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Abstract

Thrombotic microangiopathies (TMA) are a group of clinical syndromes characterized by micro-
angiopathic hemolytic anemia, thrombocytopenia, and organ damage caused by microcirculatory
thrombosis. Malignant hypertension is one of the triggering factors for TMA. Given the complex na-
ture and rapid progression of TMA, renal prognosis is generally poor, particularly in cases induced
by malignant hypertension, where renal injury is more pronounced. Without timely intervention,
the condition carries a high mortality risk and a significant likelihood of progressing to renal failure.
This article reports a case of thrombotic microangiopathy caused by malignant hypertension that
ultimately advanced to chronic renal failure. A review of relevant literature was conducted to un-
derstand the clinical features, pathogenesis, differential diagnosis, treatment, and prognosis of
this disease. The aim is to enhance clinicians’ awareness, promote early diagnosis and treatment,
strengthen monitoring measures, and timely adjust therapeutic strategies to further improve pa-
tient outcomes.
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1. 518

I A% P 3 I 2979 4% (Thrombotic microangiopathies, TMA) & — 28 DA 7995 48 PR VA I 23 0. /MR
/D S ARAEIA i A 5 B 28 B B0 N RHE A IR R ER A AR o S L AR IR 08 A0 4 I A A o /s gk 2D M 56
P (Thrombotic thrombocytopenic purpura, TTP). & Ifil {4 iR £ 45 & 1iE (Hemolytic uremic syndrome, HUS) 2 JE
HTRY P I R 75 4% G4 (atypical hemolytic uremic syndrome, aHUS). Bt4h, SBPEEILE. 2527, ¥
R M SRS I BB R ERUR . RR R S E (U0 R R AL BEAIE) S AT 5 K TMA [1]-
[5]o {1 H (Malignant hypertension, MHT) & —Fh AL SO T & 0 RFAE 0 5 0 SORE, s,
JetR, WFRAET AR, 3 A WL R AL A S IE 4 %[6]. Gonzalez S5/ A K W], MHT B & Y1IZH
ARSI N W, FEm 63% M EBE 7], TMA J& MHT RS AE, X5 & SR T i W B o
FL B LA P B2 )3 P B AR A A DG [8] o AR, IS PRI A 5 3 TR ZE I B T S e R A
PIFHIR[9].

ASCHRIE 50 30 P v ML 5 P LA P A L6 I e 2 3 J O M M B D e S sl i 451, IR EAT AH
KIHERE 2], T ARG RRHE . RImbL] . SERN2W RIGIT 51, B 7R3 & I PR 2= i T~ A9 (1)
IR BL K S B B Rz W, BasT, Dnssieil FB, KB RITiaE, M — P SeE s S o
2. mHHER

B B, 23 %, I SO ENLEF A 1 7 T 2023-08-17 ABi. B 1 AT 27 R H BRI,
FERZI . 2R, NEEIRIR, RO Xk, XY BRI, R FIERE RSO, o AR,

5= f. 2o E MU TR, ZFRERBE &2, Wik 221/163 mmHg, IM£L& [ 90g/L, I/
#x 70 x 10%L, BNP 31,893 pg/mL, Tnl 0.077 pug/L, WLEF 1031.7 umol/L, IiE 4 5 4% E 93 U/L, Ik
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BN E N 52 U/L, SHZCE 88.40 umol/L, NATHE— D Sialiia AR Bt . B BRI, SHIAKGETH
IR AU 5] P AL e . AR e A T: 36.5°C P: 99 ¥X/4> R: 26 ¥X/4> BP: 205/110 mmHg H:
197 cmW: 140Kkg, &, FERIRE, RUMPEIRETE, RIEL RS S, OF5F, SIRIEIX R R A%
HMERE, MR, B ORI ABkR, XU BRI K. SR A A mBUIESEE I T 0.081 pg/L,
N AKufi B B4 JREARE AT 1A 16597.00 pg/mL, IMZLEH 76 g/L, I/ 113 x 10%/L, C-Jx¥EH 73.92 mg/L,
D- 384k 620 ng/mL RIS HT: Bl 3+, JREE 2+, ALERMAR 1240 U/L, 4543EH: <0.28¢/L, I
R NI LI 2%, FEDAGI Adamts13 JETEIEH, #MA | K7 185.30 mg/dL; AhMA H [KT- 248.9
mg/dL, BUPUIAR LR . B MR M S HiiAR . ENA PURRE . FERAISC 8 B PR NBATE, TS
EAGALE, WRRBERE. A8 KN4 104 x5.4x48cm, AEK/IN2)11.2x56 x 5.4 cm, X525 [A]
PN, B2 Ay FERIE, B YK, B CT OSUl ORE vT e K, B & T CT & WL & 2
AERMG: 25 ] DU ST6 P ey o R A P A, TR S PR RN, B BN, ST 5 5 N AT RS
KR, GGG sE B, ISR, T i IS P ke T S 76 A e TR 2B (B . AP Do) Bk 5
iy S M T R i e O ) 30
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Figure 1. Urine volume change curve
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BITIERE: B RIETRbR S, JOJRA T HUA. LR . BV R U, e RERIKEN, 5
BN R RS RKCEN, RIS IR R 2% W DRMeBR Pl 5, R I RS d A, R
REBE 7 MR FEBI A &4, WK%, (ERIRMBESOY T 248, IR RH-FEKEN, IEEDS
FaEfE 140~160/100~110 mmHg, JFATIRFHIKEE + CRRT 897, 4 T HIkJE 500 mg thi 3 KGN
40 mg qd ¥, EEJRELERFAE 600~800 mI/K, (AW MEIENTIRTT, T 8~27 BalEf —f K EH, 3t
3, JaBFEIREMZ, 1500~2500ml/%, T 9 H 2 HIEahE 2 53t 3 )M B, 35 RERATHE
Wz, T9H9HREFEIEL 3N MKERIGIT, KELEFFE 2500~3500 ml/ K, HITAR, BIHZE
B, ZIEMBGENTIG)T, S FIRENTRIT. T 9.13 HEIW 4 SR B (L 2 %), EEMAEABH
T, LDHRE LR, REFRFSKT 3000ml/K. 9.16 HE5h5 5 %M B H (Gt 2 )R EH 42K T 3000
ml/R, Bit 14 RN E . JREDIIMEEIE 1, R K 2, F 2023-09-23 & ALK
490 umol/L, IM&EF: IM/MR 171 x 1091, ML 85 g/L, HAIMITE 7.92 x 10°%L, BEWHIGRE S

e o

BNEFEE(LRHERE
—&— {IEF (umol/L)
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Figure 2. Laboratory indicators curve chart
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BT ARG T 2024.3 S 2 BR BB T Ja T 46 N F G P2 BR B TI6R T » &M 900 mg, JERHT 4 IR,
K 3.6 g, WA EFH MALEFR ST 500~700 pmol/L, JFEFREIKEE B shilmi Edriasy, &1 2024-
9-13 17BN Ik IR EUE AR, T 2025-3-7 8 SR IBGE TR YT -

3. Wit

TMA 2 M RBIR, HIRRRIIIRAE R ZFE . IRARERIZ LU “ =IRAE” B« TR ” N
BRAEWF SR H, IR ERDUNZ M “ HIRAE” IS < 10%, HKZ B MBERAEmY, mR 2 DU
ANERBRARE AL A A B AL R PR AR RS A R G VRO “ ZIRAE” HBL[10]-[12] AN
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HIL T AR ZAE, SNSRI SO R 52 R, SRR SR I T R S O ST R

e L S 0 s L B A2 TMA 15 RO R, 2 LR R I . 1E B 1 TMA IR R, LR
A AT RS VE T B DEAE HA 52 B HUBR I BT D) 2 /7[13]. BEAh, TMA o ) B S 8 o e TV Bl 2 B ARG B /N B
FEE, MBGEE R - MERKERR, M'ER - MERKERGAE MR R OCEAEH SR AN,
5 9 AE R MA A G 1 I 1L R 75 £ & 1iF (Complement-mediated hemolytic uremic syndrome, CM-HUS) A4 i
RUVE MRS G AL B, SRR IC B2 [14], I 75 1l PR 5= A= A DRk i Al 0 268 001 o B S A
ERFHLE EAEAEAR R X 5], MHT-TMA (Malignant hypertension-Thrombotic microangiopathies) 2 [X & fih
J5 R 5 0P 1 s 7 ST B PN R PR ) S R GRS AT TR R > 130 mmHg), AT B A A 5 5 30
PN LA (RO Ao T TMIA 4 A s I ) R0 A [0 P99 1 (18] 640 CMI-HUSS [P MR R G 1 2 42 G B 2% S 2835 o
JREBFLEA ML BB R KT 7 A4 3 &) 512 B I B I 3 B0E RAAS RGUHGE, 51 RFFIMELE M. &
PE B R R A R [15] . Ak, P IS IR R I BRI X0, MHT-TMA B 53 3
TR RNERANENKFN N WBI K, TEGER TR AR U8 KA RIRIE, BN N
PG Rk T I BRI, 177 TMA 2% & 1L (B CM-HUS 4 )i BE B 38 1 00 2 “ AR PRI A~ ot
BN B /NS TE R, RIUY BN A MR, P R4 R R A2 5, Bl O At R] H ISR AL M
I PR 2 Bk P B8 JEE R A, (HAT4ERARSRFE A B B R A, B /N BE R B 2k B /N IR BE [ 16]
DR T XA [RI IR R, PR ER T 7 TH AN s AN [H], MHT-TMA 697 82 B3R 7 B R AR AR I 1 22,
T TMA 4k K 5 I 0 2838 TS DA S i R0 VR 97 2 8, R CB AMAS I R BUS Bl if ¢ B 4, (R [R]E
P i AR IO B, Ak, — BB TR B ) I R AR AMAAE O TMA B R K3 . 75— TUF T,
26 4 B L SRER TMA B8, 699 ) &8 14 N A7 KB A B2 C5b-9 TR, 500 &8 47 75 4 M 2[R 3
AR F[17]0 PRI e MHT-TMA (1) 53 AT S R It e g B, JU R i R i )5, TMA 13 I
Fabr B B THRETE 48 /NS P AT A DR 22 Mg (1 BB 3, 5 RIS WU mT AR 1) i 75 A7 7 30 P vy I A S fl 2 R 3
(1] CM-HUS, e s 3 K I JE AMA S G 7 2 A2 K3 o BRAR I L R 2 07 I3k, ik yy
ORI A, B M BEAFTEAMA RS R iG Ak, R FE 3 20 I FF A 10 1) 700 (P ke SR ) B if. 2
BIRIT

Kltk, %5 MHT-TMA J CM-HUS 7€ SE IR 77 2 FIUNEE, SHHREE MHT-TMA (1) 838 B
T REE ADAMTS13 7K~ AFERR TTP BASR, 875 58 4 MA R 43 /K P 5 AR I Bk CM-HUS, 4.
C3; C4; FB; FBb; CH50; AH50; FH; FH; C5a; sC5b9; CD46. £ CM-HUS ' C3. FB. CH50
AH50 A BERUIC, 1M C5a. sC5b9 Al FBb AJ He T, A A U #h 4 1% A g YU 5Bk CM-HUS [18],
HIF 9T Sl s RIASELE I PR v FE PR BE CM-HUS 11 28357 r Ji PRSI PR BH 2 22 K 2 60%~70% 75 45 [19]  ELSR AR5
BETAERB IR ANE T 80 G, ADAMTSL3 yETEIES, HAME | 7K H B F/KPFREER
B, DRl e DRI I AN 4, L RE DR 0 P M 38 AN vy, DTG S8 i 7 SO T I e 42 1) 5 ' D R R R AR 1)
THEOLT, SR CB AMAHIHI 7RI AK 2R B BT TT ABR AMMA R 352 2 St ke, (Ry7 ROk, 4% a
BT EEBRIATT .

FEAE I 9T 278 MHT-TMA (S BE 5™ 5, BTS2, 7E Xiao-Juan YU &6 A HA 12 4 (1 [H]
PERT 7T, 61 6] MHT-TMA B35 W45 28 15(45.9%) K& e N A& ARSI, #7257 MHT-TMA B2 1'%
T [20]. [RIFELE Teresa Cavero 2 N\ — 2T 199 3% i 5 B F ORE e b, 40 & HE fEiL it
FAAE TMA KB, X 26 3 1) B AR 1 0 BE L e TMA [ 8 TN 5, (RIS I 75 BB AT IR 2
R RE221], AfEE WIS SR I E N AT =S, KRTEEREREakE, Bl
ELAN I ) S 30 7 B IE B ACIEYT, BLERTSE BoR MHT-TMA B8 UG 802, IR S, Bt 5
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