JUAF2h 5 2 & 2022 5% 28 % 5 2 Journal of Pediatric Pharmacy 2022, Vol. 28,No. 5 + 59 .

al. Vitamin A supplementation in children with recurrent
respiratory infections [ J]. Indian pediatrics, 2001, 38 (7):
771-775.

[33] CHEN H, ZHUO Q, YUAN W, et al. Vitamin A for preventing
acute lower respiratory tract infections in children up to seven
years of age [ J]. Cochrane database of systematic reviews,

2008, 1(1): 1-48.

doi: 10. 13407/j. cnki. jpp. 1672-108X. 2022. 05. 016

[34] LONG K Z, MONTOYA Y, HERTZMARK E, et al. A double-
blind randomized clinical trial of the effect of vitamin A and zinc
supplementation on diarrtheal disease and respiratory tract
infections in children in Mexico City , Mexico [ J]. American

journal of clinical nutrition, 2006, 83(3) : 693-700.

(I B HEF)

(e B 39.2019-11-25 & 181 A 1#1.2020-01-31)

i 25 Ve e R R o s 48R 0 9

et ik 2R WA (ERERCEMEILEEE R, JLE R RIS % AL E R S B I
PREE2EAF L, LB R B R E R PR AR, LR T B A SLI0 2 K 400014)
[ FE 5SS ]R692

[ XEkARIRED ] A [ XE S ]1672-108X (2022) 05-0059-05

Progress of Renal Injury in Primary Immunodeficiency Disease

Xiong Xilin, Wang Mo ( Children’ s Hospital of Chongqing Medical University, Ministry of Education Key Laboratory of Child
Development and Disorders, National Clinical Research Center for Child Health and Disorders, China International Science and Technology
Cooperation Base of Child Development and Critical Disorders, Chongqing Key Laboratory of Pediatrics, Chongging 400014, China)

JER P G SR BRBEH (primary immunodeficiency diseases,
PID) J&—Fift f AN [] 35 A B3l [ 5 35000 S 8 R e D g i
PRI , B I IR G 158 107 285 1 AP A T 0 8 1 2, T I
PRFIN S I e ) BB B G 328 1 5 0 0 v e
PID S5 , A [A) s X AFF 51 7, PID £ 256 3
AL T A 100 000 £AIE 2L 2~ 6 il 05 . & AT
Xt PID TN = R FE R A AR B R JR, Bl 2 &8
23k 350 LR g AR A] S BUR & M S pe B . PID
FHEHABR G FE Oz, W BT
FLE R R M AR B R, R TS . BEFEA & PID
A I B BRI ST LA SRR GE B SE i gE o 2, B =
SEVEZER  WOAR SCIAR T LR WL PID FiF 80 5405 4 e
PRAF A5 R RE ML B3R T7 7 %8, LAWIR PID B 46
ERSIT RIS %

1 T4ERaF0 B AKX S RReRiE S5 S HhiH

T H B A A P B[ (severe combined immunodeficien-
cies,SCID) R & S 2 ikt {4 ( combined immunodeficiencies,
CID)#RJ& T T 40 A1 B 40 M5 S bk b | XA 8 . 3%
(T AN RERR ARG | B R IR R I
L1 BR3BLA BB 1

JHT 150 220 ( ADA ) 55 B T S80™ 8 3K A f g5 R
(ADA-SCID) J2& 1 4 5% ADA fY HE R 8 28 T 8 iy — i
P AR BB 10, ADA J2 R4 A I 1 B A I i 1k

H (Ado) F1 2 - SR (dAdo ) & A AL AT 27 -t
AT, Ado Fil dAdo /K F-FH 55 2 B4 i 1 A7 2 AR
FUE i AR = BEIR (dATP) , T-Hi ks £ 41 2L 40 i o)
fig, LHEM E WA MIIGE, ADA HE% R SCID 1Y%
LKA 5 4 SCID B 10%~ 20% , A 2 52 VW%
Kt ke [a] e il 6 W S R AS R B VR SR R,
H AT i s IR R s i T4 i fsfl R & ik
4 ADA (PEG-ADA) B AR YT A AR 18 1M+ 41 i 56 R 36
7. 5 HAl SCID AJA], ADA-SCID FASJ2: itk B4 40 i 5 5+
PE) T4 B PR R IR AR BT, T S R R E
LGB 50 REAE g MRIE, 7 8 1] ADA-
SCID )7 K i 45w, 7 9 B LB I HE B0 T R TR A B 1) 3R
FREHEE Ak FLAS T 28 A AR 3 A | /0P 6 40 10 7 B D B2
TIZRHGE, Jo W B /NG ZE 4 S TR AR e iR, R kR
B AR, Hovh 4 iR L E R AR AL, 2 5] o R A
Ak, 1 1) B R AL, | T RF 2R BEAE Ak 1) R LAE T I ) 45 P
K BE A AL BB LA BT, IR E IR AR E S
ADA-SCID 7= B ™ 5 A5 B AH ¢, 1 TG BH 2 B Ik 995 22 1) i
JLE &5 T 8UF PEG-ADA BARIGYT , /R ADA-SCID
SOLAY B R T BES ADA {3 v 24 A 3 s 5 ) 72
HA BRI A B I 2R 1 XA G

ADA-SCID J&—4~1] B & £ 2 48 1) G € Bl [ g, e
rhEFIIE R S8 09 9 A8 N BB Z 40, ADA-SCID Jir 2 42 4
RATRER ADA 8= S EB0A)— R 5 ISR Y 1 £ 4%

EE B BEVEHK(1994. 10-) , % A+, EZM LT B NELARIG K TAE, E-mail ; celine_xiong@ 126. com,,



- 60 - JUAL 2 2 & 2022 £ 5 28 £ % 5 A Journal of Pediatric Pharmacy 2022, Vol. 28, No. 5

BARG(EHEE ) 69 EAUTEL, #od iU U)W ADA-
SCID LS 55 0L, 31 H PEG-ADA B IE I7 I /b
ADA-SCID Frg 5 i ,

1.2 "HELZh R F A 20 it ® 1( MST1) 5214

MST1 [ —Fh i STK4 K278 F BT EL, LA CD4 ik
EXL 241 i 8 25 a2 Ry Bl ) e B AR B PR S CID, B T
2 R AR | IR T e B B e IR AR
PeARIE T Al-Saud B ZEUHZIE 10 S0 0 00
MST1 S L, 5 H A MST1 BILARE 2, %8 LT
BT R AR B DhREAN ARk, B A R &R
e BRPEDEE R TgA TIgM [ C3  Clq TUAR, $2 75 48 1k e
BEYN TR A T /NERE R, STK4 FEH bt
P RELHE B 71 MST1 ELAT A 2 11 240 R R B A Ak Skl A
B e ARt A g B, MST1 1] 38
875 Foxol F1 Foxo3 BU%R & PEAC #E A5 M T 40 i) &
B AEe, W B B s SR LE g s L
YHMLIN Foxo3a AYFIA ™ B HLK , 1 J2 1% STK4 FEIH B fé
BILHE I RIEE YN0 S/ NERE R TTRENLEI, (Hi%
LT T 4 AP Z 0 b Uisy T e H B D he R &
FKCETCI ek . A 56 MSTL A1 S L Jaasr
A RRE—EHI5E . 16 STK4 FEDBEG v I R B I
PR B AT T N5, B W S B AT sl R Lt
B AZR I (end-stage renal disease,ESRD)

2 CHAMMEXMERRESSESERG

2.1 Wiskott-Aldrich 54-4E( WAS)

WAS & —F X & S bt st A4, th WAS JE[H 2848
S, HoARRIE A P2 i/ MR E 298 R ALk
PEFIAL SRR i = IBRAE . X 3Bt/ Mk 2 i (XLT)
JB WAS h— R UL 19 28 7Y . WAS Bk [ 2 A 41 j Y
502-FFEMRE T, Rl WAS 2 11 (WASP) |, 76 1 4 41 g
RE R A% A0 M 0 AR D BE Pk % AR
70% ) WAS BEH G A S Rietb g, A 3 RN 1
B R AN TgA B9 (TgAN) QLA R ™)

2.1.1 WAS &5 BH Gl R AR S5 FKEE
WAS 85 W I R AE, K HERL 3. 5%~ 19. 0% , #H 5K
FR A 7R 2 Fh 2] 1SR AIE Q0 IR A PR B NBR B R | TH]
FEE B R B Z B0 B R IgANPSY | WAS & B 0
BE R R W 1gA BHEE, 20 & AR MR
KB IIREA 4, ZHUPEAT LT TgA KEFH s, 3
Al % J& g ESRD'™ |

2.1.2 WAS &3 B4 e huhl  WAS & IF IgAN [9AL
A SE 4B, T HARTSE & I WASP k= /N BUAT 3 2%
IAZE [gAN (B IER AL . WASP SR EE /N UL TE 1gA A1
JEUE B 40 A A A TegA B P AR RN RO s £ BEAE
REEARIFE ™ Boas, Ky WASP B/ BRI 75 H e
FRAL AL ZLBE AL TgA 1 LE B AR, WASP BB /1N BTG 2R
S TgA W 5LRE S G Wi B I s B AR ALV, 42
7~ TgA AR Z RS0 1A ML RES S5 T WAS 5]

AL TgA B A &R ML

2.1.3 WASA&F|EHMuessr HNEE WAS 50
B0 RN 1gAN, DECR I % 25 21 B/
BRI 4%, FB 4 FOL S G 410 i 70096 77 BT A5 DL R A
EER LA B A 2 o th fi 6 2 0 20590 3 7 IR 3 v, L
o BILIRTT AU B T REAT T b AT A, T
ERRIGYY . A BUBIRIE WAS & 1gAN & 17
B RS ROR B (HAT AT BE T 912 kR o i
5 LBNHAIT ATREE ¢ 4, BLAb, 16T IR AR R R
B 03 1) S BT VA 2 — 1 LT A0 RS AT R H R WAS
i EEARE Ty 2, T AT i T A A R AR ] 2%
fift WAS 4 IF IgAN, I 5T ) 3 W1 17 1112 9 25 2% fAc ot
WAS B AT IR, W6 RYT R 3%, L mT B R A&
K WAS BRI I =27,

ZE R B WAS AR 20 I R AE, A
IgAN fe W Z UL T HE S5 WAS H 3 IgA A= i £ fil 5t
W IgA BEIEEALAT G X T WAS B9 & T B VIR IR %
LB DIRESE, M B R 5 I A, R 2R, R AR L
K%K ESRD B9

2.2 Schimke % &-4E

Schimke ZEEE X FR Schimke Hy% - & & A B (Schimke
immuno-osseous dysplasia, SIOD) , J&— ' SMARCALI F£[H
GRAR I H YL AR Bk s A S B BB LR G AR, KR % <
1/1 000 000, Iy 4t i fo 25 D B Sk B L 6471 & R 1
g JEIE R T s B R B AN R RN, B TR
AV B SIOD fRRIF 2 — 20
2.2.1 SIOD &3 B #4569 16 R Z s 245 & SIOD &
FF 0 BB 2 RN PR i 250 B R 2R Ak, 2R R
N ESRD, AR5 i Ok [ 28 S EERY 34 4] SIOD
L, B R B R AE Th AL AR RS 4.5 %, P AR %
8.7 H I & R ESRD, 343 H L LB RS 28 R & /N
HEERA MEZREZRERAHE, —THA
1 105 R T 25 0L B 55 AF 8 L Ay 2 B 43 A G i 4
7R ,0. 8% W A Eh SMARCALL JLPH 2878 %) 3 (%) ' Ik
S BREACAS Sy JRy L B B /NERBE 4K (FSGS) , ZNEB 43 (24
18% ) 1 F By (ol /N AR , A8 WL B A AL
2.2.2 SIOD &-5F KM E A4 SIOD 2 SMARCALI
FEH AR 5| 2, SMARCALL FY il 35 1 78 DNA A% /A
2 DR s ok R P A g 0 5 B A S DNA & ol Fi g
SR EEMER, 8 JLEEH  SMARCALL £k E
TR RE b 8 BT 5 B B LA ST kB B B
BB 78R IS B NE Y, SMARCALL 363k 5E 67 T '8 8 far
1 bR NE SR NK (B /NER T FEEAL T
RN AT R0 ) . BRIk, DNA 345 7] F is T )L &
BB, S B IR F e LA R, oE T R AR
SIOD 35 5 Ik 40 e oy 58 Z5 6L , 1M X T B B AR, 3% Ak
R 248 AT 51562 SIOD F8 7 J2 40 i S 9 K 4R fa v DNA Wy
FABE L | A A B P B Al R AT, TS 5 FSGS
KAL)



JUAF2h 5 2 & 2022 5% 28 % 5 2 Journal of Pediatric Pharmacy 2022, Vol. 28,No. 5 - 61 -

2.2.3 SIOD &3t B #4569 5 SIOD A it E
o BERCAE S FSGS 0l B TR I 38 SRl ok i IR 7
ROR AT, AT R ESRD, 55 B HE AR YT B
M, BRI AR, B HG & & REBR

25 BRI R FSGS 18 2 1t 24 M ' o 4
B HER SIOD AR UL 22— LB BUS AN R, il
PR ESRD, X &I R Dbl BN S 2 R
Yz BRI FSGS f LN 58 36 J G A, # B2 R
KAEAG TG .

3 LUK ERPE A EM BB RIAR S BHRH

3.1 8 EFA f gk SRR 9% (CVID)

CVID P 1k 8 b fe w7 WLIE X, 29 5 0 4k S b 1)
20% , KIFHRL 1/75 000, CVID ¥ B 4 il Jo 431k M
DRI 4, S B Bk FUKCE B R AR (16 FEAIR
P TgA 5% IgM FEAR) , AT AEAT e 26 JR A T 40 i 1) fig s
i, B &P A0 3 K A0 55 PIK3CD PTEN , 28K &
IURERE B0 2828, R AL 2z B EBIG R ER
A S A W G K T R TE R A B e e L R 2
i T e 45 B RS IR AR CVID g R ZER I 4
A AN D ) B O R A T AR Ao i R
ESRD*

3.1.1 CVID &5 B #En i cvID B
AR PR VE Ry FE AR, 2 — R IS TE M FE R T A
(SAA) TEAN[R R B N A 20 B AN LA, 5 | A 45 44 AN 1) g AR
AT B IR . B I TE R A S MR I R L 22 3R R W
SEAAE BTG ARG AT UL /NER B 41 i A R B R B A L
L, AT I B /NERBE AL S R B IE 5L SAA Sy i % ¥ Mg
EATH—MEIREN, Z AR E-1(1L-1) |1L-6 &
F IR PR A P (TNF ) 56 20 i 7 98 4, 78 B 5 ROE S
& AR IE 4 &2 {H CVID & i T e S ] S8
SAA PR R URRE AN, T SAA TF0AR 3 B3 by B U ik
Al G B R TE AR AR PE . SR diRIE , T LA A Bk R
FEH 77 (ACED) FUAE R TN FPER (BRI il 850 2%
fift B AES AR , {EL™ H 2 45 0T BE KR A ESRD
3.1.2 CVID &3 B - J B £ & BN F b &
CVID 4 I 5 /N -] 51 5 98 5 PR 28 s 28 o R Il 52
BES IR BT PR BB DiRe N 4, A R N kR
9 ESRD.,, 5 9 B o5 A R T 1 ) T 3 ) B /N IR
FPPERRAS , (R) B0 LA T 40 B K 15 0 20 it ok ==, B /N BR
ORI R S e T T A 2 s 28 R b R] DL R i
PIZERRIE G T A0 S R BAZ A 7 A A R R A
FHATRE N 22006 [N, BAARZ 40 M 7= 2 Y TL-12 18 &2 §: 5K
T IR EL AR = A2 () TNF-o 30T 5182 B IESZ 82 TNF-a
— S5 R MY R R EA MR T, CVID &
I ZE I A R Th B R Es . © A B LE CVID A&
L R IL-12 2 TNF-o 39 24 o B 1k
TGk 2 R S AEIRYT W B T 3R A5 S e 10 1 6 97 78 5B
O3 EBE TR R, HR A UL AT & R R ESRD, 7 B E AR

BT

FE CVID B B ik =g X 0y B 1645, A 4t
B/ INER LIRS BRI A R BNk R F TR
AR BIFE S BER A FEL, ZE TR, CVID &
HEWOIE R, e = R 5, 75 s W, R B AR AR
NERARL Y3 R UL WA i i o o
3.2 X #BRAFHE G hE(XLA)

XLA J&—F 1 Bruton %% R 48§ ( BTK) & R $1 [
SR, AT B A 3 19 G R Bl b , BTK GhiE 530 B
2 M AR, A1 JE I B2 AR /D s K U TG\ TgA K
TeM 8 SRR, v S 80x Z G, I XLA 3 &1
PUARERRG , o 2 A WA 50 BB HGE . A
L L, XLA R A O Sk 8 A v B N ER B R
(MPGN) | I R FE Ry K 2 H IR VB2 T IR, B D RE IE
H B ISR R R E A YA T MPGN, 1T RE A E0R ML
il 7% 1E 5 A8 B AR (M VARV H 92 T R BT 7 A 18 P DR e
A, T DB K BB R I6YT e UL IR B R AT
FA 1 BIHRIE Y XLA A1 B e REAR M, e BUHLE )
L3R CVID AR B RETE R BEAE 2R, A B
N, AN TG T 80018 M5 /NS 1R B 1 4R, 2l
KRR ML v e N % RS 16 BB h Il A
HIANENE 1gG A 6, AR 1oG i 288 Kt g3 100581 31
TRIT A — A B, (HE LABH L B T e AL

25 F R GG TE XLA HAR R 5 0, B K 106
BARIAYT I XLA B LT B O RE R 4, N5 SMIE P
IgG FEY ENERAS , R BHIRYT , i feid F i A ESRD,

4 NG

PID &3 B RIIE X Z M A FF2E PID 44
I SO AL ) B 3 A48 S 300 403, L P KRR B B o
WAS & Jf 1gAN J2 SIOD 4 3f FSGS, HA4y PID fir £ 5 16
Vit HEPEAS B S, (H A SR B A e 1 A I B R, % &
Jg PID 43600 G G pevh g . T4 B Bk T RE T
JEAS R, BLINSE XS PID £85I 50 A0 W ), %o 1 7% &
HIET B0 PID B, #5835 B IR R R B2 A .
HHIOCF PID B 5 584 0 IR Y7 Jr St/ b 3l
R, R AR LR AR AT Ol SERIT 5 R PR A 5 £ 4k 8L i A
%%,

SE Ak

[1] SHILLITOE B, BANGS C, GUZMAN D, et al. The United
Kingdom Primary Immune Deficiency ( UKPID) registry 2012 to
2017 [J]. Clin Exp Immunol, 2018, 192(3) . 284-291.

[2] GRIMBACHER B. The European Society for Immunodeficiencies
(ESID) registry 2014 [J]. Clin Exp Immunol, 2014, 178 ( Suppl
1) 18-20.

[3] JONKMAN-BERK B M, VAN DEN BERG J M, TEN BERGE I
J, et al. Primary immunodeficiencies in the Netherlands: national
patient data demonstrate the increased risk of malignancy [J].
Clin Immunol, 2015, 156(2) . 154-62.



- 62 -

[4]

[5

[}

[6

(i}

—
-
[}

—
(o)
[l

—
=}
[t

[10]

[11]

[13]

[14]

[15]

[16]

[17]

[18]

JUAF 2% 3 2 £ 2022 4% 28 5% 5 &) Journal of Pediatric Pharmacy 2022, Vol. 28,No. 5

MARSCHALL K, HOERNES M, BITZENHOFER-GRUBER M,
et al. The Swiss National Registry for Primary Immunodeficien-
cies: report on the first 6 years’ activity from 2008 to 2014 [J].
Clin Exp Immunol, 2015, 182(1) ; 45-50.
EL-HELOU S M, BIEGNER A K, BODE S, et al. The German
National Registry of Primary Immunodeficiencies (2012-2017)
[J]. Front Immunol, 2019, 10: 1272. doi: 10. 3389/fimmu.
2019. d272.
PICARD C, BOBBY GASPAR H, AL-HERZ W, et al
International Union of Immunological Societies: 2017 primary
immunodeficiency diseases committee report on inborn errors of
immunity [J]. J Clin Immunol, 2018, 38(1) . 96-128
FISCHER A, PROVOT J, JAIS J P, et al. Autoimmune and
inflammatory manifestations occur frequently in patients with
primary immunodeficiencies [ J]. J Allergy Clin Immunol, 2017,
140(5) . 1388-1393.
BOUSFIHA A, JEDDANE L, PICARD C, et al. The 2017 TUIS
phenotypic classification for primary immunodeficiencies [ J]. J
Clin Tmmunol, 2018, 38(1) . 129-143.
BRADFORD K L, MORETTI F A, CARBONARO-SARRACINO D
A
Immune Deficiency ( SCID): molecular pathogenesis and clinical
manifestations [J]. J Clin Immunol, 2017, 37(7) : 626-637.
CAGDAS D, GUR CETINKAYA P, KARAATMACA B, et al.
ADA deficiency ; evaluation of the clinical and laboratory features
and the outcome [ J]. J Clin Immunol, 2018, 38(4) . 484-493.
RATECH H, GRECO M A, GALLO G, et al. Pathologic

findings in adenosine deaminase-deficient severe combined

, et al. Adenosinedeaminase ( ADA )-Deficientseverecombined

immunodeficiency. 1. Kidney, adrenal, and chondro-osseous
tissue alterations [ J]. Am J Pathol, 1985, 120(1) . 157-169.

ABDOLLAHPOUR H, APPASWAMY G, KOTLARZ D, et al.
The phenotype of human STK4 deficiency [ J]. Blood, 2012,
119(15) ; 3450-3457.

NEHME N T, SCHMID J P, DEBEURME F, et al. MSTI
mutations in autosomal recessive primary immunodeficiency
characterized by defective naive T-cell survival [ J]. Blood,
2012, 119(15) . 3458-3468.

AL-SAUD B, ALAJLAN H, SABAR H, et al. STK4 deficiency
in a patient with immune complex glomerulonephritis, salt-losing
tubulopathy, and castleman’s-like disease [ J]. J Clin
Immunol, 2019, 39(8) . 823-826.

PARK E, KIM M S, SONG ] H, et al. MSTI deficiency
promotes B cell responses by CD4", T cell-derived 1L-4,
resulting in hypergammaglobulinemia [ J]. Biochem Biophys Res
Commun, 2017, 489(1): 56-62.

DANG T S, WILLET J D, GRIFFIN H R, et al. Defective
leukocyte adhesion and chemotaxis contributes to combined
immunodeficiency in humans with autosomal recessive MSTI
deficiency [J]. J Clin Immunol, 2016, 36(2) . 117-122.

DU X, SHI H, LI J, et al. MST1/MST2 regulate development
and function of regulatory T cells through modulation of Foxol/
Foxo3 stability in autoimmune disease [J]. J Immunol, 2014,
192(4) . 1525-1535.

CANDOTTI F. Clinical manifestations and pathophysiological
mechanisms of the Wiskott-Aldrich syndrome [ J]. J Clin

Immunol, 2018, 38(1) . 13-27.

[19] CHEN N, ZHANG Z Y, LIU D W, et al. The clinical features
of autoimmunity in 53 patients with Wiskott-Aldrich syndrome in
China; a single-center study [ J]. Eur J Pediatr, 2015, 174
(10): 1311-1318.

[20] SHIMIZU M, NIKOLOV N P, UENO K, et al. Development of
IgA nephropathy-like glomerulonephritis associated with Wiskott-
Aldrich syndrome protein deficiency [J]. Clin Immunol, 2012,
142(2) : 160-166.

[21] SHIGEMURA T, NAKAZAWA Y, SHIMOJO H, et al. Immune
complex-mediated glomerulonephritis in a patient with Wiskott-
Aldrich syndrome [J]. J Clin Immunol, 2016, 36(4) : 357-359.

[22] LIUCH, WUKH, LINTY, et al. Wiskott-Aldrich syndrome
with TgA nephropathy: a case report and literature review [ J].
Int Urol Nephrol, 2013, 45(5) : 1495-1500.

[23] SHIMIZU M, KANEGANE H, WADA T, et al. Aberrant
glycosylation of IgA in Wiskott-Aldrich syndrome and X-linked
thrombocytopenia [J]. J Allergy Clin Immunol, 2013, 131(2) .
587-590.

[24] CHOVANCOVA Z, KUMAN M, VLKOVA M, et al. Successful

renal transplantation in a patient with a Wiskott-Aldrich

syndrome protein ( WASP) gene mutation [ J]. Transpl Int,

2015, 28(8) : 1005-1009.

KAI K, SUMIDA M, MOTOYOSHI Y, et al. Successful long-term

graft survival of a renal transplantation patient with Wiskott-Aldrich

syndrome [J]. Intern Med, 2016, 55(13) . 1761-1763.

FISCHER A, BINET I, OERTLI D, et al. Fatal outcome of renal

[25

—

—
o)
o))

—

transplantation in a patient with the Wiskott-Aldrich syndrome [J].
Nephrol Dial Transplant, 1996, 11(10) ; 2077-2079.

[27] HOSHINO A, SHIMIZU M, MATSUKURA H, et al. Allogeneic
bone marrow transplantation appears to ameliorate IgA
nephropathy in a patient with X-linked thrombocytopenia [ J]. J
Clin Immunol, 2014, 34(1) . 53-57.

[28] MORRIS E C, FOX T, CHAKRAVERTY R, et al. Gene
therapy for Wiskott-Aldrich syndrome in a severely affected adult
[J]. Blood, 2017, 130(11): 1327-1335.

[29] LIPSKA-ZIETKIEWICZ B S, GELLERMANN J, BOYER O, et
al. Low renal but high extrarenal phenotype variability in
Schimke immuno-osseous dysplasia [ J]. PLoS One, 2017, 12
(8): e0180926.

[30] MORIMOTO M, MYUNG C, BEIRNES K, et al. Increased Wnt
and Notch signaling: a clue to the renal disease in Schimke
immuno-osseous dysplasia? [ J]. Orphanet J Rare Dis, 2016, 11
(1) 149.

[31] BARRAZA-GARCIA J, RIVERA-PEDROZA C I, BELINCHON
A, et al. A novel SMARCALI missense mutation that affects
splicing in a severely affected Schimke immunoosseous dysplasia
patient [J]. Eur J Med Genet, 2016, 59(8) : 363-366.

[32] BABAEI A H, INALOO S, BASIRATNIA M. Schimke immuno-

osseous dysplasia; a case report [ J]. Indian J Nephrol, 2019,

29(4) : 291-294.

PEDROSA A K, TORRES L F, SILVA A C, et al. Rare case of

nephrotic syndrome: Schimke syndrome [ J]. J Bras Nefrol,

2016, 38(3) . 370-373.

[34] SARIN S, JAVIDAN A, BOIVIN F, et al. Insights into the renal

[33

[



JUAF2h 5 2 & 2022 5% 28 % 5 2 Journal of Pediatric Pharmacy 2022, Vol. 28,No. 5

- 63 -

[35]

[36]

[37]

[38]

[39]

[40]

[42]

[43]

pathogenesis in Schimke immuno-osseous dysplasia: a renal
histological characterization and expression analysis [ J]. J
Histochem Cytochem, 2015, 63(1) . 32-44.
YAVUZ S, BAYAZIT A K, ANARAT A, et al
nephrocalcinosis in Schimke immuno-osseous dysplasia [ J].
Pediatr Int, 2015, 57(2) : 310-313.

AL NIMRI O, RAJPUT A, MARTINEZ E,

rejection of a kidney transplant in a patient with common variable

Medullary

et al. Acute
immunodeficiency: a case report [ J]. Transplant Proc, 2017,
49(2) . 380-385.

MANNEMUDDHU S S, CLAPP W, MODICA R. End-stage
renal disease secondary to anti-glomerular basement membrane
disease in a child with common variable immunodeficiency [ J].
Clin Nephrol Case Stud, 2019, 1(7): 1-6.

AYDIN Z, GURSU M, OZTURK S, et al. A case of primary
immune deficiency presenting with nephrotic syndrome [ J].
NDT Plus, 2010, 3(5) : 456-458.

KADIROGLU A K, YILDIRIM Y, YILMAZ Z, et al. A rare
cause of secondary amyloidosis: common variable immunodefi-
ciency disease [ J]. Case Rep Nephrol, 2012 860208. doi:
10. 1155/2012/860208.

ESENBOGA S, CAGDAS AYVAZ D, SAGLAM AYHAN A, et al.
CVID associated with systemic amyloidosis [ J]. Case Reports
Immunol, 2015: 879179. doi: 10. 1155/2015/879179.

LIU S, ZHANG Q D, ZHANG D L, et al. An unusual cause of
renomegaly and renal insufficiency: a case report of renal
involvement in common variable immunodeficiency disease [ J].
Ren Fail, 2011, 33(1): 92-95.

SARKAR S, MONDAL R, NANDI M, et al. Chronic tubulo-
interstitial nephritis in common variable immunodeficiency: a
rare association [ J]. Saudi J Kidney Dis Transpl, 2014, 25
(2): 394-397.

FAKHOURI F, ROBINO C, LEMAIRE M, et al. Granuloma-

doi: 10. 13407/j. enki. jpp. 1672-108X. 2022. 05. 017

[45

[46

[47

[48

[49

[51

tous renal disease in a patient with common variable immunode-
ficiency [J]. Am J Kidney Dis, 2001, 38(2): E7.

1 YIM HE, YOO K H. Membranous nephropathy in a 13-year-old
boy with common variable immunodeficiency [ J]. J Korean Med
Sci, 2012, 27(11) ; 1436-1438.

] BENOIT G, LAPEYRAQUE A L, SARTELET H, et al. Renal
granuloma and immunoglobulin M-complex glomerulonephritis; a
case of common variable immunodeficiency? [ J]. Pediatr
Nephrol, 2009, 24(3) : 601-604.

] YOSHINO A, HONDA M, KANEGANE H, et al. Membranopro-

glomerulonephritis in a with  X-linked

Pediatr Nephrol, 2006, 21 (1):

liferative patient
agammaglobulinemia [ J ].
36-38.

] LAVRADOR V, CORREIA F, SAMPAIO R, et al. Membrano-
proliferative  glomerulonephritis and X-linked agammaglobu-

linemia; an uncommon association [ J]. Case Rep Pediatr,

2014 480947. doi. 10. 1155/2014/480947.

GONZALO-GARIJO M A, SANCHEZ-VEGA S, PEEREZ-

CALDERON R, et al. Renal amyloidosis in a patient with X-

linked agammaglobulinemia ( Bruton’ s disease) and bronchiec-

tasis [J]. J Clin Immunol, 2014, 34(1). 119-122.

TAKEGUCHI M, KOREMATSU S, MIYAHARA H. IVIG-

triggered tubulointerstitial nephritis in X-linked agammaglobu-

linemia [ J]. Pediatr Int, 2017, 59(8) : 945-946.

SUGIMOTO K, NISHI H, MIYAZAWA T, et al. Tubulointerstitial

nephritis complicating IVIG therapy for X-linked agammaglobu-

linemia [J]. BMC Nephrol, 2014, 15; 109.

] ANDO T, SEJIYAMA S Y, NOMURA T, et al.
Bruton-type agammaglobulinemia with infection problem of the

J Vasc Access, 2014, 15

()

[t}

—

A case of

hemodialysis vascular access [ J].
(5): 432-433.

(ZnE  BET)

(Wi B 191.2019-12-05 & 18] H 1#:2020-01-09)

- FHRRERPIIRE -

B2 1, ABCC2 2:H %578 Dubin-Johnson 455 1iF 1 ]

FE BweF RLE AEZE JEE MNTTE - NRER, WRHM  424300)

[FES%ES]IR722.6 [ ik#RiRAD 1B

Dubin-Johnson £% 5 1iF ( DJS) SCFRAE P45 & M 8 9E,

JE— PSR R AR LR B i e (0 PR R M g A 1R e

ﬁo

1954 4E H Dubin I Johnson 1 ¥R iE " . DJS i &

FEI R K o ) B O ] T 5 S sh 2
W B TR B YR RN ST IS
KI,DIS 5 ABCC2 FE P 545 HH 5, AR SCHGE 1 4 B~
JL ABCC2 LD SUFRAE FIr 8 DIS ZR61E .

[ XEHS]11672-108X(2022) 05-0063-03

1

I 51 % #
BJL T ke 207 i, AR R BEE 1. 59 kg, A 22

29" R R R FUK 1 d” il BB B AR B
BILAEJES 3 RIBUHT AL L, AR 0L 1
F, THOCYNGIT , B A& YRR BUHZL &K (TBIL)
Rl LT 2 (IBIL) R R, B2 K (DBIL) FH& , fF

EE B 2 (1991. 01-) , Lo Wi AR B 0, B2 N F 3 A JLECRE W B T4E , E-mail ; 274911147@ qq. com,



