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WK, KE, HE, £k, EAR, Fr (BRCES302EER FAEEYHL, Jba 100039)

HE: B TRt 2RI R8I A TEAT IR 538 (ACLF) '8 ERIIRE R ek AR KB EART)
REA A 50 M AR BEFITIUE ARG ME . J30E SRR OB AL, 4IN20134E3 H 220144F11 AN
b N BN S =0 “ER BN L RHF RACLFEE, HER O IR A 14 4 R B T2 1
o RBRE KRR SR NS EIRThEEA A8 OB R ACLFA. (% JfiFE << 276 nmol/L) F1'F
FERThEEIEHE 18 2 BT K ACLFA (= 276 nmol/L) , ELEM A B RSN /1%% (SBP.

ASBP. DBP. ADBP. HRFIUO) . F'¥IhhE (ALT. AST. ALB. CHE. ScrfllBUN) . ¥l ThaE
(PTARIINR) . MELD#%> K Ti)5 . 455 LA NS4618 1 2 BT R ACLF &, Hd ¥ EARTifeR
27 (50%) . ACLFRH. HAFNMEHAE AR DI ReA 423 40 N1 (55%) « 134 (52%)

361 (33.3%) , HHIEHE LIRS ERRER LS FE L (F =1.231, P=0.666) .

B EIRThEEAR 218 M OB RACLFA S E FARThEEIE #1281 LB RACLFAAHLL, MEsh 12446k
(SBP. ASBP. DBP. ADBP. HRHIUO) %@Efr%ﬁﬁ (P¥#1> 0.05) , AWtkEfetsd, B LIRY)
RSN LB 4 ACLFAH L FRRINAE IE H 18P 4 B S ACLFAINTBIL [ (314.5 + 146.0) pmol/L vs
(405.3 £ 123.1) pmol/L]MALB [ (28.2 £2.8) g/L vs (303 +3.1) g/L]F#K, ZRAELiHH¥E X
(P=0.011, 0.017) , HAh¥Ekr (ALT. AST. CHE. PTA. INR. Scr. BUN) L&l ¥%=7 (P
¥)> 0.05) . ZEMELDF4M] (26.1 £ 6.0 ) Zpvs (27.7 £5.0) 43) KWis R 71 (OR = 0.862,

95%CI: 0.295~2.513) WG ZR (PESH50.288F11.000) . Z5i 18V LB AT K ACLFEE
I ERINEEA SRR EN50%, (HE LRI &S5 MRs) 5. JFp ™ B A TS L%
AR, Bk, PAE RIRDYBEA AR I8P 4 BUF R ACLF TS 48 F5 DLW B FIRIDREAS 4 SR 3 4 b
B ER R T R DA I E R T REAS A AT 2 B 2503t I T T 8 2 TS 6 1 ARATY S TR A
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Clinical observation on adrenal insufficiency in chronic hepatitis B patients with acute-on-chronic liver
failure

XU Biao, ZHANG Ying, CHEN Jing, MU Jin-song, WANG Yong-gang, LI Ke (Intensive Care Medicine
Center, The PLA 302 Hospital, Beijing 100039, China)

Abstract: Objective To explore the prevalence rate of adrenal insufficiency (Al) in patients with chronic
hepatitis B patients with acute-on-chronic liver failure (ACLF) and the relationship between Al and ACLF.
Methods This is a observational single center study. Chronic hepatitis B patients with ACLF without bacterial
infection and steroids use in half a year were enrolled and divided into AI group (serum cortisol << 276 nmol/L)
and non-Al group (serum cortisol = 276 nmol/L) according to the serum cortisol concentration. The indexes
of hemodynamics (SBP, ASBP, DBP, ADBP, HR and UO), hepatic and renal function (TBil, ALT, AST, ALB,
CHE, Scr and BUN), coagulation function (PTa and INR), MELD score and outcomes between the two
groups were compared. Results Total of 54 cases were enrolled in the trials and 27 cases (50%) of the patients
were with Al. There were 11 cases (55%), 13 cases (52%) and 3 cases (33.3%) in early, middle and later

stage of ACLF, respectively. The prevalence rates of Al among the three stages had no statistically significant

DOI: 10.3969/j.issn.1674-7380.2016.03.012
EEWH: P EFRPAES S REHRTTES (509
JEIE: 2578 Email: like_icu@163.com



difference ()’ =1.231, P=0.666) . Between Al group and non-Al group, the indexes of hemodynamics (SBP,
ASBP, DBP, ADBP, HR and UO) were with no statistically significant difference (P > 0.05) . The levels of
TBil [(314.5 + 146.0) pmol/L vs (405.3 = 123.1) umol/L] and ALB [(28.2 + 2.8)g/L vs (30.3 £ 3.1) g/L] in
Al group decreased significantly (P = 0.011, 0.017), the difference in other indexes (ALT, AST, CHE, Secr,
BUN, PTa, INR) were not statistically significant. Finally, there was no significant difference in MELD
scores [(26.1 £ 6.0) vs (27.7 £ 5.0)] and prognostic risks (OR = 0.862, 95%CI: 0.295~2.513) between
the two groups (P = 0.288, 1.000). Conclusions The prevalence rate of Al in chronic hepatitis B patients

with ACLF was 50%, and Al in these patients had no relationship with hemodynamics, severe illness and

prognosis, which did not support the hypothesis that chronic hepatitis B patients with ACLF complicated

with AI could benefit in hepatic function and outcome from treatment of Al

Key words: Hepatitis B, chronic; Liver failure, acute-on-chronic; Adrenal insufficiency
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' EMRIIREA R RIZ W bR % AB20084F 3%
] e 25 SRR 2 2 ) ) B AR IR D
REAA ey @™ KL FEE < 276 nmol/L
50250 pgfe'H FMR & (adrenocorticotropic
hormone, ACTH) HIWAL 5, KR E FFt
fH< 9 pg/dUNfEHE R £ 5 FRRDIREA 2 B2 Hibs
. WIELEMFEE EIRgeA%, ¥irEEED
NG ERRThRe A e v 2R 28 ACLFAH AE 1 iR
IhREIEH 18 14 L YT 9 ACLFA .
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HEC8:00 L7 57 Joi BV B, T A TBCZE S R B 9 43 WA st
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2 U B AW 4E K (systolic blood pressure,
SBP) . 475k (diastolic blood pressure, DBP) .
W4 AR AL (ASBP = fiT Zhfit 5 3 B SBP- A
4IMFSBP) | &KMLM (ADBP = JHIjfg 5
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FJRE C(urine output, UO) . FiR4g+Fxr%
YR BEWR B Y H AR B A B ] S B R AR
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aminotransferase, ALT) . K[ JXRIREAIR LT
(aspartate aminotransferase, AST) . [liFHEH
(albumin, ALB) FIfHEEERE (cholinesterase,



CHE) ; &t ThaefEbr 0 4E: H brbs kB
(international normalized ratio, INR) Fl#E M1 fif )5
15N E (prothrombin activity, PTA) ; 'BIjRESE
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2.1 B EMRARAAE M A KACLFE & 49A
AT FAFAE TGy N S54618 1 2 BT % ACLF ) &

H, P Brassl, kel Hi#k22~67%, F
%) (417 £ 11.1D) % . DABENLEZ R < 276 nmol/L
RizWibriE, B EIRIhREA 18 4 B F K ACLF
BE27H] (50%) , HA 236, Zotkafl,
¥ (423 £11.0) ¥; B LIRIIREIEE B LT
KACLFHEE27H] (50%) , HrhBu2ask], Lotk
201, P (411 £ 11.5) %o P 4L a] 1 ) AR i
BTG 25R (P =0.669, 0.700) ; FAHF5
HACLFEHRYE (AFsEisyram) " AT shfg
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2.2 B BRI e AR M SR T K ACLF4e 4= B AR
A BT IR SR K ACLFALE- TR M| Z 454749 b AR
2.2.1 Migsh /)% 46hr MAHEFEKSBP. ASBP,
DBP. ADBP. HR X UO% 8 I LSt 2 2 7
(P>0.05 , W#k2.

222 Btk E iRl H EIRThREA 28 L B
% ACLF4L 3 I TBilFIALB/KT-43 ) (314.5 +
146.0) pmol/LFl (28.2 +2.8) g/L, BE{XTH I
JRIH RS IE 18 M AT L ACLF4LIE A 1 (405.3 &
123.1) pmol/LAI (30.3 +3.1) g/L, ZRAGiil ¥
B (A 0 N-2.469H1-2.632, P1E % 51 50.017
A10.011) , PHZHEFEM H AL ThRedEds (ALT,
ASTHICHE) . #tImIhaedass (INRAIPTa) K '& 1)

=1 BEREN2EMEZEITR ACLF BERRITHRFHHE

287 FH[# (%) ]

i (x5, %)

ACLF 581 [ #] (%) ]

41 (n=20) P (n=25) B (n=9)
B LR h R R AR TAF K ACLF 41 23 (42.6) 423+11.0 11 (55.0) 13 (52.0) 3(33.3)
B bR A8 B R SR X ACLF 42 25 (46.3) 41.1+11.5 9 (45.0) 12 (48.0) 6 (66.7)
Vel 0.750 0.387 1.231
P{a 0.669 0.700 0.666

R2 BERYBALBUECEMRRX ACLF BE5 5 FIRIIGEIERIEMH B X ACLF BE MR NFLLER

21 5 SBP ( y+s, mmHg) ASBP [ 4k (W4ifgE) , mmHg] DBP ( _+s, mmHg)
B BRI e R CRUF K
108.4+12.9 14.0 (8.0, 25.0) 674+113
ACLF 48 (n=27)
'9‘J'_H§'<I)§AEJ£%’T“E"”]"3L. L;&v]}H’.jﬁ\
g el IR &2 1145+ 10.9 17.0 (9.0, 22.0) 7224119
ACLF 48 (n=27)
%t E A t=-1.877 U= 1341.000 +=-0.563
P& 0.066 0.684 0.576
Bkl ADBP [ #134k (wW2zla$E) , mmHg] HR (J£s. R/%) U0 (s, mld)
B EIRh e R AR AT K
7.0 (2.0, 12.0) 87.5+9.8 1788 + 739
ACLF 4 (n=27)
B LI e R IR SR £
7.0 (1, 17) 88.8+11.2 1566 + 655
ACLF 4 (n=27)
St e 1h U=305.5 t=-0.439 t=1.164
P14 0.307 0.663 0.250
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ZWEMREERA K, FREAEERELR, L
R REAN 42 WT e & IR R E 2 —, PRI 27
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FACLFRI FEE R A . X e aie &%t 3. [F 197741
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W90 485 SR A7 AE 135 22 U110 R HIF S AR A Ifs PR S
Brak A, 1% FH20084F 3 [ fis H 05 S = 22 22 i 1
FEER LT LIRS RS BibsiE",  CABEHL
FEIE < 276 nmol/LiIZWi 'S FRRIIREA S, IF5)
NG ERRIREA 2B M OB R ACLFAH 5 'F iR
INREIEH 181 2 AT S ACLF4L, ELEPI47E it
BN, BFThae. 'BIhEE. EIhae. AR ERE
JEE R VA () 2 5

Etogo-Asse2&! %1 20074F 22 20094F 3645 ACLF i
H MM FUR I, RAHACTHXM &A%, L%
Jo B FF i < 250 nmol/LEYFEAL R i ¥ << 276 nmol/L

*3 BEREA2EMZEITR ACLF BES S EIRINGEEESM CBIMT K ACLF BEEWLFIEIRLR

413 TBil( y+s, pmol/L) ALT [ F4u4k (wszipe) , U/L]  AST[ ¥4 (wafalage) , U/L]
B LA AR G K ACLF 4 (n=27) 314.5 + 146.0 109.0 (40.0, 213.0) 114.0 (71.0, 260.0)
B LRI EF IR CA MK ACLF 4 (n=27) 4053 £123.1 150.0 (89.0, 781.0) 180.0 (129.0, 353.0)
GitE1E t=-2.469 U =280.500 U=257.500
PAi 0.017 0.146 0.064
215 ALB ( xts, g/L) CHE ( x+s, UL) PTA (x%s, %)
B LR A R AR LA M £ ACLF 48 (n=27) 282+28 1889.0 + 842.0 28+6
B LR B EF IR ORI K ACLF 28 (n=27) 303 +3.1 2148.2 +1058.1 27+8
it E1h 1=-2.632 £=-0.996 t=0.876
Pt 0.011 0.324 0.385
28 5| INR (x *5) Ser (x +5, pmol/L) BUN [ #424k (v944%l8FE) , mmol/L]
B LA CA K ACLF A (n=27) 22405 106.3 +72.1 4.6 (4.0, 6.7)
B LR EF IR CAF K ACLF A (n=27) 22+£0.5 106.7 +53.4 43 (3.1, 8.6)
it E1E t=0.060 t=-0.027 U=3265
PAi 0.953 0.979 0.511

R4 B LRMET LB CERMFR ACLF BE5E LRI

EIEE 18 CBURT & ACLF & MELD 4 R HILLE

85| 1) % MELD #%4 (x5, 43) TFEHF[#) (%) ]
B BRI e R AR TR A X ACLF 42 27 26.1+6.0 12 (44.4)
B LR 46 F R AU X ACLF 28 27 27.7+5.0 13 (48.1)
%itEh F=-1.073 7 =0.074
P 0.288 0.785
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NbRiE, B FERThREA AR PR N58%, FHHE
RNREFUGH . TsaiEDHRF 708 B IR ThREAR 4
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