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PHAN TiCH GEN SLC25A20 VA CPT2 TRONG CHAN POAN
KHIEM KHUYET BETA OXI HOA CUA AXIT BEO O’ TI THE

Pham Thiy Ngoc!, Bui Thi Biao?, Ta Vin Thao?,

TOM TAT
Bénh li thié’u hut Carnitine/acylcarnitine transferase
(CACT) va bénh li thi€u hut Carnitine

palmitoyltransferase II (CPT II) thuoc nhém benh oxXi
hoa axit béo trong ti thé. CACT va CPT II la cac bénh
Ii r6i loan chuyen héa bam sinh (RLCHBS) di truyen
hiém g3p — bién thé di truyén I3n nhlem sic thé
thudng do gen SLC25A20 (gen CACT) va gen CPT2
quy dinh. Day la cac bénh Ii nguy hiém dé& lai cac di
cerng ndng né va co thé tur vong. Tuy nh|en CACT
va CPT II co cac d&c diém 1am sang va can Iam sang
kha giéng Vvéi cac bénh li RLCH OXi hoa axit beo khac
va khong thé phan biét vé dic diém can Iam sang va
ldm sang gitra hai bénh Ii nay do vay can cd cac
perdng phap phu hdp, nhanh chéng dé xac dinh bién
the trén gen SLC25A20 va CPT2 nhdm chén doan
va diéu tri benh Muc tiéu: Xac dinh 16 bién the gen
SLC25A20 va 35 bién thé gen CPT2 md ta kiéu hinh
va ki€u gen cla bénh nhadn méic bién thé gen
SLC25A20/CPT2 Phu’dng phap Nghlen ctu ca
bénh gom mo ta triéu chling lam sang, xét ngh|em
sinh hda va phan tlch gen dua trén perdng phap xay
dung dugc. Két qua: Bé gai 10 ngay tudi, xuat hién
tim tai, nglrng tim, ngung thd va tr vong. Két qua xét
nghlem sinh hda va xét nghiém amio acid cho thay ha
glucose mau, nhiém toan chuyén hda, tdng amoniac
mau; tang C4 C10, C12, C14, C14OH C16, Ci16:1,
C16: 1OH C18'va C18:1. Benh nhan du’dc xac dinh cé
bién thé rs541208710, c.199- 10T>G dang dong hop
tlr trén gen SLC25A20 va 2 bién thé lanh tinh/ co6 thé
lanh tinh v&i bénh CPT II la rs2229291 (F352C)
(c.1055T>G (p.Phe352Cys)) va rs1799821 (V368I)
(c.1102G>A (p.Val368Ile)) do vay chan doan bénh di
truyén mdc phai la bénh CACT. K&t luan: Xac dinh
16 bién thé gen SLC25A20 va 35 bién thé gen CPT2
cho phép chan doan xac dinh bénh Ii RLCHBS di
truyén CACT va CPT II.
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Tar khoa: RGi loan chuyén héa bdm sinh
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thi€u hut Carnitine palmitoyltransferase II (CPT II),
gen SLC25A20, gen CPT2.

SUMMARY

ANALYSIS OF SLC25A20 AND CPT2 GENES
IN THE DIAGNOSIS OF MITOCHONDRIAL

FATTY ACID BETA-OXIDATION DEFECT

Carnitine-acylcarnitine  translocase  deficiency
(CACT) and Carnitine palmitoyltransferase 1II
deficiency (CPT II) are disorders of mitochondrial
fatty acid PB-oxidation (FAO), type of metabolism
inborn errors. These conditions are inherited in an
autosomal recessive pattern, the gene associated with
this disorder respectively SLC25A20 (CACT gene)
and CPT2 gene. CACT and CPT II are dangerously
disordered and may have severe consequences and
even death. But these disorders had similar and
nonspecific clinical symptoms also testing with another
FAO disorder and other metabolism inborn errors or
congenital defect, specifically, cannot distinguish and
diagnostic between CACT and CPT II disorder.
Therefore, this is necessary for a suitable method and
quicky time for diagnostic mutation in SLC25A20 and
CPT II gene to diagnostic and treat diseases.
Objectives: to identify 16 mutations in the
SLC25A20 gene and 35 mutations in the CPT2 gene
to describe the phenotype and genotype of the patient
who had SLC25A20/CPT2 mutation. Methods: case
study including clinical symptom descriptions and
identifying SLC25A20/CPT2 mutation. Results: the
newborn girl-patient 10 days old with clinical
symptoms include cyanosis, cardiac arrest, apnea, and
death. The blood testing reveals that decrease
glucose, metabolism acidosis, hyperammonemia,
increase C4, C10, C12, Ci14, C140H, C16, Ci6:1,
C16:10H, C18 and C18:1. The genetic test showed
that the patient had one pathology homozygous
mutation rs541208710, ¢.199-10T>G in SLC25A20
gene and two other mutation — benign/likely benign
with CPT II deficiency in CPT2 gene are rs2229291
(F352C) (c.1055T>G (p.Phe352Cys)) and rs1799821
(V368I) (c.1102G>A (p.Val368lle)). The diagnosis is
CACT deficiency. Conclusion: Identifying 16
mutations in the SLC25A20 gene and 35 mutations in
the CPT2 genes can help to diagnostic CACT/CPT I1
deficiency.
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I. DAT VAN DE

Bénh |i thi€u hut Carnitine/acylcarnitine
transferase (CACT) va bénh Ii thi€u hut Carnitine
palmitoyltransferase II (CPT II) thuGc nhom
bénh rdi loan chuyén héa bam sinh (RLCHBS) oxi
hda acid béo B (FAO) mach dai (LC) va mach
trung binh trong ti thé xay ra tai ma trén ti thé.
Tuy nhién, FAO cac acid béo mach trung binh
chu yéu phu thudc vao cac enzyme chuyén hoa
trong ma tran ti th€ nhung FAO LC 1a qué trinh
phic tap han, phu thudc vao cac protein van
chuyén chat qua mang té bao va ti th€; enzyme
chuyén d6i mang ti thé. Cac protein va enzyme
van chuyén quyét dinh con dudng FAO bao gém
protein van chuyén carnitine tir ngoai bao vao té
bao (OCTN2). Enzyme CPT I & mang ngoai ti
thé gdn carnitine 1én LC d€ tao thanh dang vén
chuyén dugc - LC-acyl carntinine. LC-
acylcarnltlne dugc dua vao ma trén ti thé bang
proteln van chuyén mang trong CACT, nhung dé
cd thé oxi hda, LC can dudc tach carnitine nhd
enzyme mang trong CPT2 (Hinh 1.1) [1]. Cac
qua trinh oxi hda ti€p theo clua tat ca cac dang
axit béo phu thudc hoat dong cla cac enzyme
cla qua trinh oxi hdéa. FAO la mét trong cac
ngudn cung cap nang lugng chinh cho cac mo
trong cd thé, ddc biét [a md 18y néng lugng chl
yéu tr qua trinh oxi hdéa acid béo nhu tim va co
xuang. FAO dong vai tro cuc ki quan trong khi
cd thé can nhiéu ndng lugng va trong sudt
khoang thgi gian nbéng do glucose thap. Céc
bénh li anh hudng dén chirc nang cla con du’dng
FAO c6 thé dugc xem la cac bénh li khéng thé
chiu ddi hodc cung cdp ndng lugng khi cd thé
can nang lugng cao — hién tugng gidm nguodn
nang lugng & nhidu mé trong co thé cling nhu
giam kha ndng san xuét ndng lugng cla cd thé
khi nong do glucose xudng thap, giam san xuat
thé ketone & gan — ngudn acid béo dugc oxi hda
truc ti€p & ndo [8]. RGi loan chifc nang FAO la
cac bénh Ii hifm gap va cuc ki nguy hiém, dé lai
cac di chirng ndng né va co thé tir vong nhung
cac biéu hién 1dm sang va xét nghiém khéng dac
hiéu vGi cac bénh Ii khac va gilta cac bénh li
RLCHBS FAO khac, dac biét trong d6 cé bénh li
CACT va CPT II c6 dic diém lam sang giéng
nhau nhu suy hé hap, co giat, loan nhip tim,
bénh co tim, bénh ca (loan duGng, bai liét, tiéu
CG van v.v.), gan to, suy gan, giam chic ndng
gan, bénh than va bénh n3o, tir vong; dic diém

xét ngh|em gom giam glucose mau, giam ketone
mau, cd thé tdng amoniac mau, tdng bilirubin,
men gan va bat thudng roi Ioan chuyén hoa
MS/MS [7], [8]. Do vay, can thuc hién xét
nghiém bién thé gen d€ chan doan phan biét
gita bénh CACT va CPT II ciing nhu cac
RLCHBS khac.

CACT va CPT II la cac bénh li di truyén I13n
nhiém séc thé terdng do gen SLC25A20 (gen
CACT) va CPT2 ma hda protein CACT va
enzyme CPT II quy dinh tudng U'ng véi protein
van chuyén LC-acyl carnitnine vao ma trén ndi
bao va enzyme loai bo carnitine ra khoi LC dé di
vao qua trinh oxi hda acid béo. Theo cong bd
trén thu vién gen NCBI, ¢4 16 bién thé gen
SLC25A20 va 35 bién thé gen CPT2 gay bénh
CACT/CPT II. Ti & mac bénh CACT Ila
<1/1000000 va hién nay co6 it han 60 ca bénh
dugc cong b mac bénh CACT. Ti I&é mdc bénh
CPT II 1 — 9/100000, hién nay cé khoang hon
300 ca bénh dugc cdng bd mac bién thé gen
CPT2 trong dé dang bénh vé cd chiém 86%,
dang bénh nghiém trong & tré nhé chiém 8% va
tré sa sinh chiém 6% [7], [8].

CH; OH o \/\)(?\
5 'C: Ne_ g NN ~0°
MaiHC e < Faty acid (FA)

Camitine
inrdmg Ming té bio

Hinh 1.1. Qua trinh vén chuyén va B-oxi
hoa axit béo J ti thé

Tuy ti 16 mc bénh CACT/CPT II la rat hiém
gdp nhung vai cac biéu hién 1dm sang khdng thé
phan biét va khong dac trung dac biét la & tré sa
sinh/ tré nhd gilta hai bénh li va cac bénh li
RLCHBS ciing nhu céc di tdt bdm sinh khac do
vay can ¢ nhitng bién phap nhanh chéng va dac
hiéu dé chan doan mac bénh CACT/CPT II do
vdy, nghién clru dugc ti€n hanh véi muc tiéu:
Phan tich gen SLC25A20 va CPT2 trong chan doan
khiém khuyét beta oxi hda cla axit béo 4 ti thé.

1. DOI TUONG VA PHUO'NG PHAP NGHIEN CU'U
Poi turgng nghién clru: Gom 01 bénh nhan
nhap vién trong tinh trang tim tai, nglig tuan hoan.
Phucng phap nghién ciru: Nghién clu ca
bénh bao gom mo ta dic diém 1am sang, két qua
xét nghiém (hda sinh, khi mau, bat thudng rdi
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loan chuyén héa MS/MS) va phan tich bién thé
gen. DNA bénh nhan dugc tach chiét tor mau
bénh phdm mau khd, phan tich gen si dung
phuaong phap giai trinh tu Sanger nhdm xac dinh

16 bién thé trén gen SLC25A20 va 35 bién thé

trén gen CPT2. Cac cdp mdi st dung dé phan

tich gen dugc lay tir cac tai liéu tham khao [1],
[2], [3] va tu thi€t ké (Bang 2.1). Két qua giai
trinh tu dugc phan tich va so sanh vdi gen
SLC25A20 va CPT2 cua thu vién gen NCBI
(Homo sapiens Updated Annotation Release
109.20191205, GRCh38.p13).

Bang 2.1. Danh sach cdc cap moi thiét ké su’ dung trong nghién cuu

Gen Exon Trinh tu moi K'CI(‘I::)“ dc N?'ll'gf fé—’) u
3 F: CCTTCAGTTTCTCCAGCATAATAGG 383 58.5
R: TATTTTAACCCATGTCACGCTACCA '
SLC25 6 F: ACCATACGCTAATGTTTAGAAAGCA 411 58.5
A20 R: CACAAGAGGAAAGCAGACATGGA )
8 F: GGCATTTGTGCATTTGTCCCA 515 58.5
R: TGCCCACTTCTAATGGCCAGG ’
2 F: TTGTCAGTCGCTTCTGATTATTGGT 274 58.5
CPT2 R: ACTACTTGCCAGCCTGTCTTG ’
5 F: GTTGGTGGTGTGCATAGAGGTAGA 514 58.5
R: ATGATGAGGAAGTGATGGTAGCTTT '

*F: chiéu xu0i (Forward), R: chiéu ngugc (Reverse)

Pao ddc trong nghién ctru: Bé tai da dugc
thong qua Hoi dong dao ddc trong nghién clu Y
sinh Bénh vién Nhi Trung Uong ma s6 IRB —
2021 - 01789.

Ill. KET QUA NGHIEN cU'U
3.1. K&t qua phan tich bién thé gen. Thuc
hién phan thich 16 bién thé€ gdy bénh trén gen
SLC25A20 va CPT2 cho thdy mau nghién ctu
mac 1 bién thé gdy bénh trén gen SLC25A20
bién thé s6 04 -rs541208710 ( c.199-10T>G )
G dang dong hop tr (Hinh 3.1 A). Ngoai ra, két

rs541208710

fic@fEtcic Ai"mr“‘r c@Acca

TGCTTCTGTGAITCCTTGCAGGG

TGCTTCTGTGAGTCCTTGCAGGG

A) ‘,““‘\ YAYAY ’(‘1‘\_ “ ‘f ““ V\H\‘“‘t‘j“.“:‘ C) A ,

TGCTTCTGTGATTCCTTGCAGGG

D)

rs2229291 (F352C)

AAREE cET s cT[T

AAACCGCTGGT

MTcaTAaAATEC

TGATAAATCC

aasccecTcocTlTeaTaaaTCC

LAUAUNVY VY SN Y L VUV UL

AAACCGCTGGTTTGATAAATCC

qua phan tich gen con cho thdy mau bénh pham
con mac 2 bién thé khac trén gen CPT II 13
rs2229291 (F352C) (c.1055T>G) dang di hop tur
va rs1799821 (V368I) (c.1102G>A) dang dong
hgp tir dugc liét ké thudc dang bién thé lanh
tinh/ 6 thé lanh tinh ddi v&i bénh CPT II. Tuy
nhién, hai dang bién thé nay c6 thé gay anh
hudng tdi chiic ndng clia enzyme CPT II & cac
diéu kién nhat dinh do vay nhdm nghién cru van
coi day I3 hai bién thé tim thdy c6 y nghia (Hinh
3.1.CvaE)

rs1799821 (V68I)
caETET AT c[EE[c]TECART TT A
GGCTCTACTGCC TCCACTTTGA
GGCTCTACTGCCMTCCACTTTGA

e) [\na/\)

[ARVIS GLTAS SRVSLES 1SS0 S0 QA VAR T ALIFANE TR § L

CCGTCCACTTTGA

Hinh 3.1 H|nh anh blen the dong hdp tu’ r5541208710 (A) va dang W|Id type (B) (mau cerng), di
hgp tir rs2229291 (F352C) (C) va dang wild type (D) (mAu ching); dong hop tlr rs1799821 (V368I)
(E) va dang wild type (F) (mau chirng)

3.2. Piac diém lam sang va xét nghiém. B&nh nhan la bé gai 10 ngay tudi, nhap vién véi céc
déc diém 1am sang tim tai, ngirng tudn hoan. Céac két qua sinh héa mau cho thay qucose tang,
bilirubin truc ti€p tang, lactat tang, két qua xét nghiém sang loc RLCHBS bang MS/MS cé C4, C10,
C12, C14, C140H, C16 va C16:1, C18, C18:1 téang (Bang 3. 3) Bénh dién bién nhanh va chuyén
nang, trén lam sang xudt hién t|m tai, ngu’ng tim, ngung thd va tr vong. Cac két qua sinh hdéa cho
thay ha glucose mau, nhiém toan chuyen hoda, tang amoniac mau.

Bang 3.3. Két qua sinh hoa cua bénh nhén trong thoi diém nh3p vién

Tén xét nghiém Két qua Khoang tham chiéu | Podn vi
Pinh lugng glucose 5.81 2.2-3.3 mmol/L
Dinh lugng bilirubin truc ti€p 11.3 3.3-7.6 mmol/L
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Lactat 7.85 1.1-23 mmol/L

Sang loc RLCHBS
Butyrylcarnitine (C4) 0.92 0.05-0.75 pumol/L
Decanoylcarnitine (C10) 0.35 0.01-10.26 pumol/L
Dodecanoylcarnitine (C12) 0.52 0.03-0.41 pumol/L
Tetradecanoylcarnitine (C14) 1.23 0.07-10.5 pUmol/L
3-Hydroxy-tetradecanoylcarnitine (C140H) 0.06 0.0 -0.03 pumol/L
Hexadecanoylcarnitine (C16) 11.42 0.8-6.0 pumol/L
Hexadecenoylcarnitine (C16:1) 1.19 0.02 - 0.44 pumol/L
3-Hydroxy-hexadecenoylcarnitine (C16:10H) 0.17 0.0-0.13 pumol/L
Octadecanonylcarnitine (C18) 2.13 0.31-1.7 pumol/L
Octadecenonylcarnitine (C18:1) 2.7 0.47 - 2.5 pumol/L

IV. BAN LUAN

Hién nay, c6 16 bién thé gen SLC25A20 va
35 bién thé gen CPT2 giy bénh CACT/CPT II.
Két qua nghién ctu bang phuong phap giai trinh
tu Sanger trén mau bénh nhan cho thdy, bénh
nhdn méc bién thé déng hop tir rs541208710
(Clinvar:  NM_000387.6(SLC25A20): c.199-
10T>G). Bién thé da dugc tim thdy & ca dang
déng hop t& va di hgp tir & cdc bénh nhan mac
bénh CACT, tan suat mang gen la 0.05% (theo
Exome Aggregation Consortium) chu yéu tim
thdy & chung toc Chau A. Bién thé SLC25A20
¢.199-10T>G tai intron 2, tuy khdng lam thay ddi
trinh tu amino acid cua protein nerng bién thé
gay bat terdng qua trinh cét intron va ndi exon
— mMRNA bj cét exon 3 hodc exon 3 va 4 dan dén
thi€u hut chic ndng protein van chuyén CACT
[3], [4]. Cac két qua Iam sang va xét nghiém tai
thoi diém t&r vong cho thdy bao gom tim tai,
nglrng tim, ngung thd; ha glucose mau, nhiem
toan chuyén hda va tdng amoniac mau. Ngoai
ra, két qua xét nghiém RLCHBS MS/MS cho thay
tang C4, C10, C12, Ci14, C140H, Ci16, Ci6:1,
C16:10H, C18 va C18:1. K&t qua bién thé gen va
I&m sang/ xét nghiém phu hdp véi nhau, khang
dinh chan doan mac bénh Ii RLCHBS thiéu hut
Carnitine/acylcarnitine (CACT).

Ngoai ra, két qua phan tich gen cla bénh
nhan con tim thdy bién thé di hgp rs2229291
(F352C) (c.1055T>G, bién d6i phenylalanine
thanh cystein & vi tri amino acid 352) va dong
hop rs1799821 (V368I) (c.1102G>A, bién ddi
valine thanh isoleucin & vi tri amino acid 368).
D4y la hai bién thé lanh tinh/ cé thé lanh tinh ddi
vGi bénh Ii CPT II tuy nhién la bién thé nguy co
cao doi vai bénh ndo cap do nhiem trung. F352C
va V368I lam gidm tinh bén nhiét - bién thé kém
bén nhiét khi nhiét d6 cd_ thé téng, dic biét la
trong cac trerng hogp nhiém trung gay sot. Khi
do, bién thé kém bén nhiét gdy ra cac triéu
chlfrng lam sang va ddc diém két qua xét nghiém

tuagng tu nhu bénh li CPT II va dac biét, cac xét
nghiém sang loc RLCHBS con cho th5y
acylcarnitine tdng trong mau d6i vdi tat ca cac
dang bién thé k€& ca khi bénh nhan bi nhiém
trung hay khong bi nhiém trung [5],[6]. Tuy
nhién, chua cé nghién cu ki luGng gilta anh
hu‘c’ing cla cac dang bién thé tdi mdc dd giam
hoat d6 ciia enzyme CPT II. Bién thé F352C va
V368I tuy du’dc phan loai anh hudng ldam sang
lanh tinh/ c6 thé lanh tinh nhung khdng thé bo
qua nguy cd c6 thé gay nén bénh li CPT II th(r
phét, déc biét khi cd thé bj nhiém trling.

V. KET LUAN

Bdng phuong phap giai trinh tu’ gen xac dinh
16 bién thé trén gen SLC25A20 gay bénh CACT
va 35 bién thé trén gen CPT2 gay bénh CPT II
gilp phan biét chadn doadn xac dinh bénh i
RLCHBS di truyén CACT va CPT II, tao diéu
kién cho viéc chan doan xac dinh, can thiép diéu
tri va tu van di truyén doi véi bénh CACT va
CPTII.
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KHANG THE KHANG BAO TUONG BACH CAU DA NHAN TRUNG TiNH
TRONG BENH LUPUS BAN PO HE THONG

P6 Thi Tung LAm*, Pham Thi Vin Anh*, Nguyén Viin Doan*

TOM TAT

Muc tiéu: Nghién clru nham khao sat vai tro cla
cac khang thé khang bao tuong bach cdu da nhan
trung tinh trong bénh lupus ban dd hé thong
Phu’dng phap nghlen clru: Nghlen cfu mo ta cat
ngang trén 115 bénh nhan dugc chan doan lupus ban
dd hé thong theo tiéu chudn SLICC 2012 diéu tri tai
Trung Tam Di Ung Mién Dich Ldm Sang Bénh vién
Bach Mai tlr thang 7/2020 dén thang 9/2021. Két
qua Ti 1€ ANCA , MPO — ANCA, PR3-ANCA duang tinh
lan lugt 33%, 3, ,5%, 32,2%. PR3-ANCA dudng tinh
lién qua tGi nhdm bénh nhan c6 thdi .gian mac bénh
dusi 2 ndm (p=0,05). Biéu hién 1am sang thudng gap
trong nhdm bénh nhan SLE véi ANCA, c-ANCA duang
tinh 1a 1a dau khdp (57,9% va 56 8%), ban canh
buém (26,3% va 24 13%), viém ph0| ké (26,3% va
24,3%), tran dich da mang (34,2% va 35,1%) loét da,
dau chi (18,4% va 18,9%), Raynaud (16,2% va
16,7%) giam C3 (97,4% va 97,3%), giam C4 (84,2%
va 83,8%) va 100% bénh nhan SLE c6 ANCA, ¢ -
ANCA duong tinh co dsDNA du’dng t|nh ANCA du’ong
tinh & bénh nhan SLE lién quan tdi cac biéu hién loét
da, dau chi (OR= 4,121, p = 0,038), Raynaud (OR=
7,258, p = 0,014), giam ‘c4 (OR= 4, p = 0,004), téng
dsDNA (OR= 1,561, p = 0,029), muc d6 hoat dong
bénh nang (OR=2,829, p=0,017) K&t luan: O bénh
nhan lupus ban do hé thong ANCA lién quan t6i mUrc
d6 hoat dong bénh nang va ton thudng da, hié tugng
Raynaud. Chua thdy mdi lién quan giira ANCA véi ton
thudng than trong SLE.

T’ khoa: SLE, lupus, c-ANCA, p-ANCA, SLEDAI,
viém than lupus.

SUMMARY
ANTINEUTROPHIL CYTOPLASMIC

ANTIBODIES IN SYSTEMIC LUPUS

ERYTHEMATOSUS
Objectives: My research aims to examine the role
of antineutrophil cytoplasmic antibodies in systemic
lupus erythematosus. Methods and Methodology:
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This is cross-sectional descriptive study on 115
patients diagnosed with systemic lupus erythematosus
according to SLICC 2012 Standard treated at the
center of Allergology and Clinical Immunology in Bach
Mai hospital from July 2020 to September 2021.
Results: the percentage of antibodies ANCA, MPO —
ANCA, PR3-ANCA being positive are 33%,3.5%,
32.2%, respectively. The positive antibody PR3-ANCA
is relevant to the patients whose illness time is less
than 2 vyears (p=0.05). The common clinical
characteristics in the SLE patients with positive ANCA,
c-ANCA are arthritis (57.9% and 56.8%), acute skin
rash - butterflu rash (26.3% and 24.3%), interstitial
lung disease (26.3% and 24.3%), multi membrane
effusion (34.2% and 35.1 %), ulcers in skin ((18.4%
va 18.9%), Raynaud (16.2% va 16.7%), C3 deficiency
(97.4% and 97.3%), C4 deficiency (84.2% and
83.8%) and 100% of SLE patients who have positive
ANCA, c — ANCA antibodies has positive dsDNA. The
positive ANCA antibody in SLE patients relevant to
characteristics such as ulcers in skin chi (OR= 4.121, p
= 0.038), Raynaud (OR= 7.258, p = 0.014), C4
deficiency (OR= 4, p = 0.004), surplus dsDNA (OR=
1.561, p = 0.029), severe disease activity level
(OR=2.829, p=0.017). Conclusions: Patients
diagnosed with systemic lupus erythematosus have
ANCA antibody which is relevant to severe disease
activity level and skin damage, Raynaud. There is no
link or corelation between ANCA antibody with kidney
damage in SLE.

Keywords: Systemic lupus erythematosus, ANCA,
c-ANCA, SLEDAI, lupus nephritis

I. DAT VAN PE

Lupus ban d6 hé thdng [Ststemic lupus
erythematosus {SLE}] la bénh ly tu mién thudng
gap ddc trung bai su hinh thanh cac tu khang
thé dan tdi ton thuong da cd quan trong co thél,
ty 1€ luu hanh trong khoang 20-150 bénh
nhan/100.000 dan va ty & nay cao hon & nit
khoang 164 — 406 bénh nhan/100.000 dan, ty Ié
mac bénh d3 tang gan 3 lan so véi 40 nam
trugc?. Day la mot bénh ly man tinh xen ké gilra
nhiing giai doan bénh 6n dinh véi cac giai doan
dot cap tién trién gay néng 1én & bat ky co quan
nao véi bénh canh 1dm sang da dang va thay déi2.

P-ANCA va C-ANCA 13 2 khang thé c6 thé gip



