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[(MZE] BHA MRS (SS) BILIMTE K BRI S IR B E (ACTH) KPSk,
P H S T R RS e R Ak 25 B SS AU K 24 f5i] SS I LAY ABFSE . Kl UL AR
B ABESE 3 K. ABESE 8 KAGINLIE R JRIEEA ACTH 7K 25 Bl g REAAG /N LAE R IE# XHIE4L . SS gl
UG L300 0T (n=5) SEN4 (n=20) WIPW4l, &R AR SS L UL H SS 4 1fi
T B2 SRR ACTH 7K 5 3 T IE# X HRZL ( P<0.05) , SS AV Widhrsk ¥ T SS 14l (P<0.05) ;
ABESS 3 K SS KA WiHE bR ACE 1 T SS R AT 5 % 4l (P<0.05) , SS FMIZHAY ACTH /KF-5F
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Changes in serum cortisol and adrenocorticotropic hormone in children with sepsis
shock and their clinical significance
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Abstract: Objective To study the changes in serum levels of cortisol and adrenocorticotropic hormone (ACTH)
in children with septic shock (SS) and to explore their relationship with the disease severity and prognosis. Methods
Twenty-five children with decompensated SS and 24 children with early SS were enrolled. Serum cortisol and ACTH
levels were determined on admission and days 3 and 8 after admission. Twenty-five healthy children were used as
the control group. The children with decompensated SS were further divided into death group (»=5) and survival
group (n=20) based on their clinical outcome. Results ~ On admission, the decompensated SS and early SS groups
had significantly higher serum cortisol and ACTH levels than the control group (P<0.05), and the decompensated SS
group had significantly higher serum cortisol and ACTH levels than the early SS group. On day 3 after admission, the
decompensated SS group had significantly higher serum cortisol and ACTH levels than the early SS and control groups
(P<0.05), and the early SS group had a significantly higher serum ACTH level than the control group (P<0.05). Among
the children with decompensated SS, the death group had significantly higher serum cortisol and ACTH levels than
the survival group on admission (P<0.01); on day 3 after admission, the death group still had a significantly higher
serum cortisol level than the survival group (P<0.01). Conclusions Children with SS have increased serum cortisol
and ACTH levels, which are associated with the disease severity. A persistent high serum cortisol level indicates a
poor prognosis. Dynamic monitoring of serum cortisol and ACTH levels in children with SS is of great significance in
evaluating the disease severity and prognosis. [Chin J Contemp Pediatr, 2016, 18(10): 1009-1012]
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JEREMEIR T (septic shock, SS) J& JL# & BAE
BET e IR Z —, JRFEHAT A 10%~50%"",
SS i ¥ Ak 1) F 28 4 7= A R 1) SRRE AR PR 7
WOE T G - TR - R (HPA) B, SRREdn
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W (ACTH) P, 5| e o i A o 40 3 LA B il
RAE L, IR B G 32 RAE Sk B Ho g8 [
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1.1 HARMNHERHAE

AT T 2010 4F 12 H & 2014 4F 12
HAAFKBE PICU # SS 8L, 449 fi, 5 27
], 2r 22 ; AEE R 2~36 D H, SFERLER 21 4
A, #2006 4FE RO LBHEG MR G (BREEEIR T )
IR T 2 D T2 Wit 4 49 # SS UL
o, SSRAREERA 25 i (55 14 ], Z 11 ) , SS
W24 ) (B340, @11 l) o HERR B GRe b
BEado . e 3l 1 42 22 S e A kil R A 7 i 28 Lo
[ FsF I A L3 BB 7 4 11 fke B A L 25 81 (5
1361, 212 ) fENIER XA, Tolik RE5cp:
9 ARG | ARSI NI SE . A TEARRS |
RS ZES TG

SS AV 4 Je SS 4 LT A B J5 ¥
TR IR PP A R L s
R R T R (SR PT AR H 50 mg/m®) |
P15 WER D BE BOHE L RFIRYT 45
1.2 KillEIRR T E

SS RACAE B AL . SS HHWIAL T A B 1) 2 A
Besfs 3 K. 55 8 K L4F 8:00~9:00 25 I R 4E i ik
I 4 mL, IE& XFREZH TR 2 H 8:00~9:00 %5
JE R AR ER KL 1 UK R IARAR 4350 AR 268
EDTA-2K HTEES 4 2 mL, &0 10 min 43 25 1 14

A, IR . mRAEARERE 2 1.5 mL 195
DN, T0CHRAE, 3 TR D i iz o e
ACTH, #RAfb2AE:, Bl B ki &
VLRI T o
1.3 5K

BT A 0 R FH DL 5 & 8 A 72 9 ACCESS
R4 [ ghb2s RO AR AL, ACTH AR &
FFI 2R RN A2 P71 LIASION %4> [ 3h k2 &
PR, ¥ ff BB e i
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i FH SPSS 13.0 G 351 44 i A7 B4 ab B 5 4
Bro TGRS + PR (x+s) Fow, 45
B A SRS EIES A0, P
FA R R ¢ K s 3 2Hfa] FL AR B O 22
M1 P<0.05 MR HEAGIEE L,
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2.1 SS%kfV{EHAZA. SS BHAZA RS B RS,
ACTH Sh&EEU R SEEXBRARMLE

ABERT SS AR AL . SS H 4 4 A IE H Xt
HE 2R A I3 Bz o KO LA 25 R A St L
(P<0.01) , Jrfr SS AL AN SS FL 4 B 2
IR AL (P<0.05) , SSJACEEAH & T
SS HHHZH (P<0.05) ; APBEs 3 K SS KA
SS FLHNZH [ I 7 Bz IR KA BT R e, {H 3 4
P22 AR A Gt 2 L (P<0.01) , Horfrss
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SS LY ZH A IE B B AL 1) Y 22 7 R GE R X
(P>0.05) ; APBeH 8 K 3 4H[alH b 22 744004501
HE X (P>0.05) o WK1,
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RACEEIA A = T SS 4l (P<0.05) , 341tk
LRAGE L (P<0.01) 5 ABES 3 K SS K
A . SS FLIBIZH (1 1l ACTH ZKF-32416 BT K
B3 At 22 S B A Gt 22 3 L (P<0.01)
Hor SS SR 2 40 B T SS ) 4H A IE H 6 R4
(P<0.05) , SS FHI4H & T 1EH X 4 (P<0.05) 5
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*1 3AMBERFRER ACTH KERELE  (xxs)
JZ BT (ug/dL) ACTH (pg/mL)
ZH71) {Gilke ~ o -~ o o
A B} AR 3R AR 8 K NN ABEEE 3R AR 8 K
1E X R4 25 145+3.4 124 +3.0
SS FLEH4 24 32.6+5.2" 155+3.6 132+£22 22.7+39" 19.8 +3.6" 13.9+34
SS AU 25 50.7 6.5 34.9 £5.5" 153+2.7" 71.4+52™" 324 £4.1" 14.6 +2.8"
F 1l 299.575 176.893 3.053 1451.846 198.556 2.804
P{i <0.01 <0.01 >0.05 <0.01 <0.01 >0.05
T IE 0 IR PR AR TR 1 K. *SS AR AL AE 5 8 RIHE I BIECA 20 0l a 75 5 SS FMILL LS, P<0.05; b 5 1E# %R H
i, P<0.05,

2.2 SSRREHAHILIET T AFMFEITAIMF
RBREER ACTH HyLtL %

SS RACEE A, 5 BT B R A ABLE
5d WM. FET-BILA BT Y I T B2 o K7 B i
FAAEEIL (P<0.01) 5 ABESS 3 RIET-HJLAYIN
T B B ACEAT S 2 8 TAAE UL (P<0.01) o BB
T H LA BERT A9 L3 ACTH 7K 7B 5 55 T 423 i
JL (P<0.01) 5 ABE%E 3 K, W4 ACTH /K-
A TR, P 2T g4 L (P>0.05) o
L 2,

&2 SSHEREMERTSFERILMFRRER ACTH
KTERIEL B

(x+s)

B2 SR (ug/dL) ACTH (pg/mL)

IR
W et s n B B R

T2 5 54.6+47 412+3.6 73.8+43 346x40
TG4l 20 44.1+34 233+20 645+3.1 314+29
RN 5.786 15.356 5.534 2.060
P 1A <0.01 <0.01 <0.01 >0.05
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