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Abstract

ture in patients with malignant hypertension. Method: Double antibody sandwich enzyme linked immune sorbent

Objective: To investigate the presence of complement activation and its association with clinical fea-

assay (ELISA ) was used to evaluate the serum levels of complement component(Clg, Bb, FCN2, C4d, sCR1,
CFH, C3a, C5a, SC5b-9) in 18 patients with malignant hypertension, 15 patients with hypertension and 18 normal
controls. At the same time, the indicators of clinical biochemistry, complement C3 and C4, and protein in the u-
rine of the patients with malignant hypertension were collected. Result: The levels of serum Bb, C4d, CFH, C3a
and SC5b-9 in patients with malignant hypertension were significantly higher than those in patients with hyperten-
sion and in normal controls( P<C0. 05) with no significant difference between the hypertension group and control
group. The levels of serum sCR1 and Cba in patients with malignant hypertension were significantly higher than
those in normal control group, the difference was statistically significant( P<Z0. 05) ; The level of serum CFH was
positively correlated with creatinine(r=0. 682, P=0.009), and the level of serum C4d was positively correlated
with 24-hour urine protein(r=0. 804, P=0. 002). Conclusion: The complement system is activated in patients with
malignant hypertension, and the alternative pathway activation participates in the malignant hypertensive renal
damage. Further study is needed for the correlation between the increase of sCR1/C4d and classical and/or the lec-
tin pathway.
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Table 1 ELISA Kkits and dilution multiples
10 & % s i R A B
SC5b-9 Quidel, San Diego,CA,USA 909608 40
Cba Uscn life Science, Wuhan, China 1.121029509 50
C3a Uscn life Science, Wuhan, China 1121029483 100
sCR1 Uscn life Science, Wuhan, China 1.121029508 10
C4d Uscn life Science, Wuhan, China 1121029482 10 000
Clq Usecn life Science, Wuhan, China 1.121029480 40 000
FCN2 Uscn life Science, Wuhan, China 121012171 50 000
CFH Uscn life Science, Wuhan, China 121012171 20
Bb Quidel, San Diego,CA,USA 909233 20
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Table 2 General information of malignant hypertension group and control group xEs
AM B W kB R/ R mmHe R maHe 1 7 L/
HiE/g (mmol « L™

o 18 15+ 3 34.43+6.79  215.50433. 9577 146.14+23. 02" 3.1142.17"2 510. 734236, 45"7

FRH 15 123 40.60410.26 156.70+8.47”  100.60%5. 50" 0.10+0.01 90.13+10.08

X R 2 18 15+ 3 33.9346.58 119.1548.47 77.77+5.20 0.31£0.01 95.48+7.56

S0 RRA PR, D P<<0. 015 55 4 A, ” P<C0. 01,
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Table 3 The level of C3, C4 of patients with malignant hy-
pertension g/L
FMA
995 191 4 = Mk C3 M C4
(0.9~1.8) (0.1~0. 4)

il 1 0. 877 0. 20
i 2 0.94 0.21
i 3 0.91 0.15
il 4 0. 81" 0. 14
% 5 0.96 0.23
i 6 0. 79V 0.17
i 7 1.05 0. 24
il 8 1.09 0. 23
il 9 0. 75" 0.13
i 10 1.06 0.55
fi 11 0.90 0.21
B 12 0. 85" 0.18
5 13 0.73" 0.19
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Table 4 The serum levels of complement component between malignant hypertension group and control group
2+ 5, M(IQR)
21 51 SC5b-9/(ng * ml™')  C5a/(ng * ml™") C3a/(ng * ml™")  sCR1/(ng+*ml™") Bb/(pg + ml™")
Tl 3 452.3542 110.90"% 231.72+60. 79" 50.00412.01"% 42.82(71. 20V 9.57(6.65)"%
V-2l 1475.174382.11 198.92+78. 09 20.16=£8.76 22.42(41.52) 3.71(4.50)
X HRZH 1478.72+656. 65 162.19+65.03 16.81+8.69 13.29(25.09) 5. 38(5. 80)

21 C4d/(ng + ml™") Clq/(pug » ml™") FCN2/(pg « ml™") CFH/(pg + ml™")
R 1967.99+702, 39"% 88.59457. 36 4.09(7. 36) 2 814.93(1 436.54)"%
e R 1 150. 964493, 15 98.07+29.15 4. 37(3.67) 839.99(355.91)

Xf B ZH 1 037.76+308. 14 59.71+14. 48 4.49(3.09) 935.32(201.77)

5% B4 A, Y P<<0. 015 5 R & 4] He g, 2 P<<0. 01,
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Figure 1 Correlation analysis
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