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# tRNP 34k (rRNP) . 4% CENP 44k (CENP) . A5 40/Kk (APL) . # b M@k (ANCA) . £EK
EEF (RA) . IR EAIR S KItik (CCP) . A ZEAIIKR (AKA) RAKX G @fRiu/z B27 (HLA-B27) £ 14
FARGGF A, S EE A G FARERE FFILE A P ey B, A m B B2 ai ) Fiukiigs
Froferwmei kg, RAAHRBANELZGASAARET IR XE. ER: GEARRAGITFARATELGAY
B IEARAVL ANA h T 3APE AL f & SIE kAt B4 49 ALT. AST. TBIL 2 ALP KPR 5 F LA FIKA
LA B G HRrateey B4, 2R EA%ITFEL (P <005); LBAHABE LS G FIRMEHRKE 5 ALT. AST K-F
FIEARE (ryp=0321, ru=0347, P34 < 0.001), 5 TBIL. ALP /KPR BAREM (rpy, =0.301, r,,=0.298,
P¥>005) . &8 AERARFFOELA TRAEL AT LEIIRG AN, MALHLAHRE, EH5608
B FAR PR ) 5 T ) RIS AT A A AR R L

[XHBiR]  AFhfesw; B4 AR, AR

[hESHES]  RS575; R446.6 [#iFriR®E] B

Clinical Significance of Autoimmune Antibody Detection in Patients with Abnormal Liver Function

YANG Qing, TONG Haiyan
(Sanmenxia Central Hospital, Henan Sanmenxia 472000)

[Abstract] Objective To explore the clinical significance of autoimmune antibody detection in patients with abnormal liver
function. Methods A total of 478 patients with abnormal liver function who were admitted to Sanmenxia Central Hospital from
January 1, 2019 to December 31, 2021 were selected as the study objects, and liver function related indexes of all patients were
examined. Anti-nuclear antibody (ANA), anti-double-stranded deoxyribonucleic acid antibody (dsDNA), anti-UIRNP /Sm antibody
(UIRNP/Sm), anti-SSA /Ro antibody (SSA/Ro), anti-SSB /La antibody (SSB/La), anti-Jo-1 antibody (Jo-1) and anti-ScI-70 antibody
(ScI-70), anti-rRNP antibody (rRNP), anti-CENP antibody (CENP), anti-phospholipid antibody (APL), anti-neutrophil cytoplasmic
antibody (ANCA), rheumatoid factor (RA), anti-cyclic citrulline polypeptide antibody (CCP), anti-keratin antibody (AKA), and
human leukocyte antigen B27 (HLA-B27) were detected by Western blot. To analyze the detection of autoantibodies in patients with
different liver diseases, and explore the relationship between the number of positive autoantibodies and liver function abnormalities
in patients with a clear cause, and the relationship between the number of autoantibodies and liver function in patients with no clear
cause. Results ANA was the main autoimmune antibody in patients with liver dysfunction with obvious etiology. The levels
of ALT, AST, TBIL and ALP in patients with three or more autoimmune positive antibodies were significantly higher than those in
patients with no autoantibodies and one positive autoantibody, the differences were statistically significant (P < 0.05). The number of
positive autoantibodies in patients with no clear cause was positively correlated with ALT and AST levels (ry+ = 0.321, 7y =0.347,
P < 0.001), but had no significant correlation with TBIL and ALP levels (rg,; = 0.301, r,, = 0.298, P > 0.05). Conclusion
Patients with abnormal liver function may still have positive autoimmune antibodies, and the number of positive autoantibodies in
patients is correlated with liver function indicators regardless of whether there is a clear cause.
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HEHL 2019 4F 1 H 1 H % 2021 4 12 A 31 H T =711
e T H s B Bt AL IEE T R 5 A 12 1 R A 478 4 N BF 5T
% B, B 302 6] (63.18 %) , & 176 4
(36.82%) ; FilE22~78 %, VI (4729+1422) %
AR ETEE (body mass index, BMI) 17.32 ~32.74kg * m”,
FH] (2432 +4.23) kg e m”; IR RIS Z AT R
Y9 (hepatitis B virus, HBV) J&4% 127 ] (26.57 %)
B BF % % 7 (hepatitis C virus, HCV) & Z 48 4
(10.04 %) 5P 4545 (drug induced liver injury,
DILD) 53 5 (11.08 %) 8 k& ¥ i % (alcoholic liver
disease, ALD) 61 ff] (12.76 %) . JAEWEFETERT & (non—
alcoholic liver disease, NALD) 123 i (25.73 %) . JHIK
PERF5 46 B (9.62 %)  Fifth 42 %1 (8.79 %) . ANHJ
JRDIFF 4% 28 1] (5.86 %) , HLLUHEAEE—Fh LB
BB R o A L3RR = Tk T RO R B AR B L 2 1
flee CHfkgm 5. 201801 .

1.2 AL HBRARE

121 g AbsiE (1) F#18~80%; (2) I
ER AR M (alanine a minotransferase, ALT) B it
B EIR 2 650 b, FEEAER RA R R AL LG
(aspartate a mino transferase, AST) . [MiFMHZLZ (total
bilirubin, TBIL) . #& 14 % #2 1§ (alkaline phosphatase,
ALP) ZE3RbRHITE R (3) fEIEBUNAF7E A ff (1 7] R
ARG R R, R4 RE. WM.
JEMFFVE. PRUEVEBGRAJFEH ;. (4 FIRAHCHIIGR 5%
BHOREAE B5e, (5 MAMmtsitAEsS.
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1.2.2 HeBRbrE (1) AR, Wb, FESE RS
B S REAS EE, () BRI R, (3 BT
EH S RBEEFRNEE, MASHLAKIE. mEM

BHER . RRERTERTI R (4) EYRam 2L B
(5) Z5ARGFCHTR 3 A A A BBl B2 iR AN / B
AN B

1.3 ik

B NFE R 2 RIG R A A T LU < 2 P xt
SEVRIT, INGEEARGI . A, Rl s s AT A
KO EERIERIT . i A 26 2 RiF = 2 I8 3l U
FRBKIN 5 mL, $ECIA > ARGy, — W RAHH AR
Z w4 AV EAR N ACGIEAT ILiE ALT. AST. TBIL [
ALP (460, sk BARKUE. 55 —&64 LA 1000 r « min™
(1) 3 3 250 10 min, HUEIERLRAE 2 —80 °C UKAH, A
A BRI B G5 — Rl

X BB ILTE B B B S AR AT R, 2
R CE LI B B b YR BUAE, BdE LR b

(antinuclear antibodies, ANA) . # W 5% I & ¥ % %
R Prik (anti double stranded DNA antibody, dsDNA) .
it UIRNP/Sm #i & (anti UIRNP/Sm antibody, U1RNP/
Sm) . #i SSA/Ro $i #& (anti-roantibodies, SSA/Ro) .
P SSB/La Jii 4& (anti SSB/La antibodies, SSB/La) . #1
Jo—1 #i & (anti Jo—1 antibody, Jo—1) . #i ScI-70 #i &

(anti ScI-70 antibody, Scl-70) . $T rRNP #ii & (anti
rRNP antibody, rRNP) . #i CENP #{ 4k (anti CENP
antibodies, CENP) . i #f JIf 1 14 (anti-phospholipid
antibody, APL) . HrAPERIALMK Hifk (antineutrophil
cytoplasmic antibodies, ANCA) . Z&XJEEF (rheumatoid
factor, RA) . HIINAR Z IkHtfk (anti—cyclic peptide
containing citrulline, anti-CCP) . T fi & A #i /& (anti
keratin antibodies, AKA) & ANFAuHi/E B27 (human
leukocyte antigen-B27, HLA-B27) . ¥J X H % ¥ B 7%
ERIN ER PR R AR S L B /& R B e
AR AT, K5 R A BRGNP R
e TSR AT 2L v I b, o A W I 4% HE1:50 B L 7
B, B 50 uL N 1.5 mL #REE H -5 l BR 41 4 i )
Eim NKFER R E 60 min, PRSI 805 N
10 min, R ZETEK L LB, F bR R HE 2% 15 31T L
B, WLERAR E XA SR, A B TR T AT LR A A 1 .
g rH B LT RE A 6T B BH 1 B % AR ) 44 R
#HH.
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bR, fL#E ALT. AST. TBIL & ALP; (2) 4 #i A [ R
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AT S B 5 ORLBF 3 i e R B S LA I 45 W 5 ALT,
AST. TBIL } ALP %I aeabs A k.

1.5 Zit$F ot

K SPSS 22.0 AR AT HARALEE, tFEFEILL x4
Fon, RAFZENN, HEERAE SRR, K
K06, A TR Spearman #8155 20071, P < 0.05
NEFEBG T HEE L.
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2.1 RF B & S i FuR a8 2 09 - 2 Ao 5 AR b AR

478 5 B3 R, 3k 389 il BB 35 T B i B Ak B
(81.38 %) , 52 (B 4445 | Bl Sy ik PH%E (10.88 %) ,

27 B B FAFAE 2 P E S HURRHTE (5.65 %) , 10 83
TEAE 3 FILL B B PURBYE (2.09 %) . 3R AL EE S
o 25 FL A BH I B2 3 () ALT. AST. TBIL }z ALP 7K ¥ ]
BE TR SRR B E SRR B, 27
BB E Y (P<0.05 , WE1.

22 ARVRBI ik F EH O H LRIRGEH
o

ZHATEHRIRE G R R E REN A S Rk
Podk DL ANA vy, DAASBIJE IR 386G R B, 7 HLIA
50 %; H.kJ& APL, DIANHIJE R At #e i mr, hEis

14.28 %; AW Th e % 88 L 8 5 PUik fH i)
b o) 3 v T LA AT Dh e 7 W B, LR 2.

T 1 AR E B G e fiak B HUE 38 RE D R 4R AR A (xts)
[ERE n ALT/U - L AST/U - L TBIL/umol = L™ ALP/U - L"
TepEE 389 132.12+ 19.42 94.32 +10.39 2423 +4.93 50.23 +15.29
1 FhpH 52 129.32 +20.34 89.21 +13.29 27.38 + 6.04 4820+ 14.23
2 FlpH 27 158.22 +24.32 148.29 +20.32 38.49 +7.32 67.32+17.32
3 B B pAfE 10 149.42 + 25.37 153.42 + 42.46 51.45+6.39 68.21+16.29
F 17.322 16.934 10.424 13.126
P < 0.001 < 0.001 < 0.001 < 0.001
H: ALT —BRARERHN; AST — RATRAESLEHNE: TBIL —RaHL0%R; ALP —URIEBERE NS .
2 AEFEF DS B E 3 S R bk rR g [n(%)]
] n ANA dsDNA UIRNP/Sm SSA/Ro SSB/La Jo—1 Scl-70
HBV 127 13(10.24) 2( 1.57) 4( 3.15) 2(1.57) 1(0.79) 0(0.00) 0(0.00)
HCV 48 7(14.58) 1( 2.08) 2( 4.16) 3(6.25) 1(2.08) 0(0.00) 0(0.00)
DILI 53 3( 5.66) 3( 5.66) 2( 3.77) 1(1.89) 0(0.00) 0(0.00) 0(0.00)
ALD 61 8(13.11) 0( 0.00) 1( 1.64) 1(1.64) 0(0.00) 2(3.28) 1(1.64)
NALD 123 17(10.82) 4( 3.25) 5( 4.07) 4(3.25) 3(2.44) 0(0.00) 1(0.81)
HEYE 46 15(32.61) 4( 8.70) 3( 6.52) 2(4.35) 1(2.17) 1(2.17) 3(6.52)
HAh 42 3( 7.14) 2( 4.76) 2( 4.76) 0(0.00) 1(2.38) 1(2.38) 0(0.00)
AN B Ji A 28 14(50.00) 5(17.86) 4(14.28) 2(7.14) 1(3.57) 0(0.00) 0(0.00)
I n tRNP CENP APL ANCA RA CCP AKA HLA-B27
HBV 127 0(0.00) 0( 0.00) 7( 5.51) 1( 0.79) 1( 0.79) 0(0.00) 1(0.79) 0(0.00)
HCV 48 0(0.00) 0( 0.00) 5(10.42) 0( 0.00) 1( 2.08) 2(4.16) 0(0.00) 0(0.00)
DILI 53 0(0.00) 0( 0.00) 1( 1.89) 1( 1.89) 0( 0.00) 0(0.00) 1(1.89) 0(0.00)
ALD 61 0(0.00) 0( 0.00) 0( 0.00) 0( 0.00) 1( 1.64) 1(1.64) 0(0.00) 0(0.00)
NALD 123 2(1.63) 3( 2.44) 7( 5.69) 2( 1.63) 1( 0.81) 0(0.00) 0(0.00) 0(0.00)
JEYREE 46 2(4.35) 1( 2.17) 6(13.04) 2( 4.35) 2( 4.35) 1(2.17) 0(0.00) 1(2.17)
HoAt 42 0(0.00) 1( 2.38) 1( 2.38) 1( 2.38) 0( 0.00) 0(0.00) 0(0.00) 0(0.00)
AN 28 1(3.57) 3(10.71) 4(14.28) 3(10.71) 4(14.28) 1(3.57) 1(3.57) 1(3.57)

: HBV — RN R EE; HCV —NRUT 20 DILT — 29k AT 0% ALD —IAEPERT ¢ NALD —ARINFEPERT ¢

ANA —Hilgfifk; dsDNA —HisUaE i AP IR hifk; ULIRNP/Sm —$T UIRNP/Sm $ifk; SSA/Ro —#i SSA/Ro Fifk;

SSB/La —$t SSB/La $iffk; Jo—1 —$i Jo—1 $ifk; Scl-70 — 1 Scl-70 HifAk; tRNP —3i rRNP #7i&; CENP —#7i CENP $71%k;
APL — il IRHiIAR; ANCA —Hih ko a2 difk; RA —BRIER T CCP —HIINEIR L kiifk; AKA —HifE AP
HLA-B27 — AZKA4HEHU )R B27.

23 FYRBEMAGATEH B S AL RNERE
BT 2 e e ATAR K b4

28 BN B JE DR BT Th e S B, LAl & i bt
PRIFPER 35 15 6] (53.57 %), 2 Fh A & S tEpuikle
PR B 7 6] (25.00 %) , 3 Fh R LL BB S Pk B

B 6B (2143 %) o BlE H G RBEPUA YL H 1Y
fn, EEH ALT. AST J ALP /K-F 2 Thm#ass, AR
H5 ALT. AST K-V 2IEMHIE (ryp=0.321, rye=0.347,
P#1<0.001) , 5 TBIL. ALP /KFLH BAIFNE (rppy =
0.301, ryp=0.298, P¥> 0.05) .
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biliary cirrhosis, PBC) Al J5i & 44k P 58 (primary
sclerosing cholangitis, PSC) . R[FE B & £ IR 17
PERRZ S, BB 3 AT RN E e ™ B D e v H
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(< Rt 0 7 BOR, EMEAR— 5, A B SR
WA AL, PR I BT as f A S e 45 AT O A AL, %
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BE 4 M [ DNA (1) N\ AT 2 3 2o 45 5 P 1l 73 1R 26 B
Wi ANA, BRIV PO /I EHTUR P4 (soluble liver
antigen—liver pancreas antigen, SLA/LP) . ¥T £k i {4 W
T — 7 R R i SR8 & 4 & (antimitochondrial antibodies—
M2 subtype, AMA-M2) &, M6 H & B s AT Bl
ifi HE R PE AT 45317 (1) 28 5 45 647 PBC J PSC MR T 1k
W5 FELL L, PBC I PSC A &35 & I A HAL E &
PURIIAFELE, DM SR 88 10 B B S e 1 P4 i A
g U A G R E SRR T A9 1 R
S PR BH 14 1) R A I DR R i, AT RES T
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RIAS B ) JH Dh i e (8, HE SR ik H 5
FCHF T REA 1 Fa b A B B 00 IEAH G, X T 2 &2
N E B G BV I, R R ET R A T 1 0 A
A AT fent B I BRIA TR s Y,

g BRTIR, AEAEM DA s 1) B F A A T REAEE H
5 G BEVE BRI BE P, Bl 28 i s DR A A£E R T
MEWAH LR, £#58KE SRR S 8
W DI REFEARIAEAEA DG, RN AAEAE I s 8] 1 F8 3
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[ ZE] HH: o4 a3k (CHD) EF 2K AERFIRAN (PCl) RE X BAFE®RE (ISR) ¥9¥hE £,
T3k B 2021 4R 1 A £ 2022 4F 12 A A EHIRE RIS 69 386 ) CHD &4 %4, PR Ex¥ bR —F K
AT PCIET. KRB 1F, RBASEREELE S A ISR A GBI, WRAMEZM L TN, Ciers. Fb.
FREIL, CHD RiaL. BME. AHF 5 0o/AE. R (SUA) KF. BHECREEE (hs—CRP) KF. hiksmE
XH. AFERA. XERARZ, ST PCLEXRA ISRGERRZ. ER: FrAEHEHMIT 1 55, ZIVA 60 L4
ISR, %4 %% 15.54 %, ISRABML. & Hd/E. SUA KF = 380 mmol L', hs—CRP KF=8mg-L". &4
BRR. ARAZ<Imm b G FIRA, ZFRHYEA%ITFEL (P <005); AmABEMA. F#. BE
1z, CHD Rk L. #hkm R LHFHFIR, 2FHALETFEEL (P> 005) . % EE logistic & )25 2 F:
FIA S A Hf/E,. SUA KF =380 mmol « L', hs—CRP KF=8mg-L"'. &F4 kK. LRAA<ImmAE
#BH PClI REA A ISR 494 BB & (P < 0.05) . Z5ip: 2RML. &5 5Hm/E, SUA KF = 380 mmol « L.
hs—CRP K-F= 8 mg« L', &5/, LRAZ<Imm FREH M, &4 PCl RS ISR K AFRE, 6ARTAH
ot B R SR AT A TG 4556, AR ISR R4 %,
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Analysis of Influencing Factors of In-stent Restenosis after Percutaneous Coronary Intervention in Patients with
Coronary Heart Disease

ZHANG Chentao, WANG Jie
(Dongguan Nancheng Hospital, Guangdong Dongguan 523000)

[Abstract] Objective To analyze the influencing factors of in-stent restenosis (ISR) in patients with coronary heart disease (CHD)
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