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W T > B B GR B 4R mT RE A B A0 ] —
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(IESHESH BT A BLEIRE > ERE i IEER s (Rl
JB2 ) » BSIM A PR ( blood brain barrier; BBB ) 3%
PESEIN » & R /K e S ISR JBR T ~ R AER RS
TR - AR A A SRR & AR 2 ( free rad-
ical ) » WG EEEERTIN - FEEAENRERIE » &L
RS ~ M NEEIMIE » s |3 AR Al
sz 48 ~ 2 A E wia AR T -
— ~ B8R:AET ( Thermoregulation ) THEEL
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B=: BERBETE

( Renin-Angiotensin-Aldosterone System ) /1%
W& 7 ( NaCl ) BRI » S 075 ER A I A i) &
R IR ETE AR o 830 IR ) B E B R
IR AE K AR ER G I ML R E & ~ ATP
(PRI, — TR ) IR B A R (B At »
{H 38 L By 5 SF BAIR B 1) 0 i e 75 22 10 K FI[ 8
{ESFEA RETERL " ©

B THERHIERAVIAE » AR B R (R B
Py anlE = ) o &GRSR FE T R RS
VIR A 1 R ) St e 7 B S > 0 SR B
R > 4 gEANEEME I ~ SMEER G ER
BCHIEMGE TR - RF e i E (-
— N BVBRMRREBRES

Bk EaR RN EnE > Ko r&
(7 to 110 kDa ) KIIREANFIZKIE Sy » 4T HSP25
HSP32 ~ HSP47 ~ HSP60 ~ HSP70 ~ HSP90 %
HSP110 ° HSP70 i@ —FfZE/ Vil E#E HSP72 ~ H-
SP73 ~ HSP75 [ HSP78™" o EMATE & [ #4305
e AR FEER B8 b B 32 B R SR AR A2 [
TET7 X BHIIESZ N NEGE ~ @B~ BRE - ot
I~ &b ~ RIEFE L GER - BRI g
REEA?” » frlEeBEnEthEER ) EH
'H (stress protein) ° ZVA e i HA MIREIRFE ( cyto-
protection ) ~ AERFHHAUAY A E R EE ( cellular home-
ostasis ) NMIEEIMTENVEE /] ( thermotolerance )L
RE o ZMA T 8 0 2 RO AE 32 20% 30~60 478
KA FE BRIAE 18 /NRFIA o 52 BIBREERR T IRE
(ATEEN ) > ARSI E B T REE A ( de-
naturation )[MAETFH » B B2 FER ER%EL
JFAZ AR Y EVR v 2 1 RE B BOAS E B T E AUAS
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t o MERHEEEERHE ( chaperon » {FFEHE
H) iBEHETEEEAS W > Mhsd
ANELHETEEE - MERF R I EREE - fERBVT
2 T-Fir A R ER & 28 A2 2K 72 SOFE (heat shock
response ) SLEEMATEEH - fEEHZ LIHSPT2
Fa o A0 SRHNHIEMA e B Y & R E A
REJIREAR » LRSI IE 1 - B P& Bei 2L
Kye B ((FEAIE HSP72 ) R DUEE G (I e 15 5
& PRETEER R AR E - REMIE ARG
B E - NER B RIERERIEGE > B
KR S Al LA INfAiE 287077 o« —BLfg i -
-~ BIRES ~ RO ERBRIT ~ WK B R kg
DRIZRIR » (0 {IA 8 2 o BRI L K R A A R e B
H - MHERE S g b 2
= - ERENERESEERELES

B 2 TG ER 08 S A AR S B (%
RIEHSES ) gEAd KREAMIEEEN EBHE > a0
IETESE B (reactive oxygen species,ROS ) - it
ALY (peroxide ) » FFEALY) ( superoxide ) i
% H HZ%E ( reactive nitrogen species,RNS ) * H
FH AL e AT ~ AHABCE R A B A
SR EREE I RN E R EATERT - I
o | S — AR Y 4 B TR 8 R I N BRI S HE - B
FIGENZ B E B 0 R R(EEE T o
PO~ B EERIMEN IR E

T o AR I {18 oy 7 A S PRI R
{753 A B2 AR ~ I3k B b B AR 70 26 Fe A
5% (cytokines )° ° T ZERE/HHRUIGE &2 HlEh
BRI 2 — 2 5T R O R BLE B
b > NS (endotoxin ) P78 28 AT
3 0 A1 : RSN F-- o (Tumor necrosis factor- @ »
TNE-@) ~ /rFA7-1 ( Interleukin-1 )* -+~ &3 | EEET EY
T VR R - (HEEFR 7 E S ~ HmERN 0
F2: Sp I BRI R -« 4% > T REE R % B E =
U o MEBUATILT ™ - B ERRURERZ 84
I > S RVEMIMRE G REEA » SRmEE T
W ~ BEANIRR BT ~ REGERREE RS MR R IEER S

IgeUR  TEBIZEEN 2 ik & IR SR
FERINE R ~ FRVEMIEGE kattEl” - &
SRS B I B B m 2 o IR e e A i RS
2 TAFRINLIA S B BT B2 RS - SRl B e
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fthes B dkim > ARG ERR IMAY RS IR - SEE
FEECHHERENES SR EREZ &
ENBETE™ o IBEREN ERS B S N E R —
REZ W& ( lipopolysaccharide ) i ATEER A ™ » fHIR
RN N R R G MR B 122 S e ~ =55
R ARG E ©

I P9 R AN 45 e e P ) i 1 7 1t
Fe 2 B Z BHER R B FF B > I A B2 AT RT
DA mE Rk kel g - AT A ke E) -
HEFFEEEY)'E ( prothrombotic ) KFUEIMYE
( anticoagulant ) [HIFYZFM7 o /S & {56 & A K2 HR
15 > el e B HH S R R S IR RE R I B T
Yahn o fEEhH B AR BRI o SRS th [R] R 1
TEAL o IR e 3 g i Bl — U i B 1T 4 5 )
( thrombin anti-thrombin III complex ) K ###E &
BE{E ( fibrin monomers ) s FHHEC ~ HEHES X
PrEEm &g NI o & R g B A O B8R K18 1
W BRI FE G RHEET RS e
M7 EE (DIC ) o LAY SRELBLIMAERFIY 2
HRAHIARY » G h ZAER 2 T AR AR
fE( sepsis )7 ©
I SRABEHRENERES

V)& i 2y B - AHRE R E R 5
FH o RO E M B S S ROREE - A
HEFRRE ( phospholipids ) S AEEEH ( lipoproteins )
B AFERE  SCEHIIEAREREE N - B AR
B HE E R AR 22 i DhRE ™ o 5
1) e B 55 VAT e R (VR S S PRe TR » e
o N EERN B KRR S AR ( critical thermal max-
imum) % 41.6 CE|42°C > : BFEREMH] 45 /7555 8
FINIRE > R0 I PR RS ARG S B RS > R £ A
PEMAEIEREYIRE » SRS EIEG (Rl
FRHEAIRS R ) MRS T 2 PR LIGHE LT
(apoptosis ) J7EGETT o (HIEMR SR (49-50C)
N o HEES oy S AT 3 AR R A R s~
HHMIEIE » FRASE R EREIET -

FEA LA A BIAL P AR S S AR A 25
VIREIEEER T > Bhrb 2 OF S AU VA EE R B
WS ¢ — ~ EEA Bt EE LA AR RO
=~ MR RRR R SR RE B ( ATP » adenosine
triphosphate )AUFERS o Al MASEZE T4 5 e i A

ik BE AR

RELo St 1t AMBREAY 5 Na /K" BOH ( REhEE
-7 HE ARG B s S 7 AHERE ) K] ATP RE5 T
KEIEHIIRE » BRHIRE A SAEE 12 - HIA
SNEET-HE S 515 Na "/Ca™ " AZHAE I ( exchanger
protein ) JEENIAN > A SN EE -7 EERTIG - (5
(5] IR5 s 5 0 EEREAE N - S AT P BUKE
a0 PO BN LRINR R R IR H DhEE - #5EE &
TR I RE o R 85 1 - BF H R A e B A L AR A
( sarcoplasmic reticulum ) P > FzAX S AR A
PRI HE NS LA (degradative enzymes ) *
A1t HE B A2 (phospholipase A2) ~ 2 HE# 3 (pro-
teases ) » [RME SR IHE N LABHENR ( sarcolemma ) ~
HH A RES s AT A0 208 EE AR - KRR > 5 SR Rl — (L
PEfGER » ATP B3 —DFE - B — 20 G R
RSB e e - HO S I LESHHIIE A IR
SR BT DINE R — (=2 B BIRRE - KO E A
HHAELE RCAHRE A IERR 5 (RIES ATP WORESS - AlIAA
HBEFRYE A o DL BRI » &
e LA E Rt s R AE A 1

fRARTRIR

B iE AR E R — e B Ry R
B GNFEHE S ~ e ~ R 2B ~ DU
Z 07~ RO ~ W ~ B BV BEE -
B R ~ EEH ~ IMEEE B e - HiEE
IEAE 37 240 CH > MR ZHE R BP0
KA 40°C (BEESUEIES 40.6°C ) » {HEM S
TR AR B R AN SR IR - (B
LI R AR A2 B G R o 2B [RIIRFIC & A
IRIFCIARECEN o 8RR R D B0 B 4% 1k
o SIS HZIERT BN > O ~ R 7T 52
TR o b 25| RERY 23 1R 15 i 32 BLAE AR AR
PR ~ B ~ BILPA B i Be I A7 o R
FEANIEPY o

B Z I PR RS S ) B TR AL - 0
R~ 858~ 18~ AET N RE ~ BEATE
BIVEA el ~ GEaE G ~ EARIREL ~ R R
o I AT LU R AR I BREVR B R B i
A R H B Z G OTERE R Rl
FFPERS A ~ BSOKIE ~ PSOAL S IR gL 525 5 | 6B
BRI > SRR RS -
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x= : BREADPESLEEGHRADELLR

B : SAPSHIFAE

COWEDTHE B M B /1 B 2 m] 70 7 W
S M EN JIHRRE ( hyperdynamic state ) SZAKILIA
&) JJHRRE (hypodynamic state ) * & MR HE) )R GE
B Codfifi 4 & (cardiac output ) ¥ I{E[ERF 22 & M&
BE7 R - o BB E R R R Y 5 AR E) /)
ARFEEAH O & T R (H 42 B i & RE 380 » %
By LHURIMBRAIIRIL » A/ s sh Bk K 95
AT DURE > (R B) K& s 700
AR SZ 18 B L e B

HhE R B SO EE i - R RS
FEENE R ITHE BT @ thRE R BT =E &
GRS ~ {KIAE ~ DIC M HmAlED 7 - B
FAARIM IR Rt L - i Bt r e S =
Uiy o DL ERYOFEEAE a] LARIRE 3R - TR 2 i
i A O 88E- % B o B R EAEIREE ( multiorgan-
dysfunction syndrome ) °

{ER A B 2 B R FR T R R (TR )
LERERH - B RS ETEARIEEREE 5 S
RIE 25 RS KETREIRIA » & AR R
tgmR=" -

Brh 2R SN ERE SN RN -0
AR B O Ry A 1Y ST-T Bk ifi
sl A nRE I BUERERE I (A0 SOR(ERE R ER
5 QT bR K ) - BRAHEN e B ka5

TRAJHARY 53 2 2 — LL e — PR RS RN« Al
il ~ fEZE I 5 BArhE R BRI R R RIS

/IISZERE ( cerebellar atrophy ) » 38 {[EZEHE & 52
TESH BT PR B Ba A R A g Bl -

(BRI 2 Rl EF B2

HE M SRR [ERRARTE Ak
EZTN LA SFEERA
#9 SIEESRSERAR: SRR DR TR
wh 6] BIZEE

B BT PEWRERE W A0 HEERIT
FHER HRHE L B Pk (i3]
AR oL (i3]
FHER SHBR (i3]
AR Ah (i3]
FHER (K (i3]
thE e PRI AE [
HR WEOR i AR
L] LA LS

=pi=1

BAEwAEEE ZR TR T
— B BUNEER

o 2 A I S SRS B R B2 R ~ R
PR ~ MESRMIGZES > LOE iR KRB HITE »
Slfi ] FER K A T I - 3 R IR i PE 22 5%
W NPERT 2 5 [RIRE A7 RIS TR n] S (S R R IR 77
X o IR ~ AR R IG R B 2 B
ARG o BRIR AR AR AR R RE
M E— DI BRI HE R RE AT -
ST E RS © BVh BB ARG g E LA
B85 ~ I THIRIGE 2™ o Yuval Heled 55
MR G R 2R R “E 6% ( Golden
hours )" * » FEME—IDREREERITE] 2 [/
e b B EEIRR ] o 0 REORBEAE 2/ NIRF 1S B
WG  SEE THG A E 2= -

AR REIR L HREIF AR TR A B R AL
REET > C IR T IR > W
AR T A AT G E R A - =
7R B S 77 2UE RS = Hh 2 3 AR B ] LA
SLAMEATRIRRIR 7T 2K o DL SRR £ 5 4
AT T —(ER S AT AT AR 77 20« AR ERAIE 2K
K (20~40 2T ) Frigs i T A s ) Jil e o 2F
PR TR S mT LI £ 0.14 °C/min » HELEHR
TR RGE Y 10 7088 > A BRI R T A ]
DUSHEIRRR(K 1.4 °C » 4141 CR%EE39.6°C »
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Y S

&0 - APENEREREHIR

BRgH EEL AR

firdx R G

BRI R A R AR B B R AU S R AR A R — (A T R f
ik  RR I FER R EE A B B BRI AT 505

IIEG R R CR AR » (ELE R SR Ok e ARV o AR 8y
ik R BN 2 R (M ST > {H SRR LRI ] S i S
IIE% AR5 IMEFHHE & R ZAERIA

it R [ e PR | CEE IS » (B R LA T 1 e
HFYIRE (AST/ALT ) Lt 48 /]NFFE 2 TR B THE

=8 AR

EeNe) AR R

sl i1 TP 36-72/ NER (% B

IR 457} 2 BRI » MR

CPK.LDHmyoglobn k7t ] R AU » CPK HZ AT E5% 100,000 [U/mL

SRR 1.4 "C{H SR B FER 3 A T E MR A
] o dtE—2 Ll H il i S B P 2 ORI 73 3 2%
B (15 B BB RIRF 6 A o 10 U ) Btk
(BUKIK ) » ZEFERRRLE L /2 0.034 £ 0.31 °C/min
R VKOKFBEEEE Z 0.15 #] 0.35 C/min® ©

AR RRRIRE B K EIK ( BARK ~ iR
KEKEE » ERT LU 12 ~30°C ) 58
o HKE R R ~ PR B BRI sl 12
B o 8 EE s RIRHE B E R o
RGE L IERE TR  CREEEE A REAHE 2
T o

R K BRUKOK ) B AT DU TR R R
& (HAEZFIREEUA W - AT LA F ER[E R
T AP IR KRR » [RIRES 8 I A
DKESERUKIE » & A 75 20 T DUAGE R KR » 6
FARE KB FEARFE 7 ~ 14 °C - EFRIRIEIBIE B
e B B D E AR R R IR T — (BB A
BB AR RIEE - MR A A A K > BRT
SEERIL B S S SR A K BB K R
ViE) o TN Y [N FEESIINTG » =2 39°C
BV 1 R AR i » SR o A A (SR ™ -

FoAth 77 =N KR OR B AR b ( SEER ~ IR
o BEREEE ) AIRRE - ARAEBS R TATIVIE LT
& SEEA T S IR FE VR A - TR AT 2 (B NIRFAG 5
SRVATR (normal saline ) 1 2 1.5 AFF » Z 1% 5/ \RF
7 250ml » W@ (UK AT REEE R L= ~ B
7K e e i KB *° o DRI A rb 20 RRUED & (I

W - TR AR 2 A AN - DR R R
FEVETERGE di) i, H R AR - 457 %0
% (4L/min ) PREFEGRBEAIE RS 90% -

T Tl I 08 2R 1 ) 58 B 1 B R B A1 ok
O o AEETTEIIBRIRE A i A UK B bl T > —H
N B R BN IR V7 B LR s B B R ke 4G
TRERIGH » W2 IR SR > #HE
i fa kel o B2 E2NE —HREER=E
(coldroom) * VKK (1~5°C ) Iz S HAth 2R
i » ZBeAfiat 10 F A 8o =B » HE—
IS H R MG SERR K o RIIKOKAEE — Rt
FeHER e RE R R R (TR A AU 2R R AR ™

B 2% BBk =2 = M T AR cold room”
BUKKIR IR > BRSO EERE - B
RS A R T UK R A AT A T
T HL A5 P UK KR R » 4 {60 B g O 8 (K
30 °C & 51 L B2 I A b B - R
(250 KF/m’hr) o BRI UK RIEEANET
Al » R AR B L - MO IOKER R
TiLEH AT RE & 5 LR S et IR Eh Ik 11 5 (va-
sospasm) *' » 35 LE I FEERAN RIS - OBRR
MK (7~14°C ) Rl - FLBORA FoRERES - 3
SR AT DISOHTEK (40°C ) #4:L  [RIRRER AT
PRIEERZ IR > e AR R IR MSCATR ) S M L TR A
R 5 TR A ] LABEFH Benzodiazepines
Aa i o IR VIOKRERER A FIH % » B L]
TTHVEERRS © VIOKBRERRRE R YRS ~ i —



& - RPSOHFIEROE

143

iR bEE

it 2l FrrERE BRI R SRR  (RFFATIR <39.4°C ~ BRI 30-33°C

fAE PREFFESEWE » 45T Benzodiazepines A 1E

IR 5208 FiR A FUR U ( gag reflex ) UMM » BIVE ¥ DURUE VB IS » RAEITIRAE I (R EU R BT K 90 %

e A B R ORI » 45 F i B YScka > OREFFIIBINREE ( mean arterial pressure ) KBS 60 mmHg LAERF 285 B MIRVEE
BERLE

LA PP s ~ bR ~ H 8287 (mannitol ) » S AIE BRI ~ B SR ( sodium bicarbonate ) gL FRIK

S EWERS SRR - IRER A ERE

KHEE I ~ 1A HAOFBER R - B RFR
K~ A H A DM R B EZIREE A
HEJTET o

12 AMERIREIR 5 Aok vE S ~ HERG B ER
WEVE - HVBAERJEE - WIK5TEZ% o Broessner
S ANBRH A i R 7 R0 - RS
H ( CoolGard® and CoolLine® ) & A T eIk
A BHEKEANEE » (RERESHRET T BE
T E PR » AKAGIRAMA ™ o (HiZLL 750
MR A KB TR & B A AR AR R
Ji2C A DU R R -
— IEEENSEEMSEEEL » HRRSEE
TDEE -

{ENIEE R F5 n] 50 F UK EE FRE R » LR R
FE AR UK B S > 8 5 e AR R > 23
If 4 I RS A] LAME R — ARz SR >
T SR A E TR o RN B ST ARG
oy ECCRA IR » MERERS AR B DIRE (W12 1)° »
K ER 73 AR K I JRR 7 i - R Ao VB e i 72 e 2
= o TE MG R VA IR 1 B IR & s rp O R R AR
( CVP) BUIEIARELEE ( PCWP ) » 3 K8 2 i
WS R KIEY » FRMBAR AR E LS
% A S A | FEERY I 78 B R B O LA 2 HEE AR O
WSR2 o OB EhRERETFAL B BE AT LR A
T A A A5 A B U A N AR > B JE = A
77 2 — Ol S B AR TR > Ol 58 ml LA
B R EEA O 2 E A 5 H O R T R A
HEVRIRRE o IR M B A R S B IR ER ( mean ar-
terial pressure ) A2 60 mmHg > LUEFRF %28 B Y
IM R B AR A - B3 b E AR AT LA FH -2

4 (vasopressor ) * {EAZE T B & | & 1) SRR 7

i R JE B I WA o SR REL o St 3 %
NaCl ~ H#l% ( mannitol ) » [MAFHERH ( plasma
expanders ) * 41 & F (human albumin ) ~ 8 £ 5
JEFY (hydroxyethyl starch ) ° > {EE)P) & bg ] DL
FE P EHARIEE ~ FE{KEEAER ( intracranial pres-
sure > ICP) ~ 2= AR #E T AR ( cerebral perfusion
pressure > CPP ) ~ U5 HEET 7K e R e i 175 0 Tt K
DGR G E o HERRFRIR 2 B HEEER
YJ ( free radical scavenger ) * 7] LB/ B HHFEAHH
MRtk LG E ™ -

=~ FEIESCRE SN RETRIB 2 EIE

— HEVRZ A% > IR R 2 IR R
AN BER LR 1158 28 S ~ Bt I S MERA SEEA T Je 1%
% Hes B EIBIEEE « — H B AL e
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Heat Stroke
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Heat-related illness includes heat cramps, heat syncope, heat exhaustion and heatstroke. Untreated heat
exhaustion can progress to heatstroke, a life-threatening iliness characterized by an elevated core body tem-
perature (> 40°C) and dysfunction of central nervous system, which results in delirium, convulsions, or coma.
Hyperthermia associated with the acute physiological alterations, thermoregulatory failure, systemic inflamma-
tory response, attenuated heat-shock response and the cytotoxicity of heat leading to progression of heat stroke.
The prognosis of heat stroke in patients is directly related to the duration of hyperthermia. The prognosis is poor-
est when treatment is delayed > 2 hours. Therefore, the most important feature in the treatment of heat stroke
is rapid cooling. The prognosis is optimal when heat stroke is diagnosed early and management with effective
and easy cooling measures (including immersion in water, evaporative cooling) begins promptly. Long-term neu-
rologic sequelae occur in approximately 20% of patients. New approaches to reduce mortality and complication
of heat stroke are being studied. (J Intern Med Taiwan 2008; 19: 136- 147 )





