- 1 5 - J Med Res, June 2023, Vol. 52 No. 6

RWUFFEHERE[T]. AL, 2020, 42(12); 1168 -1177 nopathic Gaucher disease but with limited cross — correction potential

2 R, BOEr, 224 H, 4. CRISPR &4 Cas EH MY to astrocytes[ J]. Mol Genet, 2020, 29(12): 1933 - 1949
TEFRPLHILT]. P EDRIRA Y224 3E, 2018, 13(6) : 652 - 654 13 Surbek DV, Tercanli S, Holzgreve W. Transabdominal first trimester

3  Ran FA, Cong L, Yan WX, et al. In vivo genome editing using embryofetoscopy as a potential approach to early in utero stem cell
Staphylococcus aureus Cas9[ J]. Nature, 2015, 520(7546) : 186 — transplantation and gene therapy [ J]. Ultrasound Obstet Gynecol,
191 2000, 15(4): 302 -307

4 Charlesworth CT, Deshpande PS, Dever DP, et al. Identification of 14 Ricciardi AS, Bahal R, Fa Rrelly JS, et al. In utero nanoparticle de-
preexisting adaptive immunity to Cas9 proteins in humans[ J]. Nat livery for site — specific genome editing[ J]. Nat Commun, 2018, 9
Med, 2019, 25(2) . 249 -254 (1): 2481

5  Simhadri VL, Mcgill J, Mcmahon S, et al. Prevalence of pre — exist- 15 Rossidis AC, Stratigis JD, Chadwick AC, et al. In utero CRISPR -
ing antibodies to crispr — associated nuclease Cas9 in the USA popula- mediated therapeutic editing of metabolic genes[ J]. Nat Med, 2018,
tion — science direct[ J]. Mol Ther Methods Clin Dev, 2018, 10: 24(10): 1513 - 1518
105 - 112 16  Gonzaga S, Henriques — Coelho T, Davey M, et al. Cystic adenoma-

6 IR, 2RISR A2 SR R B R KO AR PR IR YT R T O toid malformations are induced by localized FGF10 overexpression in

PERMM AT R[], BB T R4, AREB¥%R, 2021, fetal rat lung[ J]. Am J Respir Cell Mol Biol, 2008, 39(3): 346 —

46(5) : 100 - 109 355

7  Peranteau WH, Flake AW. The future of in utero gene therapy[J]. 17  Garland M, Abildskov KM, Taylor S, et al. Fetal morphine metabo-
Mol Diagn Ther, 2020, 24(2). 135 -142 lism and clearance are constant during late gestation[ J]. Drug Metab

8  Colletti E, Lindstedt S, Park PJ, et al. Early fetal gene delivery utili- Dispos, 2006, 34(4) . 636 — 646
zes both central and peripheral mechanisms of tolerance induction[ J]. 18 Goswami R, Subramanian G, Silayeva L, et al. Gene therapy leaves a
Exp Hematol, 2008, 36(7) . 816 —822 vicious cycle[ J]. Front Oncol, 2019, 9. 297

9  Hartman HA, Rossidis AC, Peranteau WH. In utero gene therapy and 19  Almeida — Porada G, Atala A, Porada CD. In utero stem cell trans-
genome editing[ J]. Curr Stem Cell Rep, 2018, 4. 52 - 60 plantation and gene therapy: rationale, history, and recent advances

10 Simon, N, Waddington, et al. In Utero gene therapy: current chal- toward clinical application[ J]. Mol Ther Methods Clin Dev, 2016,
lenges and perspectives[ J]. Mol Ther, 2005, 11(5): 661 —676 3. 16020

11 Chan JKY, Gil - Farina I, Johana N, et al. Therapeutic expression of 20 Wagner DL, Amini L, Wendering DJ, et al. High prevalence of
human clotting factors IX and X following adeno — associated viral vec- Streptococcus pyogenes Cas9 — reactive T cells within the adult human
tor — mediated intrauterine gene transfer in early — gestation fetal ma- population[ J]. Nat Med, 2019, 25(2) . 242 -248
caques[ J]. FASEB J, 2019, 33(3): 3954 — 3967 (Weki AT 2022 -05 -21)

12 Massaro G, Hughes MP, Whaler SM, et al. Systemic AAV9gene (fEEHP . 2022 -06 - 16)

therapy using the synapsin I promoter rescues a mouse model of neuro-

SOCS -3 FJLESEIMHEBINE NI REST oSN

KRBT HAREW - Lt KA

M OE BN R ES S H B T -3 (suppressor of cytokine signaling — 3, S0CS — 3 ) 75 JL % 47 ¥k 42958 ( He-
noch — Schonlein purpura, HSP) 4 Ifi. 7 (19 3¢ 35 45 41, B 76 73 H R IK 76 HSP i i /E T, v 4 J5 I IR I4’Eﬁﬁt%ﬁﬁﬁu% K ik
i FH R 5) — SR A T 52 7 A6 1 7 B 9 IS R R 2 5 — WE@FJDJLﬂW“/DﬁU\EJE i 25 B HSP & JL .25 1) HSPN F8 L B fa X
WL 25 1 64 41 J& 1l B0~ A% 40 it P (9 SOCS - 3mRNA BRIk K 4R 5 48 H A 38 09 G2 127 43 BT 5 36 56 R 26 508 1 47 43 it Ak
B, R X 3 4lJLESMA M A SOCS - 3mRNA Kk /K 9tk & B HSPN 40 SOCS - 3mRNA AH XS 3% ik it /& F HSP 4 K %
MA, 2R AHIT%E X (H=19.06,P <0.05), 7E 25 5l HSP JLE &I K/ BIAM A 1L SOCS - 3mRNA Xt 22 ik 1t 19 43 4 5 243
Bribiesp 2 i, 25 5 B4R X (H=0.55,P >0.05), 7EXF 25 ] HSPN JL 2 i % i 4% i PR 43 84 41 & 1l SOCS - 3mRNA A% %

FATH LR AR X [ RBE IS B E (2018D01C216)
YE# BAL 830000 1365 AR T 7 e B B K25 45 — B I 25 e
WAGVEH ARV B FIH 4 :1103397925@ qq. com

- 68 -



BEsBRi ek 200346 A B2 % 6 - & = -

KRBT R, ERERITFE XL (H=9.13,P<0.05), H7E#— 1Y 4 8 bbb & BLE A HSP JLZE 1) SOCS - 3mRNA #f
Xof Tk A A3 A H A LR BT 5, #EF HSP 415 HSPN 21 L 28 i 9 B 45 1 K 43 &L A1 J& il SOCS - 3mRNA AH Xt 3 1K & Y L
A v ok TR R R R R SR A B 2 R (H=2.32,P<0.05;H= -2.04,P<0.05), & SOCS-3%5T HSP W KJ%
JETTRE S B WE F 0 & A 36, LB B E RS 19 HSP LSS AT BETE 5 th 305 R0 % .

EKBE MRNFHESHESMEHET -3 SEELE LmtEEx JL#

hESES  R725 XERARIZED A DOI 10.11969/j. issn. 1673-548X.2023. 06. 014

Expression Characteristics of SOCS -3 in Peripheral Blood of Children with Henoch — Schonlein Purpura. ZHANG Enting, BULI BULI -
bahati, ZHU Hongtao. Department of Pediatrics, The First Affiliated Hospital of Xinjiang Medical University, Xinjiang 830000, China

Abstract Objective To explore the expression characteristics of cytokine signaling — 3 [ suppressor of cytokine signaling — 3
(SOCS -3) ] in the peripheral blood of Henoch — Schonlein purpura ( HSP) , and to analyze the role of its expression in HSP and provide
new ideas for future clinical work. Methods The reverse transcription — polymerase chain reaction was used to detect the SOCS —3mRNA
expression levels in peripheral blood mononuclear cells of 25 children with HSP, 25 children with Henoch — Schonlein purpura nephritis
(HSPN) and 25healthy control children first treated in the Pediatric Center of the First Affiliated Hospital of Xinjiang Medical University.
The relevant data were analyzed and processed. Results Results from the comparison of SOCS —3mRNA expression levels in the periph-
eral blood of the three groups showed that the relative expression of SOCS —3mRNA in HSPN group was significantly higher than that in
HSP and control groups (H =19.06, P <0.05). There was no significant difference in the distribution and characteristics of the relative
peripheral blood SOCS - 3mRNA expression in 25 HSP children (H =0.55, P >0.05). Significant difference was found in the compari-
son of peripheral SOCS —3mRNA expression in 25 children with HSPN onset (H =9.13, P <0.05), and the distribution of SOCS -

3mRNA expression in the HSP children with abdominal HSP was higher than in other types. Comparison of the relative SOCS expression of

peripheral S m R N A between HSP and HSPN children (H=2.32, P<0.05; H= -2.04, P <0.05). Conclusion SOCS -3 is in-

volved in the pathogenesis of HSP and may be related to the occurrence of renal damage. Children with HSP starting with gastrointestinal

symptoms may be more likely to develop renal damage in the later stages.

Key words Suppressor of cytokine signaling; Henoch — Schonlein purpura; Henoch — Schonlein Purpura Nephpura; Child
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