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Abstract: Objective To explore the value of multiple serum autoantibodies and red blood cell distribution width(RDW) in the
differential diagnosis of autoimmune hepatitis(ATH). Methods The blood routine and four autoantibodies of 73 patients with
ATH, 80 patients with viral hepatitis(VH) and 80 healthy patients were detected, compared the positive rate of four autoantibodies
and RDW level in three groups, analyzed the titers and karyotypes of three groups of ANA antibodies. Results The positive
rates of four autoimmune antibodies in ATH patients were LC1 2.7%, ANA 64.4%, ASMA 58.9% and SLA / LP 27.4%, and there
were significant differences in ANA, ASMA and SLA / LP compare with non ATH patients (P < 0.05). ANA in ATH patients was
mainly high titer ( = 1 : 320) uclear granule type and nuclear homogeneous type, and there were significant differences in titer
( = 1:320) and karyotype (nuclear particle type and nuclear homogeneous type) between the two groups (P < 0.05). The RDW
level of ATH group was 14.65% =+ 2.01%, which was significantly different from that of non ATH group (P < 0.05). Conclusion
The combined detection of four autoantibodies and RDW is valuable for the differential diagnosis of ATH.
Keywords: autoimmune antibody; red blood cell distribution width ; differential diagnosis; autoimmune hepatitis

1 B e YT % (autoimmune hepatitis, ATH) WG, HBTOF S R — Rk e AL . MR
=ML AR, mKF y-BRER R S5 22 i R 2R () A EL A 9 1 A A8 A T 2 i
AR EEDG A [ B TIA,  LURF I Do b B2 440 32 11 LA g U0 BRI, AT R BARE | 761 BRAE
B RN A 44k R BRAFAE , DLtk 2 & 18 1 WK B R 2, (BME G =]
HEFTHERTIESRPERE 220 L) L ATH &bl 8% o KIS AENESAIGYT 19 ATH 3 0 A4 9 0E ]

HEWMB: REEETAFEEATRIWH (455 :2017173),

fEREIMY: EPHE (1084-) , 5, E%00, ARG, PRS0 RiEAKS, E-mail:ithh3136@163.com,
EISEE: R, BT, E-mail:499560411@qq.com,




BKRIBESYZE %3548 $2M 202043 8 I Mod Lab Med, Vol. 35, No. 2, Mar. 2020 29

KRk RS B i ATH #6615 51 L0 X% 32 W7,
AT, HEH AIH R ERBUG A EEZ XL,
W ATH 15T, EE R B ERFIIEER 1 B %
FEPUIA, AR ZT 5 22200 18 T R AR Y 2R
FIEC T A B RET RS ERE L, FIKE S
20 40 jfE 53 A T8 JZ (red blood cell distribution
width, RDW ) /K3F, 1] RDW K ik ATH
SN TR

1 WMRNIFKS5HE

1.1 AR ATH 4l [1 20154 1 H ~ 2019
10 A AE it AR B B Be 9 5 12 W7y ATH fY
B 73 B (frie ATH R0 I R s bn ki B
WA ATH ARG ™), Horh B 13 4,
Pk 60 5], AFE#E 61.24+13.05 %, J TR ML AT %
(viral hepatitis, VH) 416 [ [=] i HH 36 ) 15 4
B PERT 28 53 80 o], AL4E 2Pk 2T 40 {6l FiE
PEPSAT 40 18], Foeh 534 15 6, ot 65 ], 4F#d
60.14 + 1425 % . XF HE ALk [ [ 303 £t B {445 & 80
) ( AT et BRALRFOREE R, FF40R Bt BT,
T H SRR ), b B 15 i, Lotk 65 i,
FHE 60.56 £10.45 %, =AW B4R . M
BIFMAL 8 H SR JeES, BA L. A5
ZEEBEE M R AW, T PR R A B

.
12 AUE Ao A I A0 A I SR T A AR 06 B XT-

40001 4> [ 2l 1L 240 B 73 B 0 R i 5] R A A
FFEhRER FI H 37 7602 4 F 8h 4k fb T R e A
P AR AT RN . 1 B G DA A A TS
T ik 0] & W [ #5E EUROMMUN 412 WA A .
1.3 Aemlgrsk TR iraTu G 4T i 4 pa A
¥ Sh e Fpa st F B e p Ak (B0 AR S M
P 1 B HT{K (anti hepatospecific cytoplasmic
antigen type | antibody, LCI) , #i # #i 1k
(antinudear antibody ANA ) , HiF#t /LA ( anti
smooth muscle antibody, ASMA ) , $HiA[ &AL
Jit / P IEETESTA (anti soluble liver antigen/anti
hepatopancreas antigen antibody, SLA/LP ) # il .
LC1 il SLA/LP Lif il %9 B[Vl 35 o AT I 2, 4554
£t EUROlineScan 43 Hr 4 2L, LAY & ()
MBHTE. ANA F1 ASMA K I eHE S 7 GIA #EAT
WAE, ML 1100, 1: 320, 1:1 000 R
HEATAT LA B, A6 ) &5 L ok 2 o S il R kAT 0
EEHNWT. HUATEELL= 10100 yBHME, foikrm
LR 21 21 Sl 40 M P HH 3R A 2 € 0 S AT 4 T
1.4 %t F o4 R SPSS b frait %5
Bro THECSERI LGB B A % [n (%) 18w, K
ARxC#FE g #65, K-S KI5 7R

EEM, FEEESMITTETOR DB « i
2 (xxs5) Fn, dMERAREE A 29407
EEEDMGITTEITELIM (Py, Py) Fon, 4l
2% 5% 5K Fil Mann-Whitney U B £ 55. LL P<0.05
hERAGEE L.
2 R
21 ZHAREMNFWA G F R AR 2R
A 1. ATH 41095 { S ey B R T3k
ATH 41, H.+ ANA, ASMA F1 SLA/LP — i 4] [q]
IR AG AR L (P<0.05) .

*1 15 B Sk MRS 0 (%) ]

ANE VHE MR }

TH ) (=80)  (ns0) x P
Ll 207 000 000) 222022 014
ANA  47644)  T88)  2025) 9565 0.00

ASMA  43(589)  3(38) 0(0.0) 10325 0.00
SLALP  20274)  0(0.0) 0(0.0) 4795 000
T TN ATH 4 vs VH 41 ;7 08 ATH 41 vs XTHREE (%R,
SHREA IR FA AT R HeE )
22 ZEAFR AT H ANA FkR EA ik I
F 2. X HRLL AR TERT R A LI E (< 1:100)
A, i AIH A0 PL S E (= 1:320) hE, =
AR FHIHEE (= 1:320) ANA KR ILEBE G
Giit=EmE L (P<0.05) .

*F2 ANA HEKEHELRR 1 (%) ]
ANAE VA WmE
ANARREE 3y (ng0)  (ne80) »
<1:100 26(35.6) 73(91.3) 78(97.5) 95.63 0.00
1:100 s68) 563 225 118 04l

1:320 15205 225 000 2797 000
> 11000 2737.0)  0(0.0) 000) 6693  0.00
23 =R AT S ANA A S R ki 1
3. TUBE ANA DLARR R R AL Y T A 22
SAGHFE Y (P<0.05) , Mt ISR 2
FEGEITFE L (P>0.05) .
%3 ANA ZEMGHELRE 7 (%) ]

AIH# VH# B4 )
ANABR 0 ) () X P

BERR 485 5714 1(500) 17.90 0.00
BHFRE 31660) 10143)  1(500) 6.79 0.03
B 8(17.0) 10143 000) 0037041 0867052
MR 485  0(0.0) 000)  06470.19° 0427067
TE: "N AN 41 vs VH 41 ;O ATHL 4 vs 0 HREL OMECRD,
SRR A HH AT TR L)
24 ZMAR % Hb & RDW 4R K -Frik L
T4, THXG Hb ZR G FE L (P>0.05) ,
Al b, ATH 41585 539F ATH 41/8 % RDW 257
it (P<0.05) .




30 K ESEZE $3s% H2W 202043 A

J Mod Lab Med. Vol. 35, No. 2, Mar. 2020

x4 Hb B RDW #&iUAKFEEE (x£5)
4 agiegd

B0 ) ) ma) T 7
Hbigl) 119.18+1583 12136+16.56 12379+1537 160 020
RDW(%) 1465:201 1315:118  1195:046 7674 0.00
3 g

ATH Fim 212 A e E R, Jm W AkalE, K
%ﬁMH$%ﬁ2% PEIE AEAR . ATH 16 R
24 R PRI N SN T Em% cel] T
MHE%MM A G SZ AL ey, S A SR

T8RN AL B T T A 3 I [2], ATH B #L
W R R KE R B B HUA M SRR
WA B e g, RPN SR A ue T, 2R %
YR, RS F RS, SR RIE QAL E T
B B RPNE U 5 R s IR G, S E0A B i
HERF % .

AH B # I A By diik R — 4 B I
K 4% 4F U, LC1, ANA, ASMA #1 SLA/LP # &
ATH A2 1 Bk U9, (AL 1) 5 e —
B, ATH S 8— [ SphUiAke i, Joik el e
FESERE . PSSP AR A A, Slos R Ak e
AEdciT HoRh, RILIAUF b2 W AIH 59 AIH, H:
i ANA 1 — R as B MR R e H Bk,
TEAE [ B S i B 3 RE R ATt pB ks il o
{H ATH 5iE ATH % ANA 555 S RG 1 ARG 50
iR, T ANA 0% 1 FIAZ RS BT LRy % 5]
ATH FfE ATH B EEF5 5.

IT4F, RDW TR M2 4ifuEs 28, sl
—FhRIESERR, AT IIEPUA R G Saeikas M,
HOK T S 14 2 90 B A K -2 IE AR 5 T,
RDW g ) Fil T 11 B e e bk, nl e AL 4
RRE GG, o Wil 69 & A8 R i 6416 2h

0O, ATH fih— RS bk A R bR O, FThRE
B AHUARAER S T EOE MINBEAE R, ] oo Pk

HOReZE, TEARHE = i 40 i RS, AR R K
R MEFRLI g M, (i RDW B 5 T+,
B it RDW 3 ATH HAG {8 76 A9 2 2 W7 5l 7 5 4018

% b T ik, ANA, ASMA, SLA/LP filLCI 4
it [ B hiik K RDW BCE R, 434 U (B s
PUAAS H R TT 40 ANA $UiARm 8 Sy, et 4
Bt RDW 7K°F-, Xt ATH B A7 % 52 Wi {d .

Sk

(1] W, i, MR, 5. 204005070 58 K
¥ﬂM¢&WﬁﬂH%ﬁEEH&ﬁEM%ﬁWE
LWIE [7]. MEERSZE, 2018, 43 (12) :
1039-1043.
ZENG Tingting, TAN Liming., TIAN Yongjian.

[5]

[10]

[11]

[12]

Predictive and diagnostic value of red blood cell
distribution width and mean platelet volume in
autoimmune hepatitis related cirrhosis [J]. Medical
Journal of Chinese People’s Liberation Army, 2018,
43(12): 1039-1043.

CZATA A J. Diagnosis and management of autoimmune
hepatitis: current status and future directions[J]. Gut
and Liver, 2016, 10(2): 177-203.

SAHEBJAM F, VIERLING J M. Autoimmune
hepatitis[J]. Frontiers of Medicine, 2015, 9(2): 187-219.
UMEMURA T, OTA M. Genetic factors affect
the etiology. clinical characteristics and outcome
of autoimmune hepatitis[J]. Clinical Journal of
Gastroenterology, 2015, 8(6): 360-366.

CHRISTEN U, HINTERMANN E. Pathogen infection
as a possible cause for autoimmune hepatitis[J].
International Reviews of Immunology, 2014, 33(4):
296-313.

CZATA A ]. Hepatic inflammation and progressive liver
fibrosis in chronic liver disease[J]. World Journal of
Gastroenterology, 2014, 20(10): 2515-2532.

SEHL . ARE. B SRR A STURRBTR

HEE ], B AR, 2019, 28 (10)
1188-1191.

YAO Ying . ZHU Xuan. Research progress of
autoantibodies related to autoimmune liver disease [T].
Chin J Gastroenterol Hepatol, 2019, 28(10): 1188-1191.
hREESIPRF S, PREESHIRY 2.
TR R 2 SRR 2 5}"“ B & R YEAT R 2 W
JAIT AR (2015)[T]. HAERFRER 24, 2016, 24(1):
23-35.

Chinese Society of Hepatology, Chinese Medical
Association , Chinese Society of Gastroenterology,
Chinese Medical Association , Chinese Society of
Infectious Diseases,Chinese Medical Association.
Chinese consensus on the diagnosis and management
of autoimmune hepatitis (2015) [J]. Chinese Journal of
Hepatology, 2016, 24(1): 23-35.

Oif . B & RREtEFRm2s . M LR R (7).
HETIERG 2 . 2016, 24(1): 3

MA Xiong. The management of autoimmune liver
diseases: from the consensus to the guideline [J].
Chinese Journal of Hepatology, 2016, 24(1): 3-4.
BERETTA-PICCOLI B T. MIELI-VERGANI G.VER-
GANI D. Autoimmune hepatitis: standard treatment and
systematic review of alternative treatments[J]. Wozld Jour-
nal of Gastroenterology, 2017, 23(33): 6030-6048.
ZEald, NE, FAXAE. BEREMHERRHHEXR
e B ALH (7], 4wy fLdE, 2018, 38 (4) .
534-542.

LI Keying, LIU Ying, ZHOU Yongqin. Immunological
pathogenesis mechanisms related in autoimmune
hepatitis [J]. Chemistry of Life, 2018, 38(4): 534-542.
EEE, EHE, A% ahkBErFrs58 550k
AT B R BT ST E R [7]. RBEERRE iR
2016, 22 (4) : 364-366.

JIAO Guohui, WANG Bangmao, ZHOU Lu.
Chemokines involved in the pathogenesis of



MK I BE 2R &

#3585 $2M 202043 A T Mod Lab Med, Vol. 35, No. 2, Mar. 2020 31

autoimmune liver disease[J]. Journal of Tianjin Medical
University, 2016, 22(4): 364-366.

[13] WANG Qixia, YANG Fan, MTAO Q. et al. The clinical

phenotypes of autoimmune hepatitis: A comprehensive

review[J]. Journal of Autoimmunity, 2016. 66: 98-107.

DOGAN S. ATAKAN N. Red blood cell distribution

width is a reliable marker of inflammation in plaque

psorasis[J]. Acta Dermatovenerologica Croatica, 2017,

25(1): 26-31.

[15] XM, BRAIS. £040 M54 58 B 95 45 Bl OG5
RPAEH AR OE [1]. BB EFRE,
2019, 34 (4) : 91-95.

ZHAO Na, KANG Libao. Clinical value of red blood

[14]

cell distribution widthin predicting inflammatory
progression of osteoarthritis [J]. Journal of Modern
Laboratory Medicine, 2019, 34(4): 91-95.
A/NAT L NI . AL AE 2 A SE BETE B B e R
R B AT R 0] A R BE A 2017.20(35):4459-
4463, 4469.
SONG Xiaoli, SU Juan. Recent developments
in the value of red blood cell distribution width in
autoimmune diseases [J]. Chinese General Practice,
2017.20(35):4459-4463, 4469.
B 2019-11-11
fEE B#A: 2020-01-10

( £ 4% 23 71 ) IncRNA-ATB % ik K F & & &5 T 5
i BV AR ft R, 4R IncRNA-ATB
W BB A e R A A (e, RS ) PL R A AR M
T U F5 4% 2, IncRNA-ATB A 58 b 3L I 9 4
iz W) — B 7E 4 T Y. ROC ik W
7, L IncRNA-ATB %t 3% 35 (1) s R 12 7 i 53 0
(cutoff value < 1.104) F T 12 Wr 5L 0965 19 R L
JiE A 89.2%, HESE N 67.9%, AUC Jy 0824, 5
e bl CA153 By RAUEAL N 67.6%, F75 )%
7 91.1%, AUC 4 0.809 41 kb, 72 & A7 2 5,
RS EERAIC, (2 Wi (5w, dE— a2y
Logistic [FIIA#IRY #2818 2 (R LA HEA
W iy ROC HH 4R & 7, W66 Kl i) % 80 2 3 &2
83.8%, HESNENy 80.4%, AUC Jy 0.876, HEA 5
2L R RBEOE T A, BX A e W T i
LW e, (HET R P

£ FRTIR, IncRNA-ATB 755 B i
B EmEE, EARBESHBURES, 545
PR CALS3 BA R 9k #h 1 B — 5 A A i) A
T, nI 8 R F LN B2 W i — PV AL A AR
BYAFIEER, DESRE. ARZTET A
ARRBIEATIR, Wi A0S KA1
e, BRI FLIRE AT AJE R, S AR
FEAE A DGR BRI R B URER 55 i BT, 7
Ja g T A i . DhREDT 5T & ik — 20 36k
IncRNA-ATB Yl F 7 FH A

SE ik

(11 °Z. I3 bR #5 & ¥ CA153,CA125,CEA flI

HER-2 S AEFLUAR B2 P RO 6 E [1]. BN
KBk, 2018, 33 (6) : 119-121.
WAN Jun. Value of combined detection of tumor
markers CA153.CA125.CEA and HER-2 in the
diagnosis of breast cancer[J]. Journal of Modern
Laboratory Medicine,2018,33(6):119-121.

2] B, REZY, WS, 1075 miR-765 Fl CA153 BE
AT PLAEE RS (7). UG R ESE 24,

(3]

[3]

(8]

2018, 33 (3) : 92-94.

HONG Hong.YUAN Janfen, YU Haizhong. Diagnostic
value of combined detection of serum miR-765
and CA153 in breast cancer [J]. Journal of Modern
Laboratory Medicine,2018,33(3):92-94.

SAHU A, SINGHAL U, CHINNAIYAN A M.
Long noncoding RNAs in cancer: from func-
tion to translation[J]. Trends in Cancer, 2015,
1(2): 93-109.

MEHTE S L, KIM T, VEMUGANTI R. Long
noncoding RNA FosDT promotes ischemic brain
njury by mteracting with REST-associated chromatin-
modifying proteins [J]. Journal of Neuroscience, 20135,
35(50): 16443-16449.

PONTING C P, OLIVER P L, REIK W. Evolution and
functions of long noncoding RNAs[J]. Cell, 2009,
136(4): 629-641.

LT Jinglin, LT Zhenglong, ZHENG Wangyang, et
al. LncRNA-ATB: an indispensable cancer-related
long noncoding RNA[J]. Cell Proliferation, 2017,
50(6):e12381

ZHAT Xingquan, XU Wei. Long noncoding RNA ATB
promotes proliferation. migration, and invasion in
bladder cancer by suppressing microRNA-126. [J].
Oncology Research, 2018, 26(7): 1063-1072.

ZHENG Xia, LIU Min, SONG Yingchun, et al. Long
noncoding RNA-ATB impairs the function of tumor
suppressor miR-126-Mediated signals in endometrial
cancer for tumor growth and metastasis[J]. Cancer
Biotherapy & Radiopharmaceuticals, 2019, 34(1): 47-
55.

SONG Chao, XIONG Yunhe, LTAO Wenbiao, et
al. Long noncoding RNA ATB participates in the
development of renal cell carcinoma by downregulating
P33 via binding to DNMT1[J]. Journal of Cellular
Physiology. 2019, 234(8): 12910-12917.

SHI Shengjia, WANG Lijuan. YU Bo. et al. LncRNA-
ATB promotes trastuzumab resistance and invasion-
metastasis cascade in breast cancer[J]. Oncotarget,
2015, 6(13): 11652-11663.

WS HE . 2019-11-29
f2EIH#: 2019-12-2



