 Leuven study ~ 2006
Leuven study ~ 2008 de la Rosa G study™ ~ 2008
Arabia study” ~ 2009 Glucontrol study® L1 2009
NICE-SUGAR study’' ° 38 SEHfF 7248 5 B 55 i
U AF 52 75 5 BL ) 46 1 Leuven study ilfi A~ 55 fH
[F] > G B B B e BRAH 2 O 2 iR ] ~ ek
RGBS Sra 477 20 ~ Mg 70~ 45
TR RV EE AL ST A LB THYZE A B K
B b2 5T BN EEF 2RI 2 S B0 | -
DB e S #E T DR e L AR 7 LAY RE
o [KII - TEMRRE T 9IRS AS RN > M H
i geA B R R o
(—)2001 Leuven study'® FAZEN R INFERE I

PEFET > 2R DNFETR B M BR S I [N AE AY B

iz

i& {lEl FH Van den Berghe 5 A Fit #H 5% U 22
BB - B IRHINEE R PR A Y & A R T
IMAEFERIRIRZE - #8FEA 1548 (L B AT
5 0 oy R RS AR TS RE ({56 PR R IS SR B TR SE I
FEEHITE 80-110 mg/dL 2 [ ) LUK (847 2 1 ifin
P (B A8 215 me/dL A FERBREZE - %
I 4 FF7E 180-200 mg/dL .~ [H] ) o #& FEER »
P i B2 % e ek 22 1 LR AEL ) 97 R R AER R O

A (4.6%) » BEARPEHIR (8%) LLELHEK » i

FEE AT B2 5L (P<0.04) - ILY) - RS &
A& eI M A A > n] DA (R EE G e s AR 5%
34% ~ [ AR I E 78 A 25 46% ~ R TR
R EIMBGENTESE 41% F o & [HFIThS
HEFIB R 2001 4F 11 H BYHT 0% B 4EES - HAS
RoEEREZIE R G > LR L 260
HF UM 422 610 911 525 TN a8 06 5 PR 9 A TR o LA
510 o (H R A BT B B A RHINGE R 7
Joi i o HRERS BS BR O T ilg 19 8.4 (62-63%)
Fn_E APACHE II (Acute Physiology and Chronic
Health Evaluation II) Score Wi (9 %) * FiLAiE
fEAS RS 5 B ERE R R 22 - % A RE R H Y
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JE A BB A P EEE s B AT i 52 L B -

(Z)2006 Leuven study® FAZFEAIRIINFERBII
PRS- IBF 3 AR ERANRIRE
FEREEEENDE
2001 - Leuven study A5 SR #H/R © BEAZIM

B T e Sh Bl R R B SR T 2R - (HEE

1% 5008 Bk — (I e A& PR A DR AR - 2SR

TEARIGER AN EE - 24 thBEA MR

TFRE » —E M52 E % o I > [R]— 1 i 52 BB

1E 2006 2 3 SR R A G2 H T B It — R ik

0 18 R FT 5 U2 v B AR B S AR RS

# 3 = A AR B AR IIGE S 5B o $RHY

05348 B eI s 75 X B 2001 SFAHIA] » AEILAH

1200 VZ ARFHINEE SR 7 & AR ST > e 2

il I W AH (i B 4% 1 AE 80-110 me/dL 2 [H] ) B

595 17 » (B PEHIRH ORFIMAEAERFE 180-200 mg/

dL Z[H) H 605 if o fifi R+ Bk 452 i 1w

FHIEBEIE T AR 37.3% » [Eifiadil i AEAH (LT oE

T2 40.0% » W& 2R A RS2 LY

7EHL (P=0.33) o {HRE{FA RHENIEER Bk 3 K

DLERIEE (F 767 (i) TR 1 - FEERL

& ) W R (e S0 ) O T 2 BH R AR {8

PEHIEH (43.0% & 52.5%, P=0.009) o #5232 {# it

Femi R o M ER R 1 R 5 % s ) i A 1

BORTENAE R B2 — B - thie e 8%

HEBEIECEANER - PO NRHINGE 5 i B &

SRR 3 KEA LA HIERRIRCR - K

BB AR 2 AR - AT RS K

It TE AU L6 FRE AN 3 K 0 DU B T B R

Beikditd 3 KIVmEA B EBEES - (F& ek

&t TR FR1E BT I o T 2 — BRI A

ReER )~ THRES R0 A U2 it o0 = I b 2 42

PIFREIE ) LAk TERSZUIE (carry-over effect)

IRRNRR S G B L 28 2[RI E & A F B &

oo FHR B —BEsE ~ HAERE

3 R B B G EBINFS R - 98 M3k

K2 BB R SE N 8 il 6 g — {50 E0E

ST RS 5 ) i B 21 80-110 mg/dL - K153 fi

UK R % A D T S KA e % 452 il iU e

HEWE RN AT 2 -

(=)2008 de la Rosa G study® >Us 2008 Arabia
study® RN RIREB—ERT » BRALA
SR BB IR R AP EREBIET X -
HH /2 2006 Leuven study 7£ AR 57 Fit

EAT IR B R IR PRI 92 RS SR R 401 2001

BT E I RUINGE R 7 5 R SRR B 88 > B LAAE

2007 SFFAA 0 A R IERRE G NI RHINEE S &K

U RS I M e I Te 0 A T > 0 A2 2008

de la Rosa G study LA 2008 Arabia study °
1. 3%3R 1R 2008 I Critical Care BY de la Rosa

G Study e 3 BRIRIEHI ML IR SRR

ERERENTE -

AT T 504 L AR ITEE R 7 &
G BREPEHI MmO AE (b 22 I 1E 80-110 mg/
dL) 28 KIL T2 15 36.6% » e i (B HIRH (1M
HEFZEHITE 180-200 mg/dL, 28 KILT-ZR 32.4%) »
W ARG B R B o S M INEE R B AR T
AR SR WA I ARG B A 5 > (HL R R e il L W
H (33.1%) 3252 = P E M ST (31.2%) © B
e B AR (<40 mg/dL) RUBEAAR » ks iZe i p
Hl (8.3%) 8 = R R (0.8%) < SRR
FERPEER T H 2001 Leuven study %% # 3% il
TE B T INGE o 155 s S8 5% o i 1 ) i i - ER1 5
AR AR | B AL -

2. 823%[iR 2008 IF. Critical Care Mecicine Y
Arabia study @ EFERINE T EINERBRIRE
EHREE] ERDIR -

2008 Arabia study % A T 523 (iR &
SEREIGE R B s R Hoor #H Y 757 X B 2001
Leuven study FH[A] o ififi 5 EA% el i EAH A (4 Bt
FETCZR 27.1% » 100 {8 470 422 1l I A A 75 32.3% >
W A G AR S A R 72 5 o (HIRIARIY - A% 2
Il TR L E 2E B (RS (<40 mg/dL) BYFEAEZR
(28.6%) » 33 e A EAR I MR AE (3.1%) » &
R T2 A2 B (P<0.0001) ©

LSty R IR SRS S - BEOR T RS PR I
B il A HEAE AR B SR SE AR T R - {HEE AR
Jee EEL KK ML (1 B8 2 AT v > (e el U A
FEREFAEE A AL R B R S B E AR S 1 =
JE\Bgz > T Pt T REA AL I N R85 ) A AN I
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95 ? B LT EH 2 0 ~ BITIEPERY KB 5%

X E T AR BB E T RE -

(P4)2009 Glucontrol study®® ~ 2009 NICE-
SUGAR study®' /& HINGTEMEAYINHERE
FIERSE - BEREREFIMFEH T EE RS
FCEREESBREEMIERER
FE I 5 A& e MBS R 5% > B 2001

Leuven study %537+ BH AT DL AR S8 122554

I » 2006 4 Leuven study 5 3 A BHINGE 5 7 95

FEAERT R 3 KL EAR AT DR R SR 2R » B T

2008 4 de la Rosa G study % Arabia study 5§ Hi i

A B M R 47 BE B A R RERY B AR I W OF 5%

FETR » —EEZ KA ~ % DRy R IE PR 22 AT

AR THOaE s fe e k& il g 1 rodsRa it

MNEMRATHESS o RIE 2009 # /2 Intensive Care

Medicine 4 Glucontrol study LA 5 New England

Journal of Medicine #J NICE-SUGAR study & /5

EIR% ORI RTIEVERFSE > SLIESHR AT -
1. % 3 » 2009 4 Intensive Care Medicine

I Glucontrol study £ —1f 25 F.0 ) Aif g 12 i #%

STOREA R > T SRR 5 B R S R 5 [ 1

W HLEA 21 &R EHINER B - 4t

1750 A7 - FHET B UG A > (B HIR AT 2 23l & i

AR H AR MR E - KIEASAES U 7 1078 £

ZikE % o s AN B e Raial o B

& —EAR ST RIS > 18 HAS AR LU Hi

R e B LA P SR AR T 2R AR (8.7%

& 2.7%, P<0.0001) » {HpHHLZ BRI INGE 7 e

ARG TR EIZESE (17.2% & 15.3%) °
2. FEARNE 2009 HF 3 & K% B #lE &5 i NICE-

SUGAR study * HUGZHFEET 6,022 #fiE » H

BRI ~ 2 HhORRE R R E B o B STEIRR

LASE HOAFE 7 18 58 B 15 /70 7= S RE B8 S B2

7720 ElE B R TR THIFE R [ /e 15 3% et

FE&PERIMAE 2 81-110 mg/dL 33 B I 3 RE 42

WAKS o BWIEHLET A 41 MBS GLITY 6104 £

T A AT » B b Ak i I R (1

BEFEHI] <108 mg/dL) BLETHERH (LA 42 ol 36 (2]

[ 140-180 mg/dL) Z 90 KRARIFL TR L =

Fhoo FEREET > FAK R MRERE (RS e TE

81-108 mg/dL) £ 3010 17 )% K& 5E R 92 > & Hh

H 829 iR & (27.5%) [* 90 KNILT 5 ¥fHd#H
( I A P2 I TE <180 mg/dL) F A5 3012 174K H 5¢
RCAESE » E A 751 (R B (24.9%) 2 90 KA
FELC > WIRHTE 90 KAHISE CASEM A T2 BHRE =
5 (P=0.02) > thit/@ : [k deilmpE s 81-108
mg/dL fIGE % 75 1 L - 90 R INFE T 2B
S R MBS HIE < 180 mg/dL IR IR]) - 3
I B EARIME (<40 mg/dL) M7 A 28 TE kg 22
HI AR £ 6.8% » tBESE & A PEHIRE 0.5%
(p<0.001) °

S AT 2 s ~ R PR R TR B e A
B WIERBER T k& F2eh o i R RE RS Jm FR A 2R
B P R S8 AR BF B - 2 1 T RE /S A i
RIFEC AR © T as A ik oL R B 4 h S 2
R SRR AL o (EEAS R R
{5 A FRIRE Fr BB & E AR R R S A g
R B — DA F e a RS T o
= MIEESSMENRR

E 2 B AR R o BROmE R B S R
B EE PR P L P R LR AR m iy — B o B
SR PR A B M - S KR 8 48 AH R A
B335 AT TNF-a ~ TL-18 B TL-6 55 #f K = 1) F
TR 2R 343 s ST A EE A RSB TR - S5k
A I 5 B 28 e PR A MR R SR (WAl SR
LIRS DU EIR R RS ) W A n
ig o ol FE AR RS R BUUE A o 3 T i R b
o S IMAEAE E A IRME B E S HE R
5% 55 BRI R 79 W5 (41 TL-6, TNF-a) ~ FEAK
F MER A WA EE I RE 1 ~ DUR R B Py B f
i NO FIPER >+ o WFgE U - I 7 AR
L Ry Y o o N Bl T A S = R
CBHER RS 7 FE FH R R 452 1) i A 2R R L
IMAE B E B TR RIE » SEEGE D
2l e
PO ~ BSIITIAE 975 58 92 52 B % [ 8 3R ) it S 2 PR
{EF5TIET (2008 VISEP study*' ~ 2010 COIITSS
study*?)

B 9K IR H3E I E R & AL BEIEE 6 B A
0 5 BB I AR S AR E > B
2001 4 Leuven study & A 1T B 1% IR 22 1l T
152 G BE Y A EB 38 FRUR H252 0 & Tl i R
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H o B MR ERE TA R B Bk

MBS EEHAE A RIS R 2 1 3 A A 2 ik B

ILAE B 1 R 0 5 A0 o 35 0 S 1 fi s I 422

W - R B @R 7 SHELE BRI

{E 2008 -5 £ ® New England Journal Medicine

fJ VISEP study LA K 2010 & 5§ 3£ JAMA #

COIITSS study BT AT UG FAME 2 o

(—) % & » 2008 4 NEJM HJ VISEP (Volume
Substitution and Insulin Therapy in Severe
Sepsis) study /& {F 7% B4 18 il = M1z B
FTEITRYZ Fl ~ BERE IR ST o 3ZAfF 5T
AT R B Eg I RE B i
Ry i FEB A R (10% pentastarch
& modified Ringer's lactate) Eil i& 75 {57 A i
155 R A g A A IR - DU S R T 2R 22
B Z W5 o LU T 537 (L NI
I AR o IS ET SRS 18 BR LA IR R
H 0 B3 0E2 B 5 e 3 BRI B2 B
PEORTE o A P22 Tl I ME AH (5 FH ek )55 32 R I
HETE > S IBE EHIAE 80-110 mg/dL » H:Et
A 247 (R A (B T2 I R RH T B
B R 38 200 mg/dL LA R Bf i B9 AR - B+
15 3% {5 H 2RI 7E 180 mg/dL- 200 mg/dL 2
[l > $LEHH 290 R o 3 BB 5T
5 28 RITAEA » B EA& et Mg R A
61 (IR EIETE » SETTZR B 24.7% » BL{E#T
PERH (75 AIBE T » FETEZR 26.0%) LL#EE SR
MERETEE A 2 5 o S (R SR {5 FH AR
E3AH o B ATAS R EE R
K IRE P 58 AR 2R BEE R = o A I B R I B
(<40 mg/dL) FYBEAAS b o me b4 il g #H
(17.0%) BHZRM = (R ZEHIRE (4.1%) © #G
aiAT + Y je T W o B Wi K ve v
BB R PRI RE CE 80-110 mg/dL Wi S &
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Stress-induced hyperglycemia, caused by excessive counter- regulatory hormones and cytokines induced
insulin resistance, is a common phenomenon in critically ill patients. Hyperglycemia and insulin resistance are
also associated with increased mortality. Accordingly, control of hyperglycemia in sepsis and critically ill patients
is suggested to be a very effective therapeutic approach. However, randomized trials of intensive insulin therapy
have reported inconsistent effects on mortality and increased rates of severe hypoglycemia significantly. In 2001,
with the publication of the Leuven study revealed tight sugar control (blood sugar controlled within range of 80-110
mg/dL) was associated with reduction in the mortality and morbidity of critically ill patients in surgical intensive
care units, there has been substantial growing interest in glycemic control among these patients. Subsequent
trials (2006 Leuven study, 2008 de la Rosa G study and 2008 Arabia study) have failed to confirm a mortality
benefit with intensive insulin therapy among critically ill patients. The findings of 2009 Glucocontrol study and the
NICE-SUGAR study investigators even highlight that tight glucose control in the critically ill patients might actually
increase morality and the events of severe hypoglycemia significantly. For the study of patients with sepsis (2008
VISEP Study and the 2010 COIITSS Study) also found that "sepsis patients underwent strict glycemic control does
not reduce hospital mortality." In this article, we gave an overview to update the totality of evidence regarding the
influence of intensive insulin therapy compared with conventional insulin therapy on mortality and severe hypogly-
cemia in the intensive care unit. In addition, we summarized the current practical guideline of glucose control for
physicians in treating these septic and critically ill patients. The conclusions of sugar control in critically ill patients
are "the survival benefits of intensive insulin control in critically ill patients remains controversial"; the optimal levels
of blood sugar for sepsis and critically ill patients are within the ranges of 150-180 mg/dL"; "strict control of blood
glucose in 80-110 mg/dL increased the risk of severe hypoglycemia (<40 mg/dL) significantly in septic and critically
ill patients." (J Intern Med Taiwan 2011; 22: 121-132)



