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Table 1

HLA Type Patients with Control Relative Risk X
Acute PG Subjects

HLA-AWI9  37.0% {17/46) 22.2% (33/150) 2.1 2,14

HLA-B12 34.8% (16/46) 12.9% (20/150) 3.5 10.80

HLA-O w19 35.7% (10/28) 5.8% (4/69) 9.0 14,44

Association between Acute Poststreptococcal
Glomerulonephritis (PG) and HLA Specificities.

" HLA2 A4 €% HLA—A, B,C +44F
v 71 PBL % v C NIH EEEI L D HLA—
‘DR4AYVFIRPBLLH bEVEY - F4m
Ve — vk 5 LAEETHERLZBAKRE AW

T, HEePEBHAREAE Y27 (1980
Los Angeles ) BBEERIC TfT» 72, HLA—D#%

4 ¥ I3HLA—Dw1~Dwl2, Dwl5, Dwl9
OHLA-D ® ®E&Es 1€ Tilaz~< 1 b
<4 v AR & D RIEMEE & U 72 one way
mixed lymphocyte culture T & D1TX - 12,

7 — 2 BB ©in vito T HBDROKERE,
SCWHBEZRIEFD comfE & b FRIEFRINFD
cpmfBRZZEUBIWIZF VS (A)cpm BE2RD,
72 DBERANHE (In A cpm) ZAHOFREL
72,

B nEE O BEERERNOREL, Morton @
ARG,
Morton D FEKEELE (lod score B IL L bTT
AN ol

B | SEAERBRRERAREBREBEED
HLA B OHER  HLA-APUE Cld HLA—Aw
19 BEB CHEEE O LBENBHO
WESERE 222% icH L T, BNEBRE 2.1, X°
B 414 BB EMZRL 72 (Table 1), HLA
— BHUETIHHLA— B12 PEEH CHEEE
348% Th b, BENEEOHIREE 12.9%IC
Hex THENERE 3.5X%{E 10.80 L HE BN
ZRUI

HLA-D#ETIX HLA-—Dw19 O HIEHE
35.7% T, RENEBEOHEERE 5.8 % L

HL A EREIRER & oEgH,

Summary of the observed phenotvpes of immune

THEORMTH - 12,
ﬂscwr§uﬁ¢5ﬁﬁmﬂﬁmﬁﬁmm%
VELRE R L B REGEEOEERROR

2 WE L UIZ18H R8ABOF REHE D R

P DBTEIEIn A cpm B 9.6 (49 15,000cpm)

PHERE U CEGESHLRGER TDINI
18RRI B ZRBILELEO T HE ORE %2

Table 2 2% &9, RBIGEN L HEBHIIRT

BRI B SN H - 12,

R HERORBEREN % Morton  DERAEKR
REVERE L 7z TRV EGES L BIGEEOR
RTEGELESBEBRE THS L0 O RF R
FE U, CORFKREDS NI (p<0.05),
—FBIEEDNENE Th B &5 (RS 2T
BEREEZEOFRRE, ABRBRGES LEIGEE
DFEFRZFACTHRE L1265, CORRIBEAT
X ol CNHEDT &b D, RELEHD
BEERREELSESEEEERE, 5
WEESEESSEBRERETHS T LHHL
HieInis,

EEREIIC B WOTHS DI SN TV B HREN
Z(Ir) dH0CREHFMH(Is) BETRE D
CEMEAEEEGF THH Y SCWHIRK
W9 A REESEE B RLEEBEEETICL
DEEINTOSC EBEAbNRY

D SCWHEBICHT5 BEFLHLADE
# AEEEE oBEEAOBE AV IZI8R
H2EWT, Morton DBEXRBEEHIC LD SC
WiHEIZ 3t 4 2 RS RGN L HL A OEEOD
BEZBLIE-T. ZOMR, lod

Table 2

score |

10 SCW antigen in 23 families

Numbers of the
families

Phenotypes
of parents

Phenotypes
of children

HXH (H.H)
(H.H.H)
(HHHH)

HXL (H)
(H.H)
(H.L)
(L.L)
(HH.L)
(H.L,L)

(HH.H.L)
(L,L,.LLY

LXxL (HH)
(H.L)
(L.L)
(L.L.L)

i
4
1
1
1
1
1
1
1
(L.L.L) 2
1
1
1
2
1
i
(H.L.L.L) 2

H=high responder, L =low responder,
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Number of the shared HLA-DR antigens
between T cells and monocytes

Genetic restriction by HLA-DR antigen in the cooperation
between T cells and allogeneic monocytes in the immune
response to SCW antigen in vitro.  allogeneic monacytes

from high responders (O)or from low responders (®) ,

TRAZIGEVEEINIZY, HLA-DR% 1
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O THIFENDRRNICIGHLA-DR K & 2515905
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3)S CWHURITH ¥ % AR RIGEE O T Ml
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EROMG dH A0 LT M & OEEER 2K
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Low responsiveness to SCW antigen was determined at T cell level.

.one HLA-DR antigen (A) or two HLA-DR antigens (®) shared,
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Figure 3
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Evidence for the existence of heiper T cells to

SCW antigen in low responder.
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