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EZE] Br Hihnig 25- 254842 D (25(0H) D ) 7EM M 2 BT 48 (CHB) 5 LR P 284k K
WGIREE S, FiE  WEEIRA JLE LR 2020 4F 6 — 11 H YA Y 69 1] CHB & JLYE R CHB 41, 53 4Nk EElR]
WK A4 11 74 44 (e JLE AR R ERRG IREH . SR F A2 & v A I Ak e B4 T CHB 4L if 3 25 (OH) D
K5 R A A S AR AT ORI T Dy g Ar (a4 SREZEER (TBil). HEZARLLER (DBil), 92 1R % A i
(ALT), RE A2 (AST), BHTER (TBA), B8 M (TP). H&R I (ALB) ) 5 RFZEOGRE i R A B S
(PCR) X b 55 43 2 2 AT 2 BT 48 955 75 (HBV ) -DNA 2 A . AR HBV I35 25 K45 544% CHB 21
R R K = HZE (34 9] F/N = BHZA (35 451 ); M4 HBV-DNA 25445 523 HBV-DNA K5 H1 20 (32 f5i])
F1 HBV-DNA A 1 2H (23 ) )s ARG 5% 2 B 45 T8 o3 e Bl i 21 (31 1)) R 2 g E i 2H.(38 3] ), LAt
HH PR 2SR, SR CHB MM 25(OH) D AW AR T Hext FE2H [ nmol/L: 54.97 (42.72,67.41)
1t 61.78(53.16,70.40), P<0.05 ), H.25(OH)D /N7 2 6 B b i TR X IR ( 39.19%(27/69 ) L 12.2%(9/74),
P<0.05], IfiliE 25(0H)D 76 K =BA4 5/ =BAZH [ nmol/L : 52.49 (44.33, 71.93) Lt 53.12(44.45, 76.75) ).
HBV-DNA #; H 2 5 A H 2H (nmol/L : 58.05+20.53 £t 60.20 = 14.39), 4% & il T 7 4 #1 1F 5 4 (nmol/L -
60.11+20.19 k1 52.68 + 15.73) Fbge 22 R RG22 E X (3 P>0.05), £51€  HBV LAl gz 25(OH)D
FETFE AP 5 1, B0 CHB AL M3 25 (OH) D /K P L3RRS, [tk X T CHB SR LIS Y 4h 58
25(0H) D, {HILIE 25 (OH) D /K5 CHB BILLAINTFR E HrJR (HBeAg) [ M5 24554 . HBV-DNA k&
Nt g B AT WA DGR Rt — 2D AT
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[Abstract] Objective To investigate the changes and clinical significance of 25-hydroxyvitamin D
[25(0OH)D] in children with chronic hepatitis B (CHB). Methods A total of 69 children with CHB from June to
November 2020 in Hunan Children's Hospital were enrolled as CHB group and 74 healthy children at the same
period were selected as healthy control group. The serum 25(0H)D levels in CHB group and healthy control group
were determined by chemiluminescent immunoassay method. The indexes of liver function [including total bilirubin
(TBil), direct bilirubin (DBil), alanine aminotransferase (ALT), aspartate aminotransferase (AST), total bile acid
(TBA), total protein (TP) and albumin (ALB)] were detected by automatic biochemical analyzer; hepatitis B virus
(HBV)-DNA load of 55 patients was detected by fluorescent quantitative polymerase chain reaction (PCR). CHB
group was divided into hepatitis B surface antigen (HBsAg) + hepatitis B e antigen (HBeAg) + hepatitis B core
antibody (HBcAb) positive group (34 cases) and HBsAg + hepatitis B e antibody (HBeAb) + HBcAb positive group
(35 cases) according to the HBV serological results, was divided into HBV-DNA detectable group (32 cases) and
HBV-DNA undetectable group (23 cases) based on HBV-DNA load, and was divided into transaminase increasing
group (31 cases) and transaminase normal group (38 cases) in term of the level of transaminase. The differences
of the above indexes in each group were compared. Results The serum 25(0OH)D level in CHB group was
significantly lower than that in health control group [nmol/L: 54.97 (42.72, 67.41) vs. 61.78 (53.16, 70.40), P < 0.05],
and the insufficiency rate of 25(0H)D in CHB group was significantly higher than that in health control group
[39.1% (27/69) vs. 12.2% (9/74), P < 0.05]. There were no significant differences (all P > 0.05) in serum 25(0H)D



© 92 - SR BT 2021 4F 6 45 13 %45 2 9] Chin J Clin Pathol, June 2021, Vol.13, No.2

levels between the HBsAg+HBeAg+HBcAb positive group and HBsAg+HBeAb+HBcAb positive group [nmol/L:
52.49 (44.33,71.93) vs. 53.12 (44.45, 76.75)], between HBV-DNA detectable and undetectable groups (nmol/L:
58.05+20.53 vs. 60.20 +14.39), and between transaminase increasing group and transaminase normal group
(nmol/L: 60.11 £20.19 vs. 52.68 +15.73). Conclusions HBYV infection may affect the synthesis of 25(0H)D
in liver, and the level of serum 25(0H)D decreased in children with CHB. Appropriate supplementation of
25(0H)D may be useful for children with CHB, but the association of serum 25(0OH)D level with HBeAg
seroconversion, HBV-DNA load and transaminase level in children with CHB warrants further study.
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H 17 & A B 98 9% 5 (hepatitis B virus, HBV) Ja%
JATH I H ) A R A R TR )R, 8 G B4R A I
FJIABET HBY gl . LT HBV R T 5y 25
g PR AT R Y], 6 # LI JL# HBV &
ML E R 25% ~ 30%, HiE LK 1 2 LT JLE R
HBV JE G 18 1 AL 3R L 2 A3k 90%, (H L\ HBV Jg&
PABPEALRAET 5% °' . JL#H HBV Byuig ik s
HOUFE R AEVEIRBE | F 4T 4L X TR 4k, IR B HBV
JERYLARL ] 5 R ITFAN R BE (B /INER Y 58 L A8 48 L
P2 855, B LA KA H . 484: 3% D
SRS BT A ), S 484 R D 455 H M (vitamin
D binding protein, VDBP) &5 & 74 B4 A= 92436 1,
HLAE G 7 W) A S T RS v AR O B A Ay e ] 7 )
25- BHAEH:ZE D [ 25-hydroxyvitamin D, 25(OH) D]
FIEA SR 1,25(0H),D. 25(0H) D 7E1MLIE 11
K257 1,25 (OH),D #1000 4, H 25 (OH) D
IR A 3 A, R A ZE AR R D oK
i S TR EAR . 4B R D BRSAS R ORIE
BT RERYITTHIDCA 10 550 R TE | il
RAEBE R IR T R A 2 R A
Koo ARG TFFEFEM, 25 (OH) D 5L A8 127
K4 (chronic hepatitis B, CHB ) #12%, fiLiE 25 (OH) D
JKF- ] BESZ W CHB B B9 5 ¥ 7 ROR AR 1E
RO AT YRR D 5ILIE CHB KR AR
EEA . AT E WS L CHB &L 5
JLEILIE 25 (OH) D K58 T D BEFR b 5%
A, W0 25(OH) D 76 CHB /&L Ay 722 4k Kl
PREE S, Ayl R T FIIA Y74 HEARHE | IO 2 2R
AT o
1 #RERE
11 PSR Ko al e L R B
Hrut 2020 4F 6 — 11 A Wi 9 69 B2 Wi CHB /Y
BLVER CHB 21 4898 HBV IiLiE#45 95 Ak =
4 (34 B, ZHFFR P (hepatitis B surface antigen,
HBsAg). ZMH e Bt (hepatitis B e antigen, HBeAg ),

CIFHZ 3K (hepatitis B core antibody , HBeAb ) BHP: )
FN=BHLL( 35 ], HBsAg . ZHF e HifA (hepatitis B e
antibody, HBeAb), HBcAb B ) 5 R4 55 4] CHB &
1) HBV-DNA # i ki 45 4L 53> HBV-DNA 5 it
2H (32 {4, HBV-DNA =100 kU/L) 1 HBV-DNA & 5
120 (23 1], HBV-DNA < 100 kU/L) ; HiFE 2 54 /0
1 T o2 fily ( TR 28 B2 %% 22 il (alanine aminotransferase,
ALT) 8% R & R i 2 it (aspartate aminotransferase,
AST) ) Fh i ( >40 U/L) 43 Ay i 5 g 7 v 20 (31 1)
VL G I 21 (38 ). 3 A e 46 [ 301 7 A g A
KA 1 74 24 R LA (et B2

1.1.1 ABRME  CHB 24 & A s 2 23 e g
a4 2 TR 2443 23 il e 1 ek R 2 B iR 48
5 (2019 4ERROY S WikmifE .

1.1.2 HEBRbRdE QO A M2 | o Btk |
FAR . A SRt AR S s @ 4 A
WANFEIE 4R D,

1.1.3 R RIS EFO =R, 24
BEfe 3 A 2 DL i it (RS : HCHLL-2021-36),
JFA RN Y35 L W A R

1.2 W5k

121 FRASREFATE  CHB 2H 5 {dt e vk R 2H L
SRRV RS IEER KL 2 mL, L 3 500 r/min( &L
A2 10 em) B0 10 min 2B 1007 , SR AL 22 ROk
R 1M 3 25 (OH) D 7K, {X#8f# FH] Simens ADVIA
Centaur xp 4= [ 24k 2% &G A 4t A (SEEPET]
TAF) MRt &t .

1.2.2 HBV ILE2= 80 >R ] cobas601 HLAL 7
e PE AT (FEE B FIZ WA 7)) K2l £ iR
FIVEAT HBV I35

1.2.3  JHYiaefatataill - >R Beckman AU 5800 4>
A 3l A Ao A (& [ DL s & PR R A FR A /DD
Jir28 P 4 7 K6 S I 2T 2 (total bilirubin, TBil),
ALT, AST ., FLEEAHZT K (direct bilirubin, DBil), B AH
V1R (total bile acid, TBA ), S125 F (total protein, TP).,
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M3 H (albumin, ALB ).
1.2.4 HBV-DNA #k &0 H] ABI 7500 5L
I G i B il e 2 g (polymerase chain reaction,
PCR) ¥ 2245 (SE[E ABI A A ) S JR 2% i 3R 7] %
CHB 217 55 il f 35 217 HBV-DNA Zkat kil .
125 25(0H)D IEWBHMEERH "' 25(0H)D<
37.5 nmol/L A= ,37.5 ~ 50.0 nmol/L AN 2, 50.1 ~
250.0 nmol/L N7 /e . ABFFEHH 25(OH)D At 5
BZ Gk 25(OH)D AT .

1.3 GiitsEorik  fdi ] SPSS 23.0 iAo w4l
PEHEAT M. THR ORI ETT Kolmogorov Smirnov
IES MR, fF & IE S0 T H TR LIS +
PrifE 2 (x +s) Fon, PALE] LR AT AR AS «
55 5 AR IE A2 A i E & BOoRE L A A7 %5 (Y o337 250
(M(Q., Qu)])Fm, AL K H Mann-Whitney
U AESER RS . PR LA CE o E) /o,
PILEL ] FLAS R x 2 K. P<<0.05 H 2% %A i1t

BHZH (¥ P<0.05) ; W20 TBil . ALT, TBA, TP, ALB
K AR ZE S H DR A R () P>0.05), WA& 2.

*1 CHBA5ERITEAR 25(0H)D KFE

MARFTERELLR
51 %k 25(0OH)D RFCAER
- (1) (nmol/L, M(Qy, Q)] (% (1))
CHB 4 69 54.97(42.72,67.41) 39.1(27)
XTI 74 61.78(53.16,70.40) 122( 9)
Zl x * Ml -3.169 12.579
P 0.002 0.000

1 : CHB M8 ZBUF4% , 25 (OH) D Ky 25- B4 D

2.4 HBV-DNA £ 41 5 Kk th 4117 25 (OH) D
KLU ST I REFE bR LS HBV-DNA K H 41 1l 7
25 (OH) D /K5 A 4 e 22 7 o Fe T4
(P>0.05). HBV-DNA #2119 AST 7KV i &
KA 40, {H TBil, DBil, TP ZK-F-H B SR T A A6
2 (¥ P<0.05) ; WiZl ALT, TBA . ALB /K b %
ST E L (3 P>0.05), W3k 3.

*2 KXZ=PMREAS/N=PRAELIERRT 25(OH)D KFELLE

2 #R
21 R CHBZHEJL A ()

5% TBil [ pmol/L,
M(Qy, Q)]

DBil [pmnl/L,
M(QL’ QL)]

AST (U/L,
M(QL’ QL)]

ALT (U/L,
M(QL’ QU)]

PR ME 47 ), P 22 (6] Ay K=M41 34 8.85(6.88,11.83) 2.15(1.78,2.80) 42.60(36.76,75.88) 38.40(17.20,61.27)
AH. © /NEBAL 35 1220(7.90,15.60) 3.20(220,4.60)  24.50(22.20,71.60) 21.30(13.10,67.20)
73.0(51.5,123.0) 1A s fHExs VAL -1.771 -2.949 -2.190 -1.326
B2 B 50 191), 2otk 2445, Py 0.077 0.003 0.028 0.185
A% 106.5(60.0, 132.0) A, sy BV TBA CumollL, TP (gL, ALB 25(0H)D [ nmol/L,
CHB 41 5 fgk e % BE 41 JL 34F - ) M(Qy, Qu)] M(Q., Q)] (g/L,x+s) M(Q.,00))
Ny _ K=FAZH 34 335(268,735)  66.75(64.86,70.63) 41.64+2.41 52.49(44.33,71.93)
I (Z=-1.160, P=0.246), /INZBH 35 3.60(2.40,6.10) 67.30(65.20,71.20) 42.59+320 53.12(44.45,76.75)
PRy *=0.017, P=0.897)  Zz/:iff ~0.138 ~1.069 _1.392 ~0.780
PIH 0.890 0.285 0.169 0.435

H R G EA

Al

2.2 CHB 2] 5 Rext i 2 i
i 25(OH)D KF-tb%:  CHB
2 JLIMYE 25 (OH) D 7KF-BH
AR TS R4, 25 (OH) D
AN AR R T R X R
M, 2R A G R L3
P<0.05), W& 1.

2.3 KR=FH5/N=FHH MmE
25(0H)D /K-F-LL K FhRes
PRELEE K =BS5S/ =4l
ML 25 (OH) D K Lo 4 22
REFIHFE X (P>0.05),
K= FHLAY DBl B BAL T/
—PH4, AST B & F/h =

T K= PR TR (HBsAg). ZHF e FiJE (HBeAg) Fll ZHFAZ UM (HBeAD) FHAE, /N =
FHA HBsAg . ZMF e LR (HBeAb)F1 HBcAb B ;25(OH)D 2y 25- 344K D, TBil M EIH &,
DBil  EHEIRET R, AST S RA SR SE 200, ALT N2 R 28, TBA S BURYHER , TP b B,
ALB A

#= 3 HBV-DNA #HAS5KEHAEMNIEIRF 25(0OH) D KFEELE

Bi%  TBil ( umol/L,
() M(Q., Q)
HBV-DNA 5 41 32
HBV-DNA A HAL 23

DBl [ pumol/L, AST (UL, ALT [ U/L,
M(QI.’QL)] M(QIJ QU)] M<Q[.’ QU)]
8.55(6.90, 11.98) 2.25(1.80,3.05) 49.15(37.20,78.90) 45.90(21.96, 66.95)

12.30(8.25,16.45) 3.30(2.25,5.10) 24.30(21.70,66.90) 21.30(13.05,70.55)

2151

VAl -2.131 -3.099 -2.485 -1.616
P{E 0.033 0.002 0.013 0.106
f%  TBA [umol/L, TP ALB 25(0H)D
3 ; - )
(1) M(Qy,0y)) (g/L,x+ts) (g/l,xts) (nmol/L, x +s)
HBV-DNA #1140 32 3.75(2.83,7.85) 66.71£3.73 41.90£2.39 58.05£20.53
HBV-DNA A4 20 23 3.60(2.50, 6.90) 69.69 £5.06 43.06£3.39 60.20£14.39
ARXI:] -0.418 -2.561 -1.509 -0.445
P 0.676 0.013 0.137 0.658

7 : HBV-DNA 5 Hi 4] DNA =100 kU/L, 48 Hi41 DNA < 100 kU/L;25(OH)D b 25- f23&4E4: £ D,
HBV R LA #E, TBil AEHRLIE, DBil HEAZEHLIE, AST AR IR AN, ALT AN
FRiEE S, TBA N VTR, TP s 1, ALB M &M
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2.5 AT R 2 S A E R M 25 (OH) D
KDL RS re4e b e % S BT i 4L 04 il v
25 (OH) D /K- 5552 BE 7 4 A 22 7 g4
X (nmol/L:60.11 £20.19 k. 52.68 +15.73,t=-1.601,
P=0.114), 20 HAth £ 35 fH D RE 45 b L4 22 51
TegeitEm L.
3 Tt

CHB J& I R 5 UL A 25 1 28 R A, Tl
Jrk2et P Mg e HBV BT | B S S L
JHF 20 B AR 405 . AR R v R E IR BT | RS Ak L) R
RN E AR R], iR E D B
Z 5N CHB 4 56, 48 /E 2 D /K- 0l BB W H1%
FERITRCR R R LR PR D AR R,
TERANSZEG B HBY BRI AN SRS R D
SZAK (vitamin D receptor, VDR ) A1k, MATTTRH 1F 4
A2 D LEARSMIE] HBV-DNA B4 A%, HBV
] BB X — ML SR kb s R R A, DR e 4
HEDAES S T CHB WRBEdtfe.,

A5 CHB ALY 25 (OH) D 7K1 5 21K
T RERT A2, H 25(OH)D A7 LR i, Xl
REJEAE HBV MUVERT T BFIEXT 2R 2R D B3 fbiE
J19 554 S CHB B ANEER D 2 55008 %
R ECEFER NS, ARSI 25 (OH) D
K5 HBV 4R AR O we A e 1 e
TEAHFFE Hh R K BRI 25(OH)D /K75 HBV-DNA
oA o, HR /N=FH4LMIE 25 (OH) D 7K Hegg
ER TG R 25(0H)D KSR L
CHB $UR 1R 7 SR Jy w0 b A Rtk — 2o,
X 5 Huang 25" B 45— 3. HAMARBIGE R
R A T e A5 e A R AL 25 (OH) D
IKFAFAE 2S5 T F s S IR A Mg 25(OH)D
K5 AST S Uk SE 25 SRR — 30, X T REIR A RE

Zi L prid, CHB B JLIIMYE 25(OH)D /KL F
1E%LEE X CHB LRI LUE b ek R D LLoke
B E 2R D Bz 51 AA B (HIYE 25 (OH) D
K5 CHB HJLHE & K F . HBeAg Il 7% “# 55
DL HBV-DNA # i AR A fritE— o
FIZERZE A R 7 R 25 rho
SE Tk
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