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Abstract

AIM: To explore the clinical and pathological
features of primary biliary cirrhotic (PBC)
patients with negative anti-mitochondria
antibody M, subtype (AMA-M,).

METHODS: Fifty six PBC cases from the second
affiliated hospital of Kunming Medical College
between AD 2000 and 2007 were selected. The
clinical data (general status, laboratory findings)
and pathologic data were reviewed in 22 cases
of negative AMA-M, antibody. And the clinical
data of the negative AMA-M, anti-body cases
were compared with the positive ones.

RESULTS: The general status and laboratory
findings (biochemical data, immune function) of
AMA-M, antibody negative were compared with
the positive ones, with no significant difference
observed (all P > 0.05). Remarkable changes in bile

ducts, especially in small bile ducts were observed
in 22 negative AMA-M, antibody cases. Those
changes were related to staging. Inflammatory cells,
mainly lymphocytes were seen around the bile
duct. Remarkable infiltrated inflammatory cells,
mainly lymphocytes, even lymphoid follicles were
observed in the portal area. Liver cells changed
mildly and were non-specific. The changes of differ-
ent stages existed and intermixed in one sample.

CONCLUSION: Liver biopsy is useful to confirm
to diagnosis of PBC with negative M, antibody and
an important criteria for staging determination.
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1.1 At ik B R B 24 B 28 Bt e P2 B 2000-
20074E T HAPBCHEE, MG R E NS
(AASLD)20004ERPBCi2 Wi S ™. (1)H)%
P B35 12 It (A L P) &5 S e IE YT IR AR (1) 2B AL 8 A
Fhir; Q)R BF R AR IE R (3) ML Pk
FARTUAR(AMA)ELAMA-M, FHPE. (4) T 5 i
AMA/AMA-M, [HYE, 3 BEAS A 77 A PBC AR, 1L
FAMA-M, BB F A (D) (44, BEitn
i, “F4453.55+15.15%, Ho2c184, “7-4452.78
+14.91%, Jiaf5. XA AMA-M, FH P 5534
i, 4E#856.56 £ 11.16%, #2741, W74, %%
P20 SR 14451 (63.64%) « I = 12451(54.55%) 4]
ZE1141(50%) 5. X AL B0 2141(61.76%) =
17451(50.00%)~ 447 134511(38.24%).
1.2 7k
1.2.1 i g Artbml: BT 35 R 4505 =R 2 IR
IR, 2 B8 S RS ALP, y-B R Bt B
i (GGT). BMHITFR(TBA). SJHZ 2 (TBIL).
NARAILHEBE(ALT). RERIREAILHE R
(A ST) 544K F H 37 7170A % 4 [ 5h A AL 40
AR,

H B G P 1 T 185 R FH B 92 B 328 2 A
E: AMA-M,. BB EE(SP100). T
HE/ B SRR PR T RY(LK M) Fil 0 & At
R (gp210). FUIF4 LR BT 1R (LCL) Hir]
WPENFHUR(SLA); FUHUAR(ANA) R BT
DNA(DSDNA )R H [R]85 G 9 58 1A 05 1gG
IgA. IgM. C;. C/RHHECRBUR thihik.
1.2.2 4 F4E: IR EIIT 840 (B
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Z /DA FR6ANL AT X 100 g/L A F S vk i 5
15 B IH B 27 e s ORI = 2 i A, i )R
FEk5 umfY)F, HHEG B, PR ET4E 42 (1
SEREER S, SR R — AR

ST IR THECTOR DU H ek g bRk AT
filik, 1H 8 PORH IEAS /i BER imean £ SD#
N, DA oA wR LA A 8RR ALl b b
T RER B ST REAS I B 56 BE Wilcox onfk
RS, VHECPORER K8, N FHSPSS13.04%
RTS8 0 T, o= 0.05.
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2.2 B & f i AT R R B A AR TR
I ZHANA: 9%1(40.91%), gp210: 2451(9.09%),
Sp100: 14(2.94%), LKM: 244(9.09%), LC1: 14
(4.55%), DSDNA: 1{1(4.55%), SLA: 0f71]. Horh4g
2451 B E AFAEML PR BH - B AR B I 5.

2.3 SR hRe 24 EE ), I S s BREE 11 S
LRI G v 2 7 (3R 2).

24 BB FHE BELRINE IEH.

2.5 AR FhE 226 FH AT I 5 05 4
YLEVER A, Y IR AEPE R L. 2o T 3 1491
(4.5%), 11 3HA4450(18.2%), [TIHA441(18.2%), VY
13411(59.1%). 7] W: /N i [a) JH A5 25038 100 % (9%
DL WA ARTERIEAE), SOOI A
71.0%(JkD 8 2k ARPEIRTE ., A, I
DX 4t 35 T 5 1 00% (T 7 32 DLtk L4 g, L%
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FIELE o S DR 4 R e R L2 A A ), T
BRI OK I A 32, 1 I SRR GE . IR
U R AR AE).
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MEAR NiBE  FRBIE HE PE LpE=EN IRLE fBI4E HE PE

ALT (UL)' 97 59 -0.746  0.455 IgG 18.68+4.98 1459+3.11 1269 0253

AST (U/L)' 135 84 -1.244 0213 IgA 389+163 361+1.82 1031 0.351

ALP (U/L) 256.32+ 220.88+ 0817 0.419 IgM 557+3.74 257+213 1.034 0.302
12269 16544 C, 1.11£0.16  0.84+031 0732 0.465

GGT (U/L) 25516+ 259.00+ —-0.055 0.957 o 020£0.05 0.16+0.06 1.098 0.310
19464 27119

TBAmol/l)) 3630 397  -0367 0.713

TBIL (umol/L)’ 4880  30.10 -0.794 0.427  AMA-M,BHMEE 5@ HLil, 439.29%(22/56).

" RRSDOTIRR, PRI, MAWilcoxonFRAIIN.
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P B C 1) — /> 5 ERFAIE A& — 28 1l 3 B 4 FH
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9N, LM, A PBCHE R LR, AMA-M,
FEPBCAI M e EEAEH: (1)FHTER R
1£95%", HF ARG PHE AT N 95%-100%:;
(2)AMA-M, 7t TCREIR Ak & v el I, 2 4F
Ja KZ R ENPBCHE, 3) A 9k sk
M, B JE AT 75 S 8 v/ FRPB O, A4k 5
HURRAE AN AL, 20 UE S8 T AMA-M,{E
PBCARIG P AR . ANAJE H 5 o i
G EE YA, EAMARYE & E T
FERE ANATT 2P A R, FH
KL ORI A R Rt R o e
T (nuclear envelope, NE)YFZ % i M (multiple
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SP100, HETIA A" 47-SP1002PBCH: Sk 14 5
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AWILKMI, LCUIRIR & L35 ATHAH G, PBCH
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PBCHF & — s Luil, {5 LA 24 Lotk o 5 il
THTRARAT AMA-M, I PE I S5 A2 W E, JC
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